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ATEROSKLEROZ DERNEGI YONETIM KURULU
BASKAN

MERAL KAYIKCIOGLU

BASKAN YARDIMCISI
NEVREZ KOYLAN

SEKRETER
YAGIZ URESIN

SAYMAN

SACIT KARAMURSEL

ASIL UYE

MEHMET GOKHAN KARA

BILIM KURULU

MERAL KAYIKCIOGLU (BASKAN)
HASAN ALI BARMAN
OZCAN BASARAN

BARIS GUNGOR

MUGE ILDIZLI DEMIRBAS
NEVREZ KOYLAN
AYTEKIN OGUZ

ONER OZDOGAN
NECLA OZER

UMIT YASAR SINAN

LALE TOKGOZOGLU
YAGIZ URESIN

BiLDiRi KOMiSYON
MERAL KAYIKCIOGLU (BASKAN)
NEVREZ KOYLAN (BASKAN)
FAHRI AYCAN AYKAN

CAN BIRKAN

DENIZ DEMIRCH

ILKER GUL

SADI GULEC

ECEM GURBUZ

AHMET TEMIZHAN

DILEK URAL

ZAFER YALIM

ECE YURTSEVEN
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BILIMSEL PROGRAM

09:00-10:05 Oturum1 - Prematiir Ateroskleroz ve Sik Dislipidemiler

© (EAS ORTAK OTURUMU - 1)
g Oturum Baskanlari: Florian Kronenberg, Oner Ozdogan, Stefano Romeo
o 09:00-09:15 Acilis konugmasi Meral Kayikgioglu
Erken Ateroskleroz ve en agir formu (FH& HoFH)
O 09:15-09:35 Lp(a) FHve HoFH de Florian Kronenberg
g 09:35-09:55 Women with FH and HoFH: Unmet Needs and Clinical Challenges Kirsten Holven
09:55-10:05 Soru & Cevap
N
(4] 10:05-10:15  Kahve Molas| W
0
= 10:15-11:10  Oturum 2 - HoFH’de Yasam Boyu Tedavi (EAS ORTAK OTURUMU - II)
m» Oturum Bagskanlari: Meral Kayikgioglu, Nevrez Koylan, Yagdiz Uresin
g 10:15-10:30 FH’de Standart tedavi-Statin, ezetimib ve PCSK9 inhibitorleri Barnis GUngor
10:30-10:45 Aferez kime naslil? Olgu temelli Bahadir Kirlmaz
10:45-11:05 Homozigot Familial Hiperkolesterolemide Tedavi Stefano Romeo
11:05-11:10 Soru & Cevap
11:10-11:40 UYDU SEMPOZYUM -1
Geng Olsun , Geg¢ Olmasin: Lipitor ile Kardiyovaskiler Koruma @ VIATRIS
Moderatér: Ozcan Basaran
Konusmaci: Mert ilker Hayiroglu
11:40-11:50  Kahve Molasi @
1:50-12:45 Oturum 3 - Genglerde Miyokard infarktiisii (Geng M)
Oturum Bagkanlar: Dilek Ural, Necla Ozer, Ozlem Yildinmtirk
Panelistler: Burcak Kiligckiran Avci, Siha Asal
11:50-12:05 Kag yas geng sayilir? Geng Ml epidemiyolojisi - Neden geng MI? Meral Kayikgioglu
12:05-12:20 Geng Ml'larda Genetik Alt Yapi Neslihan Coban
12:20-12:35 Troponin pozitif geng hastada tani miyokardit mi? Geng MImi? Muge lldizli Demirbas
12:35-12:45 Soru & Cevap
12:45-13:45  Ogle Yemegi(¥)
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13:45 -14:40 Oturum 4 - Gérinmeyeni Gérmek: Geng MI'da Alisiimigin Disinda

Neler Var?
Oturum Bagkanlari: Hasan AliBarman, Barig GUngoér

Panelistler: Aycan Fahri Erkan, Yigit Canga, Ersel Onrat, Dogancan Ceneli

13:45-14:00 Geng Ml Etyolojisinde ilag Kullanimi ve Maddeler Yagiz Uresin
Rekreasyonel maddeler, performans artiricilar, receteliilaglar
14:00-14:15 Geng Ml'da Lipidler: Gérinmeyen Risk, Gdzden Kagan Hedefler Bugra Ozkan
14:15-14:30 Standart risk skorlarinin yetersizligi Deniz Demirci
14:30-14:40 Soru & Cevap
14:40-15:10 UYDUSEMPOZYUM -2
Risk Denkleminde Eksik Pargalar: Lp(a) ve hs-CRP’nin Klinik Pratikteki Giicii
Moderator: Barnig GUngor
Konusmact: Meral Kayikgioglu
15:10-15:20  Kahve Molasi @
15:20 -16:10 Oturum 5 - Gen¢ MI’da Konvansiyonel Risk Faktorleri: Ayni mi,
Farklimi?
Kadinlar, Metabolik Yiik ve Diren¢li Geng Hasta Gergegi
Oturum Baskanlari: Saide Aytekin, Nurgll Keser, Aytekin Oguz
Panelistler: Elif Erodlu Blyiikéner, Nihan Caglar, Zafer Yalim, Omer Dodan
15:20-15:30 Kadinlarda Geng MI: Konvansiyonel Risk Faktorleri Gergekten CerenTokgdz
Konvansiyonel mi?
15:30-15:40 Obezite ve Diyabet Ekseninde Geng MI: Erken Baslayan Metabolik OzcanBasaran
Firtina
15:40-15:50 Olgu Sunumu - Direngli Hipertansiyon Sinem Cakal
15:50-16:00 Olgu Sunumu - Gebelik ve Ml Umit Yasar Sinan
16:00-16:10 Soru & Cevap
16:10 -17:00 Oturum 6 - Gencglerde Tromboz: Nasil Yapallm?
Tromboze Lezyonlari Nasil Tedavi Edelim?
Oturum Bagkanlar: Mustafa Kemal Erol, Cihangir Kaymaz
Panelistler: Cagri Kafkas, Caglar Kaya
16:10-16:20 Geng Ml'datrombotik faktérler Ece Yurtseven
16:20-16:30 Antitrombotik tedavi: DOAK'lar mi, VKA'lar mi? Necla Ozer
16:30-16:40 Olgu Temelli Sunum - Yogun trombus yiiki olan Ml olgusu yénetimi Suleyman Cagan Efe
16:40-16:50 Olgu Temelli Sunum Ekrem Gller
16:50-17:00 Soru & Cevap
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09:00 - 09:55 Oturum?7 - Genglerde Hassas Plak ve Goriintileme

Oturum Baskanlari: Bilgehan Karadag, Oner Ozdogan

Panelistler: Aycan Fahri Erkan, Ecem Glrses

09:00-09:10 Dinden 6grendiklerimiz Geng MI-LDL hedefi kag olmali? Meral Kayikgioglu
09:10-09:25 Hassas plak ve Lipid dlzeyleri, IVUS EserDurmaz
09:25-09:35 OlguTemelli Sunum - Genglerde hassas plak ve goriintileme Alp Burak Catakoglu
09:35-09:45 Olgu Temelli Sunum Vefik Yazicioglu
09:45-09:55 Soru & Cevap
09:55-10:05  Kahve Molasi @
10:05-10:55 Oturum 8 - Genglerde Koroner Anatomi: Olaylar ve Olgular
Oturum Baskanlari: Serdar Kiiglikoglu, Sadi Giileg, ilker Giil
Panelistler: Muhammed Furkan Deniz, Bahadir Kirimaz, Yigit Canga, Umit Yasar Sinan
10:05-10:20 Geng Ml’'larda Koroner Anatomi Hasan AliBarman
10:20-10:30 Olgu Sunumu - Kounis Sendromu Muhammed Keskin
10:30-10:40 Olgu Temelli Sunum - Genglerde iki farkl Ml etyolojisi Emrah Erdogan
10:40-10:55 Soru & Cevap
10:55 -11:25 UYDU SEMPOZYUM - 3
KV Korumada Kolsisini kime verelim? Verirsek ne olur? & RECORDATI
Konusmacilar: Lale Tokgdzoglu, Meral Kayikgioglu
11:25-11:35  Kahve MolasI @
1M:35-12:35 Oturum 9 - Turkiye’de Genclerde Kalp Krizi:
Buglin Neredeyiz, Nereye Gitmeliyiz?
Moderator: Meral Kayikgioglu
Panelistler: Lale Tokgézoglu, Mustafa Kemal Erol, Aytekin Oguz, Necla Ozer,
Nevrez Koylan, Ahmet Temizhan, Sadi Guleg, Oner Ozdogan, Barig Gingdr,
Bilgehan Karadag, llker Gdil, Evrim Simsek, Murat Sargin
11:35-11:50 Primordial korunma Lale Tokgdzoglu
11:50-12:05 Nereye gidiyoruz? Multidisipliner perspektif Meral Kayikgioglu
TURK Ml verileri
12:05-12:35 Soru & Cevap
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12:35-13:40  Ogle Yemegi(¥)

Sunumlu E-Poster Oturumu
Oturum Bagkanlar: Muhammed Furkan Deniz, Sedat Kalkan, Neziha Aybuke Geylan

13:40-14:30 Oturum 10 - Genglerde Her Ani Oliim Kalp Krizi mi?

Oturum Bagkanlari: Ersel Onrat, Ahmet Temizhan

Panelistler: Kadir Biyikli, Sedat Kalkan, Mert ilker Hayiroglu

13:40-13:55 Genglerde ani 6lim Evrim Simsek
13:55-14:10 Sporcularda ani 6lim HKMP Tugrul Okay
14:10-14:20 Olgu Temelli Sunum AliKarag6z

14:20-14:30 Soru & Cevap

14:30-14:40  Kahve Molasi @

14:40 -15:40 Oturum 11 - Olgu Sunumu Oturumu

Oturum Baskanlari: Necla Ozer, Ozcan Basaran, Baris Glingdr
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Panelistler: Ecem Giirses, Meral Kayikcioglu, Yagiz Uresin, Nevrez Koylan

15:40 -16:40 Oturum12 - Olgu Sunumu Oturumu
Oturum Baskanlari: ilker Gil, Ersel Onrat, Zafer Yalm

Panelistler: Sinem Cakal, Can Birkan
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14:40 -15:40

Oturum 11 - Olgu Sunumu Oturumu

Oturum Baskanlan: Necla Ozer, Ozcan Basaran, Baris Glingér

Panelistler: Ecem Giirses, Meral Kayikgioglu, Yadiz Uresin, Nevrez Koylan

S§S-01 Sessiz bir tehdit: Captagonun tetikledigi STEMI ve Torsades de Pointes Mdicahit Kilavuz

§S-02 Aritmi Degil, iskemi: Geng Bir Hastada Ani Kalp Durmasinin Altta Yatan Nedeni Gokhan Glngor

SS-03 Use of Low-Dose Slow Infusion Thrombolytic Therapy in Thrombotic Coronary Artery Mucahit Tan
Disease Presenting as STEMIin a 22-Year-Old Male Patient: Case Report
Alerjik Reaksiyon Sonrasi Gelisen inferior ST Yiikselmeli Miyokart Enfarktiist (STEMI)

SS-04 Olgusunda Posterior Desendan Arter (PDA) Total Oklizyonu - Geng Erigkin Kadin Vaka Gokhan Sénmez
Sunumu

SS-05 Fiziksel eforsonr§5| gelisen inf"erior ST y[]kselmelii miyokart enfarktlsUt (STEMI) Gdkhan Sénmez
olgusunda proksimal RCA oklizyonu: geng erigkin erkek vaka sunumu
An Unexpected Cause of Angina: Successful Percutaneous Closure of an Internal

S§S-06 . . Ecem Gurses
Mammary Artery-Left Atrium Fistula

SS-07 Remnant Cholegterol asa Prgdictor of No-Reflow Phenomenonin Patients with ST- Pelinsu Elif Ozkan
Segment Elevation Myocardial Infarction

_ Diyabet Tanisi Olmayan 50 Yag Alti Akut Koroner Sendrom Hastalarinda Bagvuru .

Ss-08 Glukoz/Albimin Orani (GAR) Hastane ici Mortaliteyi Ongérar mii? Aykan Gelik

SS-09 Geng Yasta Miyokard Enfarktisii ile Plazma Aterojenik indeksi Arasindaki iligki Erkan Kahraman

SS-10 Prognostic Value of the HALP Score for1-Year MACE in Young Patients With NSTEMI Seda Tanyeri Uzel

SS-T1 Cjeng Hastalarda S.pontan Koroner Arter Diseksiyonu: Klinik Profil, Anjiyografik SedaTanyeri Uzel
Ozellikler ve Tedavi Yaklagimlari

§S-12 Geng, Kadin ve Risksiz ,Miyokardial infarktiistin Sessiz Yiizi Umit Acar

15:40 -16:40 Oturum 12 - Olgu Sunumu Oturumu

Oturum Bagskanlar: ilker Giil, Ersel Onrat, Zafer Yalim

Panelistler: Sinem Cakal, Can Birkan

SS-13 Genetic Influences on Myocardial Injury Markers in Men with Premature Coronary ibrahim Kiliccalan
Events

SS-14 Geng CABG liHastada LIMA-LAD Akim Yarigmasina Yonelik LMCA-LAD PClve LIMA Onur Oztelcan
Embolizasyonu

_ Modern Cagin Cig Gibi Blylyen Sorunu: Erken Yasta Kalp Krizi Gegiren Hastalarin Klinik . = .

Ss-15 Ozelliklerine Retrospektif Bakis Bugra Ozyesil

SS-16 The Role of Platelet-Lymphocyte Ratio in Predicting 1-Year Major Adverse Bisra Guvendi
Cardiovascular Events in Young Patients with NSTEMI Sengor
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SS-17 Geng Miyokard infarktustine Bir Ornek Olgu Mehmet Giirler
ss-18 Ust Solunum Yolu Enfeksiyonu Sonrasi Gelisen Miyokardit ile Birlikte LAD Trombozu: ihsan Can Ozdestici
Olgu Sunumu
S§S-19 Atrial Flutter Ablasyonu Sonrasi Gelisen Akut Anterior STEMI: Geng Bir Olgu Yaprak Tepeli
§S-20 Clinical and Prognostic Value of Plateletcritin Young Patients with NSTEMI AliEvsen
SS-21 Case of Essential Thrombocytosis Diagnosed After Acute Coronary Syndrome Ali Sezgin
SS-22 Hipertrigliseridemive Trombofilik Genetik Polimorfizmlerle Birlikte Seyreden Koroner F Sevde Nur Kilavuz
Restenoz Olgusu
§S-23 Non-obstriktif Koroner Arterlerle Birlikte STEMI Prezentasyonu: Olgu Sunumu Gulru Ece Ustlinay
_ Acute Myocardial Infarction and Acquired Atrial Septal Defect in a Young Male
SS-24 Following Excessive Energy Drink, Alcohol and Cigarette Consumption: A Case Report FethullahKayan
12:35 -13:40 Sunumlu E-Poster Oturumu

Oturum Baskanlari: Muhammed Furkan Deniz, Sedat Kalkan, Neziha Aybike Geylan

Spontan Koroner Arter Diseksiyonu: Akut Miyokard Enfarktistnde Dinamik Bir Klinik ve

EPS - 03 Anjiyografik Stirec Selguk Cakmak
EPS - 04 gferg&?irf\ggﬁriggmgenomeninin Ongérisiinde Trigliserid-Glukoz indeksi: Yeni Bir AmerDogan
EPS - 05 ggrgarIelf(oFrg:liéci)yn;:ul%SSIYsg::mﬁ;:(:iMorfoloji—VoItaj-P Dalgasi Suresi (MVP) Skoruile Melike Kaya
EPS - 06 Enmfgrsmﬁléﬁﬂﬁ@gg?;?}gi?ikooﬁ;erapliéﬁag,ag:ak“ Anterior ST YUkselmeli Miyokart Ernre Berk Erkip
tps-07 | FOgrsve Doce Vel Tvomoosiounder hrapeutc Low Holscuar It 93| congiab
EPS - 08 Forgedin the Depths: Autonomic and Cardiac Adaptations in Elite Combatant Divers Siiha Asal

AfterIntensive Training Camp
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SESSiZ BiR TEHDIT: CAPTAGONUN TETIKLEDIGI STEMI VE
TORSADES DE POINTES

Miicahit Kilavuz', Sefa Tatar!, Yunus Emre Yavuz', Serhat Kesriklioglu', Hakan Akill'
'Necmettin Erbakan Universitesi, Tip Fakiiltesi, Kardiyoloji Anabilim Dali; Konya, Tiirkiye

GIRIS

Geng erigkinlerde goriilen akut koroner sendrom (AKS) vakalarinda aterosklerotik olmayan mekanizmalar daha
on plandadir. Koroner vazospazm, trombofili, erken ateroskleroz, spontan koroner arter diseksiyonu, vaskiilitler,
hormonal etkiler, yogun fiziksel veya emosyonel stres, genetik yatkinlik ve ¢esitli ilag veya madde kullanimlar
onemli etyolojik faktorler arasinda yer almaktadir'. Amfetamin ve fenetilin (Captagon) gibi uyarict maddeler, sempatik
aktivite artis1, endotelyal disfonksiyon, vazokonstriksiyon, trombosit aktivasyonu ve elektriksel instabilite yoluyla
hem AKS gelisimine hem de malign ventrikiiler aritmilere zemin hazirlayabilmektedir. Bu nedenle klasik risk faktorii
olmayan geng eriskinlerde, akut koroner sendrom varliginda madde kullanim 6ykiisii mutlaka sorgulanmalidir.

VAKA SUNUMU

Kirk iki yasinda erkek hasta, ¢ene, sol kol ve sirta yayilan siddetli gogiis agris1 ve nefes darligi sikayetleriyle dis
merkeze bagvurdu. Acil serviste EKG cekilmesi sirasinda torsades de pointes ritmi izlendi ve acil defibrilasyon
uygulandi. Bes dakika siiren kardiyopulmoner resiisitasyon sonrasinda spontan dolagim saglandi. Resiisitasyon
sonrasi ¢ekilen EKG’de anterior derivasyonlarda yaygin ST elevasyonu goriildii ve ileri tedavi i¢in bilinci kapali ve
entiibe halde merkezimize sevk edildi.

Merkezimize ulastifinda entiibe halde, kan basinct 130/80 mmHg, kalp hizi 115/dk idi. Yatak basi yapilan
ekokardiyografide belirgin segmenter duvar hareket kusuru saptanmadi. EKG’de ST yiiksekligi devam etmesi
tizerine hasta Akut Anterior MI ile koroner anjiyografi laboratuvarina alindi. RCA ve LMCA normal, CX’de minimal
plak, LAD mid segmentte %99 trombotik lezyon oldugu izlendi. Perkiitan miidahale ile DES implantasyonu sonrasi
tam aciklik saglandi. Ardindan yogun bakima devredildi ve ayn giin i¢erisinde extiibe edildi. Hastanin koroner arter
hastalig1 acisindan standart risk faktorleri mevcut degildi. Ancak meslegi geregi uzun yol soforliigii yaptig1 ve son
iki y1ldir diizenli Captagon kullandigi, en son 48 saat dnce madde aldig1 6grenildi. Hasta 4 giinliik takibinin ardindan
taburcu edildi.

TARTISMA

Captagon, metabolize oldugunda amfetamin ve teofilin ortaya c¢ikarmakta olup, sempatik aktiviteyi artirarak
tagikardi, hipertansiyon, vazokonstriksiyon, endotel disfonksiyonu ve platelet aktivasyonu iizerinden hem iskemik
hem de aritmojenik kardiyak olaylara zemin hazirlayabilmektedir’. Amfetamin ve tiirevlerinin, koroner vazospazm,
trombosit agregasyonu, oksidatif stres ve inflamasyon yoluyla akut koroner sendroma (AKS) katkida bulunabilecegi
bildirilmistir*#°. Bizim hastamizda klasik kardiyovaskiiler risk faktorlerinin bulunmamasi, AKS nin madde kullanimi
ile ligkili olabilecegini diisiindiirmektedir. Bu ajanlar QT mesafesinde uzama, repolarizasyon bozuklugu, katekolamin
aracili iyon kanal etkilenimi ve torsades de pointes gelisimi ile iligkilendirilmistir®. Bununla birlikte, AKS nin kendisi
de malign ventrikiiler aritmiler igin gii¢lii bir tetikleyicidir; ancak amfetamin tiirevi maddeler elektriksel instabiliteyi
artirarak bu riski daha da yiikseltebilir. Bu nedenle mevcut aritmik olayin yalnizca AKS ile degil, madde kullanimina
bagh elektriksel hassasiyet artis1 ile de iligkili olabilecegi diisiiniilmektedir. Literatiirde Captagon kullanimi ile
iligskili AKS’nin bildirildigi olgu sayis1 sinirlt olmakla birlikte, bu birliktelik 6zellikle geng ve risk faktorii olmayan
bireylerde goz ardi edilmemelidir.
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Captagon ve benzeri uyarici maddeler, 6zellikle geng ve klasik kardiyovaskiiler risk faktorii olmayan bireylerde akut
koroner sendrom ve malign ventrikiiler aritmi gelisimi i¢in g6z ard1 edilmemesi gereken bir risk faktoriidiir. Akut
koroner sendromlarin tedavisinde erken reperfiizyon stratejileri 6nemini korumakla birlikte, uzun vadede en etkili
yaklasim hastaligin ortaya ¢ikmasini engellemektir. Bu baglamda ilag bagimliliginin 6nlenmesi, toplumun bu konuda
bilinglendirilmesi ve riskli bireylerde erken donemde danigsmanlik saglanmasi, koruyucu kardiyoloji uygulamalarinin
onemli hedefleri arasinda yer almalidir.

Figiirler

ow B il @4 AR

2 TG 3 3 4 i
Figiir 1A: Basvuru aninda ¢ekilen ilk EKG, torsades de pointes ile uyumlu polimorfik ventrikiiler tagikardi izlenmektedir.
Figiir 1B: Resiisitasyon sonrasi elde edilen EKG, V3-V6 derivasyonlarinda belirgin ST-segment elevasyonu goriilmektedir.

Figiir 2A: LAD mid segmentte trombotik lezyon

Figiir 2B: DES implantasyonu sonrasi tam agiklik.

Referanslar

1. Cojocaru PA et al. Myocardial Infarction in Young Adults: Revisiting Risk Factors. Medicina (Kaunas). 2025.

2. Katselou M, et al. Fenethylline (Captagon) Abuse—Local Problems from an Old Drug. Basic Clin Pharmacol Toxicol. 2016.
3. Bazmi E, et al. Cardiovascular Complications of Acute Amphetamine Abuse. Sultan Qaboos Univ Med J. 2017.

4.  Yayla C, et al. Acute myocardial infarction associated with Captagon use. Anadolu Kardiyol Derg. 2012.

5. Yildiz A, et al. Acute inferior myocardial infarction associated with Captagon ingestion. Turk J Emerg Med. 2019.

6. Dominic P, et al. Stimulant Drugs of Abuse and Cardiac Arrhythmias. Circ Arrhythm Electrophysiol. 2022.

12



DERNEGI

EAS B g A '
@ w > Nadir Hastalklar HIPERKOLESTEROLEMi

European \

Q;r;;ﬁjalp.ms bee

Dernedi

o Genc Kalp Krizleri

‘Tam Yonleriyle: 20-21Subat 2026 | Novotel Bosphorus, istanbul

A

TURKIYE’DE BIRILK |
TURKIVE DEBIRNEK

ARITMI DEGIL, iISKEMIi: GENC BiR HASTADA ANi KALP DURMASININ
ALTTA YATAN NEDENI

Kaythan KARAMAN!, Gokhan GUNGOR!
'Tokat Gaziosmanpasa Universitesi, T1p Fakiiltesi, Kardiyoloji Anabilim Dali, Tokat, Tiirkiye

Giris: Ani kalp 6liimii (AKO), tipik olarak ani kalp durmasindan kaynaklanan, semptom baslangicindan sonraki bir
saat icinde veya bilinen son saglikli durumdan sonraki 24 saat icinde meydana gelen 6liimle karakterize edilen klinik bir
durumdur. Yetiskinlerde birincil etiyoloji koroner arter hastaligi (KAH) iken, kalitsal aritmiler, kardiyomiyopatiler ve
koroner anomaliler geng bireylerde daha yaygindir. Bununla birlikte, son yillarda “cok geng” (<40 yas) popiilasyonda
KAH prevalansi artmaktadir. Klasik risk faktorleri bu yas grubunda daha az siklikta goriilse de, sigara, obezite ve genetik
yatkinlik, subklinik aterosklerozun ilerlemesini hizlandirarak, ilk klinik belirti olarak ani kalp durmasina yol acabilir.

Olgu Sunumu: 29 yaginda bir erkek hasta, istirahat halindeyken ani biling kaybinin ardindan yere yigildi. Olay
sirasinda hemen kardiyopulmoner resiisitasyon (KPR) baglatild1 ve nakil sirasinda acil saglik hizmetleri tarafindan
defibrilasyon uygulandi. 45 dakika siiren kardiyopulmoner resiisitasyon (CPR) sonrasinda spontan dolagimin geri
doniisii (ROSC) saglandi ve hasta primer perkiitan koroner girigim i¢in sevk edildi. Acil koroner anjiyografi, sol 6n
inen (LAD) arterin orta segmentinde %50 stenoz, sag koroner arterde (RCA) kronik total okliizyon (CTO) ve distal
sirkumfleks (Cx) arterde %99 kritik stenoz oldugunu ortaya koydu. Cx lezyonuna ii¢ adet ila¢ salinimli stent bagariyla
yerlestirildi. Hasta sekiz giin boyunca yogun bakim fiinitesinde entiibe halde izlendi ve daha sonra norolojik defisit
olmadan taburcu edildi. Taburcu olduktan 11 ay sonra, rezidii iskemi nedeniyle RCA-CTO girisimi yapildi ve {i¢ ilave
stent yerlestirilmesiyle tam revaskiilarizasyon saglandi.

Sonug¢: Geng bireylerde ani kalp durmasi genellikle birincil aritmik olaylara baglansa da, bu vaka sessiz ancak yaygin
koroner arter hastaligimin da 6liimciil aritmilere zemin hazirlayabilecegini gostermektedir. Bu hastalarda hayatta kalma
ve uzun vadeli yasam kalitesi i¢in erken tani, agresif risk yonetimi ve tam revaskiilarizasyon kritik Gneme sahiptir.

Tiirkce Bildiri Metni
Giris

Ani kardiyak 6liim (AKO), semptomlarin baglamasini takiben ilk bir saat iginde ya da bireyin son gériildiigii saglikl
halinden itibaren 24 saat i¢inde gerceklesen, temelinde genellikle ani kalp durmasinin yattig1 dramatik bir klinik
tablodur ve tiim kardiyovaskiiler 6liimlerin yaklagik yarisini olusturur. Erigkin yas grubunda en yaygin neden koroner
arter hastaligi (KAH) iken; gen¢ bireylerde kalitsal aritmiler, kardiyomiyopatiler ve koroner arter anomalileri
etyolojide 6n plana ¢ikmaktadir.

Ani kardiyak olaylar ve miyokard infarktiisii ¢gogunlukla ileri yasla iligkilendirilse de, son yillarda geng erigkinlerde
goriilme sikliginin arttig1 bildirilmektedir. Ozellikle 40 yas ve alt1 bireylerde gelisen KAH, toplumda nadir kabul
edilmesine ragmen, ciddi morbidite ve mortalite ile seyredebilmekte ve baz1 olgularda ilk klinik bulgu ani kalp
durmasi olabilmektedir. Literatiir verileri, geng yasta miyokard infarktiisii gegiren hastalarin azimsanmayacak bir
kisminda geleneksel kardiyovaskiiler risk faktorlerinin mevcut oldugunu, buna karsin hastaligin siklikla “diigiik
riskli” kabul edilen bu popiilasyonda ge¢ tanindigin1 gostermektedir.
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Geng erigkinlerde KAH gelisiminde sigara kullanimi en baskin risk faktorii olarak 6ne ¢ikmakta; obezite, dislipidemi ve
ailede erken yasta kardiyovaskiiler hastalik dykiisii 5nemli katki saglayan unsurlar arasinda yer almaktadir. Hipertansiyon
ve diyabetes mellitus gibi klasik risk faktorleri bu yas grubunda daha az siklikta goriilse de, genetik yatkinlik ve yasam
tarzina bagh faktorlerin birlesimi erken ve agresif ateroskleroz gelisimine yol acabilmektedir. Ayrica, geng¢ yasta
miyokard infarktiisii geciren hastalarin uzun dénem kardiyovaskiiler prognozlarinin daha ileri yas grubundaki hastalarla
benzer oldugu ve bu nedenle agresif ikincil korunma stratejilerinin biiyiik 6nem tasidigi bildirilmistir.

Bu baglamda, geng¢ hastalarda ani kalp durmasi ile karsilasildiginda yalnizca primer aritmik nedenlere odaklanmak
yeterli olmayabilir. Sessiz seyreden koroner arter hastaligi ve buna bagli iskemik zemin mutlaka akilda tutulmali, uygun
hastalarda erken ve kapsamli koroner degerlendirme yapilmalidir. Bu olgu sunumunda, 29 yasinda bir hastada ani kalp
durmasi ile ortaya ¢ikan sessiz ve yaygin koroner arter hastaligi, tanisal siire¢ ve klinik yonetim egliginde tartigilmaktadir.

Olgu Sunumu

Yirmi dokuz yasinda, daha once bilinen aterosklerotik kardiyovaskiiler hastalik 6ykiisii olmayan erkek hasta, bir
kafede istirahat halindeyken ani biling kayb1 gelismesi lizerine yere yigilmistir. Olay yerinde bulunan taniklar
tarafindan derhal kardiyopulmoner resiisitasyona (KPR) baslanmis, 112 acil saglik ekibi yaklasik 10 dakika sonra
olay yerine ulagmistir. Hasta, devam eden KPR esliginde ilge devlet hastanesine nakledilmis; transport sirasinda
birkag kez defibrilasyon uygulanmustir. ilce devlet hastanesinde toplam 45 dakika siiren KPR sonrasi spontan dolagim
saglanan hasta, entiibe halde ve Glasgow Koma Skoru (GKS) 4 olarak degerlendirilmis, primer perkiitan koroner
girisim amaciyla il devlet hastanesine sevk edilmistir (EKG kayitlar1 mevcut degil).

Acil koroner anjiyografide, sol 6n inen arter (LAD) orta segmentinde %50 darlik, sag koroner arter (RCA) orta
segmentinde kronik total okliizyon (KTO) ve sirkumfleks arter (CX) distal segmentinde %99 darlik saptanmistir.
RCA orta segmentteki lezyon PT2 kilavuz tel ile gecilemeyip tel sitirekli akut marjin dalina ilerlemis ve lezyon KTO
olarak kabul edilmigtir. Bunun iizerine sol koroner sistem kaniile edilmis ve CX lezyonuna bir adet 2.25%x24 mm ve
iki adet 3.0%x24 mm ilag¢ salinimli stent (DES) implante edilmistir (Toplam siire 105 dk) (Resim-1).

Hasta, sekiz giin siireyle entiibe olarak yogun bakim iinitesinde takip edilmis, ardindan ekstiibe edilerek dokuzuncu
giinde servise alinmistir. Bir haftalik servis izlemi sonrasinda, norolojik defisit saptanmaksizin taburcu edilmistir.
Taburculuk medikasyonu asetilsalisilik asit 100 mg/giin, tikagrelor 90 mg giinde iki kez, atorvastatin 40 mg/giin
ve metoprolol 50 mg/giin seklinde diizenlenmistir. Taburculuk Oncesi yapilan transtorasik ekokardiyografide sol
ventrikiilde inferoposterior segmentlerde hipokinezi, hafif mitral yetmezlik, normal sag kalp bosluklari, asendan aort
cap1 30 mm ve sol ventrikiil ejeksiyon fraksiyonu %50-55 olarak saptanmaistir.

Servis yatigi sirasinda alinan ayrintili 6ykiide, hastanin daha 6ncesinde hipertansiyon, diyabetes mellitus veya bilinen
baska bir kronik hastaliginin olmadig1 6grenilmistir. Hastanim aktif sigara igicisi oldugu ve 15 paket-y1l sigara dykiisiiniin
bulundugu, viicut kitle indeksinin 39.5 kg/m? (boy: 180 cm, kilo: 128 kg) oldugu tespit edilmistir. Ayrica hem birinci
hem de ikinci derece akrabalarinda erken yasta kalp damar hastaligi ykiisii oldugu 6grenilmistir. Ani kardiyak arrestten
yaklagik bir y1l 6nce bakilan LDL-kolesterol diizeyinin 107 mg/dL oldugu belirlenmistir (Resim-1).

Ik olaydan iki ay sonra, entiibasyona bagl gelisen stridor ve trakeal stenoz nedeniyle hasta opere edilmis; darlik
bolgesi ¢ikarilarak ug¢ uca anastomoz uygulanmaistir.

Ik kardiyak olaydan 11 ay sonra yapilan miyokard perfiizyon sintigrafisinde inferoposterior hipokinezi saptanmasi
tizerine kontrol koroner anjiyografi ve RCA-KTO (J-KTO skoru: 3) girisimi planlanmistir. Kontrol koroner
anjiyografide CX stentlerinin patent oldugu, LAD lezyonunun oOnceki bulgularla benzer sekilde devam ettigi
goriilmiistiir. Bilateral koroner enjeksiyon sonrast RCA-KTO girisimine baglanmis; konus yan dalindan ¢apa teknigi
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uygulanarak Finecross mikrokateter desteginde Progress-CTO 140 kilavuz tel ile lezyon basariyla gecilmistir. Ardisik

balon dilatasyonlarini takiben RCA’yaii¢ adet DES implante edilerek islem komplikasyonsuz sekilde sonlandirilmistir
(Toplam siire 110 dk) (Resim-2).

Tartisma

Geng hastalarda ani kalp durmasi ¢ogunlukla kalitsal aritmik sendromlar ve kardiyomiyopatilerle iliskilendirilmekle
birlikte, bu olgu sessiz seyreden aterosklerotik koroner arter hastaliginin da geng yasta Oliimciil aritmilere yol
acabilecegini gostermektedir. Ozellikle ani kardiyak arrestin ilk klinik bulgu olarak ortaya ¢ikmasi, altta yatan iskemik
zeminin daha 6nce fark edilmedigini diistindiirmektedir. Bu hastada saptanan Cx arterdeki ciddi iskemik darlik ve RCA-
KTO’nu, ventrikiiler aritmiler igin potansiyel bir substrat olusturarak ani kalp durmasina zemin hazirlamig olabilir.

Sigara kullanimi, morbid obezite ve gii¢lii aile 6ykiisii gibi major kardiyovaskiiler risk faktorlerinin varligi, geng yasa
ragmen erken ve agresif ateroskleroz gelisimini agiklamaktadir. Literatiirde, geng erigskinlerde ani kardiyak arrest
sonrasi yapilan koroner anjiyografilerde anlamli koroner lezyonlarin sanilandan daha yiiksek oranlarda saptandigi
bildirilmektedir. Bu nedenle, genc hastalarda ani kalp durmasi sonrasi etiyolojik degerlendirmede yalnizca primer
aritmik nedenlere odaklanmak yetersiz kalabilir ve kapsamli koroner degerlendirme mutlaka diisiintilmelidir.

Bu olguda, akut dénemde hemodinamik stabilitenin saglanmasinin ardindan sol sistem lezyonlarina yonelik basarili
revaskiilarizasyon yapilmis, takipte saptanan rezidiiel iskemi tizerine RCA-KTO lezyonuna yonelik planli girisim
gergeklestirilmigtir. KTO’larin basarili sekilde agilmasi, miyokardiyal iskemi yiikiinii azaltmanin yani sira, iskemik
aritmi riskinin diisiiriilmesi agisindan da klinik énem tasimaktadir. Ozellikle geng hastalarda, deneyimli merkezlerde
uygun teknik ve ekipman kullanilarak gergeklestirilen KTO girisimleri, uzun dénem klinik prognozu iyilestirebilecek
etkili bir tedavi segcenegi olarak degerlendirilmelidir.

Sonug¢

Geng hastalarda ani kalp durmasi, her zaman primer aritmik bir problem olmayabilir; sessiz koroner arter hastaligi
mutlaka akilda tutulmali ve uygun hastalarda tam revaskiilarizasyon hedeflenmelidir.

Resim-2

Resim-1

15



DERNEGI

E AS ® vusal AILEVi
Nadir Hastalklar @ HIPERKOLESTEROLEMi

Dernedi

e e GeNC Kalp Krizleri

‘Tam Yonleriyle: 20-21Subat 2026 | Novotel Bosphorus, istanbul

NN

TURKIYE’DE BIRILK |
TORKIVEIDEBIRILK

NOT ARRHYTHMIA, BUT ISCHEMIA: THE UNDERLYING CAUSE OF
SUDDEN CARDIAC ARREST IN A YOUNG PATIENT

Kayihan KARAMAN', Gokhan GUNGOR!
"Department of Cardiology, Faculty of Medicine, Tokat Gaziosmanpasa University, Tokat, Turkey

Introduction: Sudden cardiac death (SCD) is a clinical condition characterized by death occurring within one hour
of symptom onset or within 24 hours of the last known healthy state, typically resulting from sudden cardiac arrest.
While coronary artery disease (CAD) is the primary etiology in adults, hereditary arrhythmias, cardiomyopathies,
and coronary anomalies are more prevalent in younger individuals. However, in recent years, the prevalence of CAD
in the “very young” (<40 years) population has been increasing. Although classic risk factors are less frequent in this
age group, smoking, obesity, and genetic predisposition can accelerate the progression of subclinical atherosclerosis,
leading to sudden cardiac arrest as the initial clinical manifestation.

Case Report: A 29-year-old male patient collapsed following a sudden loss of consciousness while at rest.
Cardiopulmonary resuscitation (CPR) was initiated immediately during the witnessed event, and defibrillation was
performed by emergency medical services during transport. After 45 minutes of CPR, return of spontaneous circulation
was achieved, and the patient was referred for primary percutaneous coronary intervention (PCI). Emergency
coronary angiography revealed 50% stenosis in the mid-segment of the left anterior descending artery, chronic total
occlusion (CTO) of the right coronary artery (RCA), and 99% critical stenosis in the distal circumflex (Cx) artery.
Three drug-eluting stents were successfully implanted into the Cx lesion. The patient was monitored while intubated
in the intensive care unit for eight days and was subsequently discharged without neurological deficits. At 11 months
post-discharge, an RCA-CTO intervention was performed due to residual ischemia, and complete revascularization
was achieved with the implantation of three additional stents.

Conclusion: Although sudden cardiac arrest in young individuals is commonly attributed to primary arrhythmic
events, this case demonstrates that silent but extensive CAD can also provide a substrate for fatal arrhythmias. Early
diagnosis, aggressive risk management, and complete revascularization are critical for the survival and long-term
quality of life in these patients.
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STEMI iLE PREZENTE OLAN 22-YAS ERKEK HASTADA TROMBOTIK
KORONER ARTER HASTALIGINDA DUSUK DOZ YAVAS INFUZYON
TROMBOLITIK KULLANIMI

Miicahit Tan', Yiiksel Kaya®
"Van Egitim ve Arastirma Hastanesi, Kardiyoloji ABD, Van, Tiirkiye
?Yiiziincii Y1l Universitesi, Kardiyoloji ABD, Van, Tiirkiye

Giris

Akut koroner sendrom (AKS), ergenlerde ve geng eriskinlerde gogiis agrisinin nadir goriilen bir nedenidir. Ozellikle
20-40 yas aras1 geng yas grubunda, geleneksel risk faktorlerine sahip olmamasina ragmen koroner arter hastalig
(CAD) ve aterosklerozun diger belirtilerine sahip her iki cinsiyetten bireyler bulunmaktadir. Bu durum, klasik
olmayan aterosklerotik risk faktorleri olan geng¢ hastalarda risk profilinin farkli oldugunu ve genetik, inflamasyon,
tromboz, psikososyal, ¢cevresel ve diger parametreler gibi faktorlerin geng bireylerde ateroskleroz ve KAH ‘a yol agan
diger mekanizmalarda dnemli rol oynadigini gostermektedir.! Geng bireylerde akut miyokard enfarktiisii (AMI), son
yillarda giderek daha yaygin hale gelmistir ve baslangi¢ yasi giderek diismektedir. 24.000°den fazla vakay1 i¢eren Cin
Akut Miyokard Enfarktiisii Kayit Defteri’ne gore, AMI hastalarinin yaklagik %8,5 ‘i 45 yas ve altindadir.? Prematiire
koroner arter hastaligi (PCAD), erkeklerde 55, kadinlarda ise 60 yasindan énce dnemli koroner ateroskleroz gelisimi
olarak tanimlanir. Cogu calisma 45 veya 55 yas sinirin1 kullanirken, daha eski ¢aligmalar 65 yas kullanmistir. Son
zamanlarda, erkeklerde PCAD taniminda 49 yas esigi onerilmistir.>* Erken baglangici ve miyokard enfarktiisii gibi
ciddi olaylarin artmis riski nedeniyle kardiyovaskiiler tipta giderek artan bir endise kaynagi haline gelmistir.®

Trombotik koroner arter tikanikliklari, 6zellikle sol ana koroner arter (LMCA) veya sol 6n inen (LAD) arter
trombozunda, genellikle kardiyojenik sok, akut pulmoner 6dem, 6liimciil aritmiler veya ani kardiyak dliimle birlikte
goriiliir. Aterosklerotik risk faktorleri varliginda, koroner arter trombotik tikanikliklarin olagan nedeni, genetik,
metabolik ve gevresel faktorlerin karmasik etkilesiminin sonucu endotel disfonksiyonu ve okside diisiik yogunluklu
lipoprotein (LDL) ‘in subendotelyal bolgede birikmesi gibi farkli patofizyolojik mekanizmalari iceren, plak
riiptiirii veya erozyonu ile klinik olarak prezente olan aterosklerotik siirectir.®” Ateroskleroz olmamasina ragmen,
Ozellikle geng hastalarda, kendiliginden koroner trombiis olusumu vakalarmin yani sira literatiirde, trombotik
koroner arter tikanikliklarinin bildirilen diger 6nemli nedenleri olarak koroner arter embolisi, koroner arter ektazisi,
hiperkoagiilabilite durumu, kokain kullanimi, aort diseksiyonu, hematolojik veya malign bozukluklar, vaskiilit ve
vazospazm gosterilmistir.®'? Trombotik koroner arter hastaligi igin standart bir tedavi yaklasimi ve net kilavuz dnerileri
yoktur. Literatiirde tedavi secenekleri arasinda acil koroner arter baypas greftleme (KABG), stent implantasyonu,
intrakoroner veya intravendz trombolitik ajanlar, antikoagiilan ajanlar, glikoprotein IIb/Illa inhibitorleri ile giicli
antitrombosit ajanlar, konservatif tedavi ve trombiis aspirasyonu yer alir. 2! Son zamanlarda koroner akima izin
veren trombotik koroner arter tikanikliklar1 i¢in diisiik doz yavas inflizyon doku plazminojen aktivatorii (tPA) ile
hemodinamik olarak stabil hastalarda basarili sonuglar alinan bir vaka serisi bildirilmistir. 2

Olgumuzda STEMI ile prezente olan 22 yas erkek hastada, diisiik doz yavas inflizyon trombolitik tedavisinin
uygulanabilirligini ve faydasini vurgulamayi amagladik. Olgumuz, literatiirde az sayida hastayla temsil edilen ve
tedavi yaklagimi belirsiz olan koroner arter trombotik tikanikliklarin tedavi yaklagiminda, diisiik doz yavas akim
trombolitik tedavinin artan kanitlarina katki saglamaktadir.
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Olgu Sunumu

22 yaginda erkek hasta, yarim saat 6nce uyku esnasinda baslayan baski tarzinda siddetli gogiis agrisi sikayeti ile acil
servise bagvurdu. Biling ac¢ikt1 ve vital bulgularda hipotansiyon (100/60mmHg) mevcuttu. Elektrokardiyografisinde
anterior ve lateral derivasyonlarda ST segment elevasyonu mevcuttu ve anterolateral miyokard infarktiisii ile uyumlu
idi (Figure 1). Akut aort sendromu ayirici tanisi i¢in yapilan acil transtorasik ekokardiyografisinde sol ventrikiil
anterior ve apikal segment hipokinetik, sol ventrikiil ejeksiyon fraksiyonu (LVEF) %30, kapak yapilar1 normal,
hafif mitral yetersizlik, asendan aort normal ve perikard normal izlendi. Hasta antiagregan ve antikoagiilan tedaviler
uygulandiktan sonra (180 mg tikagrelor, 300mg asetilsalisilik asit, 5000 IU IV heparin) acil perkiitan koroner
girisim i¢in angiografi labaratuarina alindi. Bilinen hastalik yoktu. Aile 0ykiisii yoktu. Sigara kullanimi1 5 paket/
yil idi. Uyusturucu madde kullanimi yoktu. Viicut kitle indeksi (VKI) 24,7 kg/m? idi (agirlik: 80 kg, boy: 180 cm).
Radiyal yolla yapilan angiografi isleminde, sag koroner arter ve sirkiimfleks arter (Cx) normal iken, LAD osteal
tromboze ve %99 lezyon izlendi. LAD lezyon bolgesi floppy telle (PTCA guidewire, Shunmei®) gegildikten sonra
2.5*15 semi-complian balon (Solarice, Medtronic®) ile predilatasyon uygulandi. (Figure 2) Tekrarlayan aspirasyon
uygulamasi (Aspiration Catheter 6F, APT Medical®) sonrasi alinan kanda piht1 materyali izlenmedi. Acil sartlarda
kullanim zorlugu ve komplikasyon riski nedeniyle koroner goriintiileme (IVUS, OCT) diistiniilmedi. Kalp ekibi
degerlendirmesinden sonra TIMI 2 akim saglanan, hemodinamik olarak stabillegen, gdgiis agrisi azalan hasta diisiik
doz yavas inflizyon trombolitik tedavisi (25 mg 6 saat sonrasi 25 mg 25 saat [V tPA) planlanarak koroner yogun bakim
iinitesine alind1. Yogun bakimda tikagrelor 90 mg 2*1 p.o, asetilsalisilik asit 100mg 1*1 p.o, diisiik molekiil agirlikli
heparin 0,8 cc 2*1 s.c tedavisinin yaninda karvedilol 6.25 2*1 p.o, enalapiril 2.5 mg 2*1 p.o, atorvastatin 80 mg 1*1
p.o, spirinalacton 25 mg 1*1 p.o, dapaglifiozin 10 mg 1*1 p.o, pantoprazol 40 mg 1*1 p.o tedavi baslandi. Diigiik doz
yavas inflizyon trombolitik tedavide tPA, ilk 25 mg 6 saatte baglandi. Hastanin 3. saatte ani tansiyon degisikligine
bagli oldugu diisiinlilen minér kanl kusma yasamasindan sonra kalan 3 saatlik 12.5 mg tPA 6 saatte uygulandi.
Sonrasinda 25 mg tPA 25 saatte verildi. Takibinde kusma olmadi, ek sikayeti yoktu ve fizik muayenesi normaldi.
Takip siiresinde vital bulgular1 stabil seyretti. Kapsamli inceleme yapilan kan parametreleri normal degerlerdeydi.
(Tablo 1) Yogun bakim takip siirecinde gogiis agris1 olmadi ve hemodinamik olarak stabil seyretti. Hastaya 5. Giinde
kontrol angiografi yapildi. KAG ‘de koroner arterlerin normal oldugu izlendi. (Figure 3) Kontrol TTE ‘da LVEF %40,
kapak yapilar1 normal, hafif mitral yetersizlik, asendan aort normal ve perikard normal izlendi. Hiperkoagiilabilite
durumlari, koagiilasyon ¢alismalar1 kullanilarak diglandi. Uyusturucu kullanimi veya HIV gibi kronik enfeksiyonlar
gibi toksik maruziyetler, romatizmal hastaliklar, vaskiilitler, hematolojik hastaliklar, hasta oykiisi, fizik muayene,
laboratuvar testleri ve toksikoloji taramasi yoluyla diglandi. Koroner arterlerin konjenital anomalileri de koroner
anjiyografi kullanilarak dislandi. Genetik testleri yapildi. Hasta mevcut tedavisi optimalize edilerek taburcu edildi.

Tablo 1. Hastanin baslangic¢ ve 5. giin kan tetkik sonuglari

Parametre 0. Day 5. Day
Whbe (10%/uL) 18.7 6.9
Hgb (g/dL) 16.1 13.1
Trombosit (10*/pL) 349 306
Glukoz (mg/dL) 117

Kreatinin (mg/dL) 0.84 0.84
Sodyum (mmol/L) 136 139
Potasyum (mmol/L) 4.6 4.5
Calcium (mg/dL) 9.7 8.9
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ALT (U/L) 31 29

AST (U/L) 27 24

D-Dimer (ng/mL) 0.53

CRP (mg/L) 5.8 52

HbAlc (%) 6

hs-Troponin (ng/L, ref 0-0,34) >50 33.7

BNP (pg/mL)

Total Cholesterol (mg/dL) 225.4 175.7

LDL-K (mg/dL) 174

HDL-K (mg/dL) 126

Triglyceride 30

Anti-HCV 86

Anti-HIV Negative Negative

HbsAg Negative

Romatoid Factor (IU/mL) <20

ANA, ANCA, Anti ds- Negative

DNA, SS-A, SS-B, Scl70,

Jo-1, APA

Fibrinojen (mg/dL) 417.6

TSH (ulU/mL) 0.97

Figure 1. Electrocardiogram images.

A) The initial electrocardiogram shows ST-segment elevation in the anterior and lateral leads (red arrows) and reciprocal
ST-segment depression in the inferior leads (blue arrows).

B) The post—percutaneous coronary intervention control electrocardiogram demonstrates regression of the ST-segment
elevation (green arrows) and resolution of the reciprocal ST-segment depression (orange arrows).

Figure 1. Elektrokardiyogram gériintiileri. A) ilk elektrokardiyogramda anterior ve lateral derivasyonlarda ST
elevasyonu (kirmizi ok) ve inferior derivasyonlarda resiprokal ST depresyonu (mavi ok) goriilmekte, B) Perkiitan
koroner girigsim sonrast kontrol elektrokardiyogram ST elevasyonunun geriledigi (yesil ok) ve resiprokal ST
depresyonunun diizeldigi (turuncu ok) goriilmektedir.
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Figure 2. Acil koroner angiografi goriintiileri. A) Sag koroner arterin normal oldugu goriilmekte (mavi ok), B)
Left Main normal (sar1 ok), Cirkumfleks arter normal (turuncu ok) iken, LAD ‘nin ostealden %100 tikali oldugu
goriilmekte (kirmizi ok), C) LAD lezyon floppy telle gecildikten sonra lezyon bdlgesine 2*15 mm baloon angioplasty
islemi goriilmekte (yesil ok), D) Kaudal pozda baloon angioplasty sonrast LAD osteal ve mid bdlgede yogun trombiis
izlenmekte (beyaz ok), E) Koroner aspirasyon kateteri ile aspirasyon islemi goriilmekte (mor ok), F) Kranial pozda
LAD ostealde ve mid bolgede distale hareket eden trombiis (beyaz ok) izlenmektedir.

Figure 3. Kontrol angiografi goriintiileri. A) Kaudal pozda LM normal (sar1 ok), Cx normal (turuncu ok) ve LAD
normal oldugu ve trombiis goriintiisiiniin kayboldugu goriilmekte (mavi ok), B) Cranial pozda LAD ve dallar1 normal
goriilmekte, C) Sag cranial pozda LAD normal (mavi ok) goriilmektedir.
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Olguda gogiis agris1 sikayeti ile acil servise bagvuran geng erkek hastada STEMI tanis1 konulduktan sonra yapilan
angiografide LAD ostealde tromboze lezyon saptanmasi iizerine balon angioplasti islemiyle akim saglandiktan sonra
25 mg 6 saat (mindr kanama nedeniyle 3 saat sonra doz yariya indirilerek toplam doz 9 saatte uygulandi), 25 mg
25 saat verilecek sekilde planlanan diisiik doz yavas infiizyon protokoliinde tPA tedavisi sonrasi 5. Giin kontrol
KAG ‘de koroner akimlarin normal oldugu izlendi. Olguda ailesel hiperlipidemi, hiperkoagiilopati, spontan koroner
arter diseksiyonu, romatizmal hastalik, ila¢ kullanimi1 gibi olasi tanilar dislandi. Olgu geng hastada diisiik doz yavas
inflizyon tPA tedavisinin trombotik koroner arter tikanikliklarinda uygulanabilecegini gostermektedir.

Ergenlerde ve geng yetiskinlerde MI ‘i patofizyolojisi ¢esitlidir ve genetik yatkinlik veya ailevi hiperlipidemiler
disinda, genellikle aterosklerotik plak riiptiiriinden kaynaklanmaz. Erken koroner arter hastaliginin gesitli aterosklerotik
olmayan nedenleri arasinda koroner spazm, koroner embolizasyon, koroner diseksiyon, anormal koroner koken,
koroner anevrizma, antifosfolipid sendromu, miyokardiyal kpriiler ve nadir durumlarda hiperkoagiilabilite durumlar
bulunur.??* PCAD, iiretken yasam yillarinin kaybina ve saglik sistemlerine ek yiik binmesine yol agarak kiiresel
olarak 6nemli bir halk sagligi sorununa neden olmaktadir.>2¢ Sigara igmek, geng miyokard enfarktiisii hastalarinda
kardiyovaskiiler hastalik gelisimine katkida bulunan en yaygin ve baskin degistirilebilir risk faktorii olmaya devam
etmektedir. Yayginlik oran1 %70 ile %95 arasinda degismektedir. Sigara igmek, trombotik siireci hizlandirmasi, endotel
disfonksiyonunu tetiklemesi, proinflamatuar etkileri artirmasi ve normal koroner damar yapisina sahip hastalarda
bile koroner vazokonstriksiyona neden olmasi nedeniyle aterosklerozun tiim evrelerini olumsuz etkiler.?’” Sigaray1
birakmak, uzun vadeli prognozu iyilestirmek i¢in en etkili miidahaledir ve tiim nedenlere bagl ve kardiyovaskiiler
mortaliteyi %50°den fazla azaltir.* Olguda tek degistirilebilir risk faktorii sigaraydi. Bu durum sigara kullaniminin
ayirict tanida ek hastalik tespit edilmeyen olgularda, PCAD etyolojisinde 6nemli yer tuttugunu diisiindiirmektedir.

PCAD olan hastalarin yarisindan fazlasinda ailesel lipoprotein bozukluklari, yani diisiik yogunluklu lipoprotein
kolesteroliiniin yiiksek olmasi, yiiksek yogunluklu lipoprotein kolesteroliiniin diigilk olmasi veya lipoprotein(a)
diizeylerinin yiiksek olmasi vardir.”® Rallidis ve ark. heterozigot ailevi hiperkolesterolemi ve kombine hiperlipidemi
fenotipinin yayginlig1 ve bunlarin ateromatdz yiikiin siddetiyle iliskisini arastirdilar. <40 yas altindaki geng hastalar1
dahil ettikleri ¢aligmalarinda hastalarm %21,2 ‘inin kesin/muhtemel HeFH ve %16,2 ‘sinin kombine hiperlipidemi
fenotipinde oldugunu gosterdi.” Ote yandan PESA ¢alismasinda LDL-K nin normal kabul edilen seviyelerde bile,
major kardiyovaskiiler RF’lerin yoklugunda erken sistemik aterosklerozun varlig1 ve yayginligi ile bagimsiz olarak
iliskili oldugu gosterildi.*® Olguda ise hafif dislipidemi vardi ve LDL seviyesi 126 mg/dL, HDL seviyesi ise 30
mg/dL idi. Bu bulgular hafif dislipideminin dahi sigara gibi ek risk faktorleriyle birlikte hastaligin ortaya ¢ikigimni
tetikleyebilecegini diisiindiirdii.

Kawasaki hastaligi (KH) nadir goriilen bir hastaliktir, ancak KH’ye sekonder koroner arter anevrizmalar1 geng
eriskinlerde AKS vakalarinin yaklasik %5’inde rol oynar.3! MI riski hastaligin baslangicindan 2 y1l sonra azalmaya
baglasa da, biiylik veya dev koroner arter anevrizmali hastalarda yasam boyunca devam eden kalic1 bir iskemi riski
vardir.*> Robinson ve ark. STEMI ile prezente olan acil trombektomi ve balon anjiyoplasti ile tedavi edilen KH
olan 19 yasindaki olguyu sunmuslardir. *' Genel popiilasyonla karsilastirildiginda sistemik lupus eritematozuslu
(SLE) hastalarin yaslarimdan bagimsiz olarak AMI geg¢irme riski en az %50 daha yiiksektir. Tresenza ve ark.
SLE tanili 22 yasinda olgularini paylasmis ve 25 yas alt1 genc kadinlarda etyolojide siiphelenilmesi gerektigini
vurgulamiglardir.*® Meyringer ve ark. ise SLE tanili STEMI ile prezente olan olgularinda basarili stent implantasyon
islemini paylagmiglardir. *
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SLE ve KH dahil olmak {izere otoimmiin vaskiilitler, serolojik belirtegler ve klinik dykiiye dayanarak dislandi.
Antifosfolipid sendromu veya protein C veya S eksiklikleri gibi hiperkoagiilabilite durumlari, koagiilasyon
caligmalar1 kullanilarak diglandi. Uyusturucu kullanimi veya HIV gibi kronik enfeksiyonlar gibi toksik maruziyetler,
hasta dykiisii, laboratuvar testleri ve toksikoloji taramasi yoluyla diglandi. Koroner arterlerin konjenital anomalileri
de koroner anjiyografi ve BT anjiyografi gibi ileri goriintiileme teknikleri kullanilarak dislandi. Bilinen nedenlerin
diglanmasina yonelik bu sistematik yaklasim, vakanin benzersizligini vurgulamakta ve PCAD’nin arkasindaki
potansiyel bilinmeyen veya atipik mekanizmalarin daha fazla arastirilmasi gerekliligini vurgulamaktadir.

Spontan koroner arter diseksiyonu (SCAD), AKS ‘nin giderek daha fazla taninan ancak yeterince teshis edilmeyen
bir etiyolojisidir. SCAD, ¢ogunlukla gen¢ ve saglikli kadinlarda goriiliir ve koroner anjiyografide genellikle tipik
(aterosklerotik) dzellikler goriilmez.>* Intrakoroner goriintileme ydntemlerinin ortaya ¢ikisi, SCAD’yi dogru bir
sekilde teshis etme yetenegini biiyiik 6l¢iide artirmistir. Giincel kilavuzlar, stabil durumdaki SCAD’li hastalar igin
konservatif bir yaklagim onerirken, devam eden iskemi veya hemodinamik instabilite vakalarinda acil CABG (veya
uygulanabilirse PCI) 6nermektedir® Intravaskiiler ultrasonografi ve optik koherens tomografi gibi 6zel intrakoroner
goriintiileme yontemlerinin ek riskleri ve maliyetleri vardir ve tiim kateterizasyon laboratuvarlarinda kolayca
bulunamazlar. Bunedenle, bu teknolojilerin bulunabilirligi, yeterliligi ve uzmanligi biiyiik 6l¢tide farklilik gosterebilir.
Sonug olarak, konvansiyonel koroner anjiyografi SCAD tanisinda énemli bir rol oynamaya devam etmektedir. KAG
‘de saw simiflamasi kullanilmaktadir. Bu siniflamaya gore tip 1, ¢oklu radyoliisent liimenlerin veya arter duvari
kontrast boyanmasinin klasik goriiniimiinii, tip 2, ¢esitli siddet ve uzunlukta olabilen yaygin stenozun varligini, tip
3, genellikle <20 mm uzunlugunda, aterosklerozu taklit eden fokal veya tiibiiler stenoz varligini tanimlar. * Olguda
komplikasyon riskini artirmamak i¢in kalp ekibi karartyla intravaskiiler goriintiileme kullanilmamis ve angiografik
goriintiilerin SCAD tanisi igin tipik olmadig1 degerlendirilmistir.

Trombotik koroner arter hastalifinda standart bir tedavi yaklasimi ve net kilavuz onerileri yoktur. Literatiirde
trombotik koroner arter tikanikligi ¢esitli yontemlerle tedavi edilmeye calisilmistir. Alhroub ve ark. 19 yasinda
PCAD tanili hastalarinda distal sol ana arterde %70, LAD arterin orijininde %99 ve proksimal Cx arterde %90
tikaniklik olmasi tizerine cerrahi revaskiilarizasyon tedavisini sunmuslardir. *” Hill ve ark. STEMI ile prezente olan
16 yasinda hastalarinda PCAD tanis1 koymuslar ve LAD total lezyon i¢in perkiitan koroner girisim uygulamislardir.
38 Akgay ve ark. akut koroner sendrom klinigi ile bagvuran PCAD tanisi konulan 5 olguyu igeren ¢alismada trombotik
lezyon nedeniyle diisiik doz yavas inflizyon tPA tedavisinin basarili sonuglarini paylasmislardir. * Olguda benzer
sekilde diisiik doz yavag infiizyon tPA tedavisinin 5. Giin kontrol KAG ‘de basarili sonucu goriilmiistiir. Bu sonug
tedavi yaklagiminin standart olmadig1 bu hastalikta diisiik doz yavas infiizyon tPA tedavisinin artan kanitlarina katki
saglamaktadir.

Sonug¢
Sonug olarak, hastamizda oldugu gibi, trombotik koroner arter tikaniklarinda 6zellikle hemodinamisi stabil hastalarda,
diisik doz yavas inflizyon tPA tedavisinin geleneksel trombolitik tedavi, perkiitan veya cerrahi miidahalelere

uygulanabilir alternatif olarak destekleyen artan kanit gévdesine katkida bulunmaktadir. Bu nedenle, uygun sekilde
secilmis hastalar i¢in tercih edilebilecek tedavi seceneklerinden biri olarak diisiintilmelidir.
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USE OF LOW-DOSE SLOW INFUSION THROMBOLYTIC THERAPY IN
THROMBOTIC CORONARY ARTERY DISEASE PRESENTING AS STEMI
IN A 22-YEAR-OLD MALE PATIENT: CASE REPORT

Dr. Mucahit Tan', Prof. Dr. Yuksel Kaya®
'Van Education and Research Hospital, Department of Cardiology, Van, Turkey

2Yuzuncu Yil University Faculty of Medicine, Department of Cardiology, Van, Turkey
ABSTRACT

Thrombotic coronary artery occlusion causes difficulties in diagnosis and follow-up due to the lack of a standard
treatment approach. Thrombotic coronary artery disease, which manifests at an early age, particularly with premature
coronary artery disease, further complicates the management of the disease. In this case, a 22-year-old male patient
diagnosed with STEMI underwent balloon angioplasty for severe stenosis due to a thrombotic lesion, followed by
a low-dose slow infusion tissue plasminogen activator (tPA) protocol (25 mg for 6 hours, 25 mg for 25 hours). No
coronary lesion was observed on the 5th day control angiography. Our case demonstrates that low-dose slow infusion
tPA therapy can be successfully used in thrombotic coronary artery disease, particularly in hemodynamically stable
young individuals.

Key Words: premature, thrombotic coronary artery disease, low-dose slow infusion of tPA, balloon angioplasty
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KOUNIS SENDROMUNUN NADIR BiR PREZENTASYONU:

ALERJIK REAKSIYON SONRASI GELIiSEN INFERIOR ST YUKSELMELI
MIiYOKART ENFARKTUSU (STEMI) OLGUSUNDA POSTERIOR
DESENDAN ARTER (PDA) TOTAL OKLUZYONU - GENC ERISKIiN KADIN
VAKA SUNUMU

Gokhan Sénmez!, Okkes Utku’!, Emre Berk Erkip’
'Kiitahya Saglik Bilimleri Universitesi, Kardiyoloji Anabilim Dali

Giris / Amacg

Geng erigkinlerde miyokart enfarktiisii (MI) nadir goriilmekle birlikte, alerjik reaksiyon sonrasi gelisen siddetli
dispne ve gogiis agrisi tablosunda yalnizca anafilaksi degil, Kounis sendromu (1) da ayirici tanida mutlaka akilda
tutulmalidir. Kounis sendromu, alerjik veya hipersensitivite reaksiyonlari ile tetiklenen akut koroner sendromu
tanimlar. Bu olguda, alerjik reaksiyon sikayeti ile bagvuran geng bir kadin hastada inferior STEMI gelismesi tizerinden
Kounis sendromunun klinik 6nemine dikkat cekmeyi amagladik.

Vaka Sunumu

Kirk bir yasinda kadin hasta, kasinti ile baslayan ve kisa siirede siddetlenen nefes darlig1 ile gogiiste sikisma hissi
nedeniyle dis merkez acil servise bagvurdu. Hastanin bilinen koroner arter hastalig1 veya klasik kardiyovaskiiler risk
faktorii bulunmamaktaydi. Alerjik reaksiyonu tetikleyebilecek spesifik bir ilag, gida veya bocek sokmasi oykiisii
saptanmadi.

Vital Bulgular:
Kan basinc1 80/65 mmHg, nabiz 120/dk, oksijen satiirasyonu %90 idi.

Elektrokardiyografi:
Siniis ritminde inferior derivasyonlarda belirgin ST segment elevasyonu izlendi (Sekil 1).

Laboratuvar Bulgular:

*  Dis merkez bagvurusunda troponin degeri negatif

» Kabulde yiiksek duyarlikli troponin I: 1284 ng/L (<14)
* Kreatinin: 0,48 mg/dL

* LDL-kolesterol: 60 mg/dL

» Total kolesterol: 121 mg/dL

»  Trigliserid: 80 mg/dL

» Lipoprotein(a): 0,0894 g/L (0-0,3)

26



DERNEGI

E AS ® vusal AILEVI ]
Nadir Hastalklar @ HIPERKOLESTEROLEM

Dernedi

e e GeNC Kalp Krizleri

‘Tam Yonleriyle: 20-21Subat 2026 | Novotel Bosphorus, istanbul

NN

TURKIYE’DE BIRILK |
TORKIVEIDEBIRILK

Ekokardiyografi:
Sol ventrikiil ejeksiyon fraksiyonu %55—-60 olarak saptandi. Posterolateral bazal segmentte hafif hipokinezi izlendi.
Eser mitral ve trikiispit yetersizlik disinda ek patoloji saptanmadi.

Koroner Anjiyografi ve Girisim
Hasta inferior STEMI tanisiyla acilen kateter laboratuvarina alindi. Koroner anjiyografide:

* LMCA: Normal

* LAD: Normal

* CX: Normal

* RCA: Distal segmentte %50 darlik, PDA segmentinde %100 total okliizyon izlendi (Resim 2).

Lezyonun distal yerlesimi, kiigiik damar ¢ap1 ve alerjik/trombotik zemin g6z Oniinde bulundurularak stent
implantasyonu yerine ila¢ kapli balon (DCB) stratejisi tercih edildi. RCA distal-PDA lezyonuna sirasiyla 2.0 x 20
mm ve 2.5 x 20 mm non-kompliyan balonlar ile predilatasyon uygulandi; ardindan 2.5 X 40 mm DCB ile girisim
gerceklestirildi. Islem komplikasyonsuz tamamlandi ve TIMI 3 akim saglandi (Resim 3).

Takip ve Klinik Seyir

Hastaya islem sirasinda tikagrelor 180 mg yiikleme dozu uygulandi. izlem siiresince bobrek fonksiyonlar ve
elektrolit degerleri stabil seyretti.Takipte hastada kasinti, ciltte dokiintii ve kizariklik gelismesi {izerine feniramin
ve deksametazon tedavisi baslandi. ilaglara bagh alerjik reaksiyon olasilig1 nedeniyle atorvastatin ve asetilsalisilik
asit (ASA) kesildi. Ancak yalnizca tikagrelor altinda da alerjik reaksiyonlarin tekrarlamasi iizerine tikagrelor
kesilerek ASA ve klopidogrel baslandi. Buna ragmen alerjik bulgularin siirmesi nedeniyle sirasiyla tekli ASA ve tekli
klopidogrel denemeleri yapildi. Antitrombotik tedavi siirekliligini saglamak amaciyla gegici olarak rivaroksaban 15
mg 1x1 baglandi. Feniramin ve deksametazon esliginde desensitizasyon uygulanarak ASA ve klopidogrel yeniden
baslandi. Dermatoloji konsiiltasyonunda spesifik bir alerjen saptanmadi.Alerjik reaksiyonlarin kontrol altina alindig1
gozlenerek hasta stabil klinik durum ile taburcu edildi.

Taburculuk Tedavisi

* Atorvastatin 40 mg 1x1
* Aspirin 81 mg 1x1
» Klopidogrel 75 mg 1x1

e Feniramin tablet 1x1

Birinci ay kontroliinde hastanin yakinmasinin olmadig: goriildii. LDL-kolesterol diizeyi 34 mg/dL olarak saptandi ve
diger laboratuvar parametreleri normaldi.
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Sonug¢ / Tartisma

Alerjik reaksiyon sonrasi gelisen inferior STEMI, geng hastalarda nadir ancak yagami tehdit edici bir klinik tablodur.
Kounis sendromu yalnizca koroner vazospazm ile seyreden Tip 1 tabloya yol agmakla kalmayip, aterosklerotik
zeminde tromboz gelisimine neden olarak Tip 2 Kounis sendromu seklinde miyokart enfarktiisiinii taklit
edebilir.(2) Bu olguda normal sol koroner sistem, distal PDA total okliizyonu ve alerjik tetikleyici varlig1 birlikte
degerlendirildiginde klinik tablo Tip 2 Kounis sendromu ile uyumludur.

Alerjik reaksiyon sonrasi siddetli dispne ve gogiis agrisi ile bagvuran hastalarda yalnizca anafilaksi veya astim degil,
akut koroner sendrom ve Kounis sendromu mutlaka dislanmaldir. Erken EKG degerlendirmesi ve hizli koroner
girisim, mortaliteyi azaltmakta ve miyokart kaybina baglh gelisebilecek kalp yetersizligini 6nlemektedir. Alerjik
reaksiyon sonrasi gelisen gogiis agrisi ve dispne tablosunda Kounis sendromu nadir ancak dliimciil olabileceginden,
erken EKG ve koroner degerlendirme hayat kurtaricidir.

Sekil- 1: inferior derivasyonlarda ST segment Yiikselmesi resiprok ST depresyonu
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Sekil- 3: islem sonras1 TIMI-3 akim saglandi
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FiZIKSEL EFOR SONRASI GELISEN INFERIOR ST YUKSELMELI
MIiYOKART ENFARKTUSU (STEMI) OLGUSUNDA PROKSIMAL RCA
OKLUZYONU: GENC ERiSKIN ERKEK VAKA SUNUMU

Gokhan Sonmez', Emre Berk Erkip’
'Kiitahya Saglik bilimleri Universitesi, Kardiyoloji Anabilim Dali

Giris / Amac

Geng eriskinlerde miyokart enfarktiisii (MI) nadir goriilmekle birlikte, genellikle diisiik aterosklerotik yiik, sinirlt
klasik risk faktorleri ve eforla tetiklenme gibi ayirt edici klinik 6zellikler tagir. Bu olguda, fiziksel efor sirasinda gelisen
inferior ST yiikselmeli miyokart enfarktiisii (STEMI) tablosunun, proksimal sag koroner arter (RCA) okliizyonu ile
iligkisini ve basarili perkiitan koroner girisim (PKG) sonuglarini sunmay1 amagladik.

Vaka Sunumu

Yirmi yedi yasinda erkek hasta, hali saha futbol magi1 sirasinda baglayan retrosternal yerlesimli, yanici karakterde gogiis
agris1 ve eslik eden nefes darligi sikdyetiyle acil servise bagvurdu. Hastanin 6zge¢misinde hipertansiyon, diyabet veya
bilinen bagka bir kardiyovaskiiler hastalik dykiisii bulunmamakta olup, tek risk faktorii sigara kullanimu idi.

Vital bulgular: Kan basinci 140/80 mmHg, nabiz 78/dk, oksijen satiirasyonu %98 olarak dlciildii.
Elektrokardiyografi: Siniis ritminde olup inferior derivasyonlarda belirgin ST segment yiikselmesi izlendi (Sekil 1).

Laboratuvar Bulgulari:

» Ferritin: 88 ng/mL

* LDL-kolesterol: 113 mg/dL

*  NT-proBNP: 246 pg/mL

*  Yiiksek duyarlikli troponin I: yatis siiresince artis egilimi gosterdi (748 — 1667 ng/L)
» Enfeksiyon belirtecleri normaldi.

» Lipoprotein(a): 0,189 g/L (0-0,3)

Ekokardiyografi: Sol ventrikiil ejeksiyon fraksiyonu %55—-60 olarak saptandi. Posterolateral bazal segmentte hafif
hipokinezi mevcuttu. Eser mitral ve trikiispit yetersizlik disinda ek patoloji izlenmedi.

Koroner Anjivografi ve Girisim
Hasta inferior STEMI tanisiyla acilen kateter laboratuvarma alindi. Koroner anjiyografide sol koroner sistem normal

olarak degerlendirildi. Proksimal RCA segmentinde trombus goriiniimlii, rekanalizasyon gdsteren ve yaklasik %95
darlik olusturan kritik lezyon saptandi (Sekil 2). Uygun guiding kateter ile sag koroner arter kaniile edildi. Lezyona
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predilatasyon uygulanmaksizin 4.0 x 28 mm ilag¢ salinimli stent yerlestirildi. Ardindan 5.0 x 15 mm non-kompliyan
balon ile postdilatasyon yapilarak optimal stent agilim1 saglandi. Islem TIMI 3 akim elde edilerek komplikasyonsuz
sekilde tamamlandi (Sekil 3).

Takip ve Klinik Seyir

Hastanin izleminde hemodinamik durumu normal. Bébdirek fonksiyonlar1 ve elektrolit degerleri normal seyretti.
Karaciger fonksiyon testlerinde hafif yiikselme izlenmekle birlikte klinik yansimasi olmadi. Troponin degerleri
beklenen sekilde zirve yaptiktan sonra gerileme egilimine girdi. izlem siiresince aritmi, kardiyojenik sok veya akut
kalp yetmezligi gelismedi.

Taburculuk Tedavisi
Hasta stabil klinik durum ile taburcu edildi. Taburculuk tedavisi asagidaki sekilde diizenlendi:

* Rosuvastatin 40 mg 1x1
* Asectilsalisilik asit 81 mg 1x1
» Tikagrelor 90 mg 2x1

Sonuc / Tartisma

Geng erigkinlerde fiziksel efor sonrasi gelisen STEMI, nadir ancak klinik ag¢idan dikkat ¢ekici bir tablodur. Erken
yasta ortaya ¢ikan koroner olaylar; agresif trombotik siirecler, endotel disfonksiyonu veya subklinik ateroskleroz
ile iligkili olabilir. Bu olgu, genc¢ hastalarda eforla iliskili gogiis agrisimin benign sportif zorlanma olarak
degerlendirilmemesi gerektigini vurgulamaktadir. Ayrica, RCA yerlesimli lezyonlarda zamaninda ve uygun PKG
uygulamasi, miyokart hasarini sinirlayarak kisa ve uzun dénem prognozu belirgin sekilde iyilestirmektedir.

Sekil -1: inferior derivasyonlarda ST segment elevasyonu ve resiprok ST depresyonu
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Sekil 2: RCA proksimal segmente tromboze lezyon
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BEKLENMEDIK BiR ANJINA NEDENIi: OBTUS MARGINAL ARTER-SOL
ATRIYUM FiSTULUNUN BASARILI PERKUTAN KAPATILMASI

Ecem Giirses', ilker Giil!
'{zmir Bakirgay Universitesi, [zmir Tiirkiye, Kardiyoloji Anabilim Dal

Giris: Koroner arter fistiilleri nadir goriilen vaskiiler anomaliler olup, anlamli obstriiktif koroner arter hastaligi
bulunmasa dahi miyokardiyal iskemi ve anjinaya yol acabilir. Bu fistiiller, koroner ¢alma fenomeni araciligryla
semptomlara neden olabilir ve ¢ogunlukla iskemik degerlendirme amaciyla yapilan koroner anjiyografi sirasinda
tesadiifen saptanir. Obtus marginal arter ile sol atriyum arasindaki fistiil baglantilar1 ise son derece nadirdir ve
literatiirde sinirli sayida olgu bildirilmistir.

Amagc: Bu calismada, anjina ve miyokardiyal iskemi ile prezente olan nadir bir obtus marginal arter—sol atriyum
(OM-LA) fistiil olgusunun sunulmasi ve perkiitan coil embolizasyonunun etkinlik ve giivenliginin gdsterilmesi
amaclanmistir.

Gerec ve Yontem: Kirk sekiz yasinda, bilinen kronik hastalig1 olmayan kadin hasta tipik anginal gogiis agris1 sikayeti
ile bagvurdu. Efor testi iskemik pozitif saptandi1 ve miyokard perfiizyon sintigrafisinde posterior ve lateral duvarlarda
iskemi goriildi. Yapilan koroner anjiyografide sol ana koroner arter normal, sol 6n inen arterde hafif non-obstriiktif
aterosklerotik degisiklikler, ayr1 ostiumdan ¢ikan non-dominant sirkumfleks arter ve sag koroner arterde hafif darlik
izlendi. Ayrica obtus marginal arter ile sol atriyum arasinda anormal fistiiloz baglanti tespit edildi. Multidisipliner
kalp konseyi degerlendirmesi sonras1 perkiitan kapatma planlandi. Fistiil PT2 kilavuz tel ile gecildi, mikrokateter
ilerletildi ve uygun boyutlu coil’ler kullanilarak embolizasyon gerceklestirildi.

Bulgular: islem sonrasi anjiyografide fistiiliin tam olarak kapandig1 ve rezidiiel sant kalmadig1 goriildii. Islem
komplikasyonsuz tamamlandi. Hasta medikal tedavisi diizenlenerek taburcu edildi. Poliklinik takiplerinde anjinal
sikayetlerinde belirgin gerileme ve iskemik semptomlarda anlamli azalma gozlendi.

Sonug: Obtus marginal arter—sol atriyum fistiilleri anjina ve miyokardiyal iskeminin son derece nadir bir nedenidir
ve anlamli koroner arter hastalig1 yoklugunda gézden kagabilir. Bu olgu, perkiitan coil embolizasyonunun cerrahiye

gerek kalmadan giivenli ve etkili bir tedavi secenegi oldugunu gostermektedir

Anahtar Kelimeler: Anjina pektoris, Koroner arter fistiilii, Obtus marginal arter fistiilii, Sol atriyum fistiilii,
Miyokardiyal iskemi, Perkiitan coil embolizasyonu

33



E AS ® vusal AILEVI ]
Nadir Hastalklar HIPERKOLESTEROLEM

Dernedi

DERNEGI

e e GeNC Kalp Krizleri

‘Tam Yonleriyle: 20-21Subat 2026 | Novotel Bosphorus, istanbul

NN

TURKIYE’DE BIRILK |
TORKIVEIDEBIRILK

AN UNEXPECTED CAUSE OF ANGINA: SUCCESSFUL PERCUTANEOUS
CLOSURE OF AN OBTUSE MARGINAL ARTERY-LEFT ATRIUM FISTULA

Ecem Giirses!, ilker Giil!
'{zmir Bakirgay University, Izmir Tiirkiye, Department of Cardiology

Introduction: Coronary artery fistulas are rare vascular anomalies that may lead to myocardial ischemia and angina,
even in the absence of significant obstructive coronary artery disease. These fistulas may cause symptoms through
a coronary steal phenomenon and are frequently detected incidentally during coronary angiography performed for
ischemic evaluation. Fistulous connections between the obtuse marginal artery and the left atrium are extremely
uncommon, with only a limited number of cases reported in the literature.

Aim: We present a rare case of an obtuse marginal artery—left atrium (OM-LA) fistula presenting with angina and
myocardial ischemia, and demonstrate the feasibility, safety, and effectiveness of percutaneous coil embolization.

Materials and Methods: A 48-year-old female patient with no known chronic medical conditions presented with
typical anginal chest pain. Exercise stress testing was positive for ischemia, and myocardial perfusion scintigraphy
demonstrated ischemia in the posterior and lateral walls. Coronary angiography revealed a normal left main
coronary artery, mild non-obstructive atherosclerotic changes in the left anterior descending artery, a non-dominant
circumflex artery originating from a separate ostium, and mild stenosis in the right coronary artery. Additionally, an
anomalous fistulous connection between the obtuse marginal artery and the left atrium was identified. Following
multidisciplinary heart team discussion, percutaneous closure was planned. The fistula was crossed using a PT2
guidewire, a microcatheter was advanced, and coil embolization was successfully performed using appropriately
sized coils.

Findings: Post-procedural angiography demonstrated complete occlusion of the OM-LA fistula without residual
shunt. The procedure was completed without complications. The patient was discharged after optimization of medical
therapy. During follow-up, she reported significant improvement in anginal symptoms and marked reduction in
ischemic complaints.

Conclusion: Obtuse marginal artery—left atrium fistulas represent an extremely rare cause of angina and myocardial
ischemia and may be overlooked in the absence of significant coronary artery disease. This case highlights that
percutaneous coil embolization is a safe and effective therapeutic option, providing complete fistula closure and
substantial symptomatic relief while avoiding surgical intervention.

Keywords: Angina pectoris, Coronary artery fistula; Obtuse marginal artery fistula, Left atrium fistula, Myocardial
ischemia,; Percutaneous coil embolization
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REMNANT CHOLESTEROL AS A PREDICTOR OF NO-REFLOW
PHENOMENON IN PATIENTS WITH ST-SEGMENT ELEVATION
MYOCARDIAL INFARCTION

Pelinsu Elif Ozkan, Nur Basak Goden, Ali Nayir, Melike Kaya, Hasan Ali Barman, Omer Dogan
Kardiyoloji, istanbul Universitesi Cerrahpasa Kardiyoloji Enstitiisii, Istanbul

Abstract

Remnant cholesterol (RC) has been implicated in the progression of atherosclerotic cardiovascular disease. However,
the impact of RC levels on the occurrence of no-reflow in patients with ST-segment elevation myocardial infarction
(STEMI) who underwent primary percutaneous coronary intervention (pPCI) remains poorly understood. Patients
were classified into two groups: those (n=90) who developed no-reflow (+) and those (n=350) who did not develop
no-reflow (-). RC was calculated as total cholesterol minus low-density lipoprotein cholesterol (LDL-C) and high-
density lipoprotein cholesterol (HDL-C). RC (Odds Ratio (OR)=1.28, p<0.001), diabetes mellitus (OR=2.72,
p=0.002), stent length (OR=1.07, p=0.020), door-to-balloon time (OR=1.04, p=0.047), symptom-to-admission time
(OR=2.07, p=0.002) and presence of thrombus (OR=2.34, p<0.001) were independent predictors of no-reflow. RC
was shown to predict no-reflow development (Area under the curve (AUC)=0.923, p<0.001). The present study
revealed a significant association between RC levels and the occurrence of the no-reflow phenomenon following
pPCI in patients with STEMI. Assessment of RC levels may assist in identifying high-risk groups in STEMI patients
and may prove to be an important factor to manage for cardiovascular health.

Keywords: Remnant cholesterol, No-reflow, STEMI, Primary PCI
Introduction

Although the field of medicine has witnessed revolutionary advancements including the introduction of innovative
treatment strategies, ST-segment elevation myocardial infarction (STEMI) continues to be a major contributor to
morbidity and mortality worldwide!' STEMI is mainly treated by primary percutaneous coronary intervention (pPCI).!
An important complication associated with STEMI is post-revascularization coronary no-reflow (NR).> In this
condition, insufficient myocardial perfusion is experienced even though the occluded segment had been mechanically
reopened with PCI. This complication has proven to be a main cause of morbidity and mortality in STEMI patients
irrespective of the size of the infarct .* The rate of incidence of NR in large registries is 5-20%.%*

The cholesterol content of triglyceride-rich lipoprotein (TRL) is known as remnant cholesterol (RC). Intermediate-
density lipoprotein (IDL), very-low-density lipoprotein (VLDL) and chylomicron remnant constitute the RC.> RC
has recently been considered as a factor that can increase the risk of atherosclerotic cardiovascular diseases.>”’
Several different vascular disorders like atherogenesis, inflammation and endothelial dysfunction can be caused by a
buildup of RC in the subendothelial area.® Also genetically increased RC levels are associated with coronary artery
disease (CAD).> Nevertheless, the prognostic importance of increased RC levels in STEMI patients still needs to be
investigated in detail.” The effect of RC levels on NR in STEMI patients has not been investigated.

The present study aims to find out if RC levels can be used for predicting the incidence of NR in STEMI patients
who undergo pPCI.
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Methods

Study Population and Data Collection

STEMI patients (n=440) subjected to pPCI at a single center during the period between January 2014 and April 2021
were included in this retrospective study. Exclusion criteria included coronary anatomy inappropriate for emergency
surgical decision or stenting, non-critical stenosis, presence of venous graft as the infarct-related artery, over 12 h of
pain duration, incomplete patient data, presence of sepsis or malignancy. Moreover, patients who were not subjected
to intervention because of normal coronary anatomy were also excluded from the study. Researchers complied with
the principles of the Declaration of Helsinki while carrying out the study. Ethical guidelines and regulations were
taken into consideration while performing different procedures.

Electronic medical records were used for collecting clinical, demographic, epidemiological and outcome data or
laboratory parameters. This data included different details about the population of this research like gender, age,
medical history, comorbidities, clinical outcomes and observations made through laboratory tests.

Every patient was subjected to different evidence-based therapies and management strategies suggested by clinical
practice guidelines.! Administration of these therapies was carried out at periodic intervals keeping the personal
requirements of every patient in mind.

Definitions and Outcomes

Diagnosis of STEMI was made using different ischemic symptoms. Diagnosis criteria included new ST-segment
elevation in at least two contiguous leads. The elevation should be 0.15 and 0.2 mV in females and males, respectively
in leads V2 to V3 and/or 1 mm (0.1V) in other contiguous leads. Besides this, the criterion included an increased
troponin level and a new left bundle branch block .!

The phenomenon of coronary NR has been described as Thrombolysis in Myocardial Infarction (TIMI) flow grade
below 3 with an absence of vasospasm, stenosis or dissection. A description of TIMI grades is as follows. No
antegrade flow beyond the lesion was considered as grade 0. Poor distal antegrade flow resulting in partial filling of
the artery was considered as grade 1. Slow antegrade flow even though the whole coronary bed has been opacified was
considered as grade 2. Normal antegrade flow while the whole of the coronary bed is opacified has been considered
as grade 3.*!! All subjects were grouped in two categories i.e. patients with NR (+) and patients without NR (-).

Laboratory Measurements

Serum and plasma were obtained for each blood sample by subjecting all blood samples to centrifugation for 15 min
at 1800g. Venous blood samples were obtained from the antecubital vein of each participant in a fasting state on the
first day of hospital admission. An Abbott Architect 8000 auto-analyzer (Abbott Laboratories, Abbott Park, IL, USA)
together with Abbott reagents was used to determine concentrations of creatinine, low-density lipoprotein cholesterol
(LDL-C), high-density lipoprotein cholesterol (HDL-C), triglycerides (TG), total cholesterol (TC), hemoglobin
Alc (HbAlc) and fasting glucose. Blood count was performed with the venous blood samples obtained from all
subjects. These blood samples were kept in a tube containing EDTA and an automated blood cell counter (Abbott
Cell-Dyn 3700 hematology analyzer) was used for determining the blood count. Standard enzymatic methods were
used to determine concentrations of HDL-C, total cholesterol and TG. LDL-C concentrations were determined by
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a homogeneous direct method based on an enzymatic colorimetric assay, which involves selective solubilization of
LDL particles and subsequent enzymatic reactions with cholesterol esterase and cholesterol oxidase to generate a
measurable color complex. Total cholesterol minus LDL-C minus HDL-C was used to determine the value for RC.
This approach of measuring RC has been used in the past since there is no standard method for RC estimation.®’

Coronary Angiography and pPCI

All subjects underwent angiography which was conducted using a coronary angiography device (Integris BH 5000,
Philips, Best, the Netherlands) and guidelines were carefully followed. All angiographic images were reviewed by
two interventional cardiologists who were blinded to the clinical data of the patients. For this procedure, 300 mg
acetylsalicylic acid was administered. Before angiography, two tablets (180 mg) of ticagrelor were given to all
patients. Coronary artery disease was defined as luminal stenosis >50% in any coronary vessel (10). Angiography
was followed by stenting of the infarct-related artery. Later, two operators evaluated the myocardial blush grades and
TIMI flow grades; frame rate of cine images was 30 frames/s.

Statistical Analyses

The Statistical Package for the Social Sciences 25.0 for Windows (SPSS Inc., Chicago, IL, USA) was used to
perform different statistical tests. Normality of the data was analyzed using the Kolmogorov-Smirnov test. Mean+SD
represented continuous data and percentages expressed categorical data. Differences in categorical variables observed
between groups were analyzed using the Chi-square test. Unpaired samples were compared with Mann-Whitney U
or Student t-tests.

Independent variables of NR were identified using univariate and multivariate logistic regression. In univariate
analysis, independent variables included gender, age, RC, TG levels, hemoglobin, ejection fraction, hypertension,
diabetes mellitus, smoking, door-to-balloon time, stent length and stent diameter. Following univariate analysis,
selected variables were subjected to multivariate logistic regression analyses and the stepwise procedure was
followed. Odds ratio (OR) with 95% confidence interval (CI) was used to represent the results of the univariate and
multivariate regression analyses. Receiver operating characteristic (ROC) curves were also used for lipid parameters
like TG, LDL-C, total cholesterol and RC. Finally, optimal values were selected which demonstrated the highest
specificity and sensitivity in the prediction of NR phenomenon. The level of significance was a 2-sided p<0.05.

Results

The population of the study was categorized based on the absence or presence of NR phenomenon; Table 1 represents
the demographic characteristics and clinical results of these groups. A total of 440 participants were divided into the
NR () (n=350) and NR (+) (n=90) groups. The mean age of subjects in the former group was 60.5 + 11.2 years
and the mean age for the latter group was 59.9 + 10.6 years (p=0.660). In both groups, male patients constituted
the majority i.e. 259 subjects were male (74%) in the NR (-) group and 64 subjects were male (71%) in the NR (+)
group (p=0.684). No statistically significant difference was observed between the two groups in terms of smoking
prevalence (p=0.239).

Statistically significant differences were not detected between the duration of hospitalization (p=0.151) and ejection

fraction (p=0.255) recorded for both groups. Nevertheless, in-hospital mortality was found to be 5.6% for the NR
(+) group which was significantly greater than that of the NR (-) group which was 1.7% (p=0.037). Door-to-balloon
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time, stent length and stent diameter of the two groups were statistically different (p<0.001). Symptom-to-admission
time (p=0.038), intervention time (p=0.034), and presence of thrombus (p=0.002) were higher in the NR group.
Stent lengths of the NR (+) group were greater but their stent diameters were smaller than those of the NR (-)
group. In particular, stent lengths were 30.2+£12.1 and 24.9+9.5 mm for the NR (+) and NR (-) groups, respectively.
Stent diameters were 2.7£0.4 vs. 2.9£0.4 mm for the NR (+) and NR (-) groups, respectively. The NR (+) group
demonstrated significantly longer door-to-balloon time (38.9+12.1 min) compared with the NR (-) group whose
door-to-balloon time was 30.1 £ 11.8 min (p<0.001). Door-to-balloon time refers to the time elapsed between the
arrival of the patient at the center and the time of PCI (table 1).

The medical history showed that the prevalence of hyperlipidemia, hypertension and diabetes mellitus were
statistically different for the two groups (p=0.003, p=0.001 and p<0.001, respectively. However, different laboratory
parameters like troponin, potassium, sodium, creatinine and hemoglobin levels at the time of admission were not
statistically different between the two groups. In contrast, the NR (+) group demonstrated higher TG (p<0.001),
LDL-C (p=0.009), total cholesterol (p<0.001) and RC (36.8+£9.6 mg/dl vs. 18.3£7.5mg/dl , p<0.001). The NR (-)
group also had greater HDL-C levels (p<0.001) (table 1).

This research also involved logistic regression using univariate and multivariate analyses for the prediction of NR
incidence in STEMI patients as shown in Table 2. The univariate analysis involved the evaluation of gender, age,
remnant cholesterol, hypertension, diabetes mellitus, smoking, TG levels, hemoglobin, ejection fraction, door-to-
balloon time, symptom-to-admission time, intervention time, presence of thrombus, stent length and stent diameter.
For multivariate analysis, certain parameters were evaluated again like door-to-balloon time, stent length, stent
diameter, TG levels, hypertension, diabetes mellitus and RC which were found to be statistically significant during
the univariate analysis. RC (OR= 1.28, p<0.001), diabetes mellitus (OR=2.72, p=0.002), stent length (OR=1.07,
p=0.020), door-to-balloon time (OR=1.04, p=0.047), symptom-to-admission time (OR=2.07, p=0.002) and presence
of thrombus (OR=2.34, p<0.001) were identified as independent predictors of NR (Table 2).

ROC analysis was carried out to assess the sensitivity and specificity of TG, LDL-C, TC and RC for prediction of
NR as shown in Figure 1. The area under the curve (AUC) was found to be 0.923 (0.891-0.955) p<0.001. The cut-off
value for RC was found to be 25.5 mg/dl with 84% specificity and 87% sensitivity. The area under the curve (AUC)
for TC was 0.714 (0.652-0.776), p<0.001. For LDL-C levels, AUC was 0.594 (0.524-0.664), p=0.006 and for TG
levels, the AUC was 0.689 (0.619-0.758), p<0.001.

Discussion

The present study evaluated the significance of RC for the prediction of NR phenomenon in STEMI patients treated
with pPCI. The main findings are: i) NR developed in 90 of 440 patients (20.4%) who underwent pPCI for STEMI,
i1) RC was higher in NR (+) group compared with NR (-) patients (36.8 = 9.6 mg/dl vs. 18.3 = 7.5 mg/dl , p<0.001),
iii) Remnant cholesterol, diabetes mellitus, stent length, door-to-balloon time, symptom-to-admission time and
presence of thrombus were independent predictors of NR in STEMI patients, and, iv) RC was shown to predict NR
development (AUC=0.923, p<0.001).

The NR phenomenon is an anticipated complication associated with PCI The NR phenomenon is a complex condition
primarily caused by microvascular obstruction, involving the interaction of multiple factors." The diagnosis is made
when the epicardial vessel is successfully reopened, but myocardial reperfusion is not achieved.!"!? In other words,
despite the reopening of the epicardial vessel, no blood flow is restored to the myocardium, leading to reperfusion
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failure. Microvascular obstruction can be triggered by mechanisms such as thrombosis, atherosclerotic plaque
embolization, vasoconstriction, and endothelial dysfunction. Additionally, factors like inflammation, changes in
vascular permeability, and reperfusion-induced tissue damage further complicate the condition.'? In particular, renal
dysfunction, hypercholesterolemia, hyperglycemia, heart failure and cardiogenic shock on admission, advanced age,
smaller diameter stents and lesions >20 mm have been identified in the past as predictors of NR .5 Ischemic
cardiomyopathies and hypertension were also identified as independent risk factors for NR .'¢

Lowering LDL-C levels with treatment is known to reduce the risk of cardiovascular disease. However, despite
sufficient reduction in LDL-C, residual cardiovascular risk persists .!” Treatments tried to increase HDL-C levels
have not yielded the expected results .!* Besides the well-known LDL-C, other atherogenic lipid profiles also increase
the risk of cardiovascular mortality and morbidity. Therefore, studies targeting TG and TG-rich lipoproteins (TRLs)
have gained importance in recent years.!*?! RC refers to the cholesterol component of the TRLs, which consists of
VLDL, IDL and chylomicron remnants. These small cholesterol remnants are similarly atherogenic to LDL-C, but
contain approximately 40 times more dense cholesterol remnants than LDL-C.?2 Due to their small size, RC can be
transported along endothelial cells and enter directly into the subintimal cavity, causing plaque formation.?'*? Similar
to LDL-C, they cause atherogenesis due to cholesterol accumulation. In addition, RC has been shown to play a
role in the formation and progression of atherosclerosis by mediating endocytosis of subendothelial macrophages,
regulating proinflammatory cytokines and increasing pro-thrombotic factors.®*

An association between worse cardiovascular outcomes and RC has been reported.’ Obese or overweight people who
are at increased cardiovascular risk were investigated during the PREDIMED (Prevencion con Dieta Mediterranea)
study which reported an association between residual cholesterol and Major Adverse Cardiovascular Events
(MACEs).? Quispe et al., found that increased RC levels in people not having atherosclerotic cardiovascular disease
(ASCVD) proved to be independent predictors of ASCVD compared with other conventional risk factors like apoB
and LDL-C levels.® However, Cordero et al. reported the absence of any association between RC levels and increased
in-hospital mortality risk, but they detected an association between RC levels and increased long-term risk of mortality
and heart failure (HF).” Likewise, Gao et al. identified an association between increased RC levels and poor long-
term prognosis in MINOCA patients .>* According to Li et al., the atherogenic lipoprotein-cholesterol (AL-C):HDL-C
ratio can be considered as a marker pointing towards poor prognosis in STEMI patients.’

In recent studies, an association has been shown between RC and atherosclerosis and the development of myocardial
infarction .>* Nevertheless, the diagnostic and prognostic significance of this marker continues to be disputed .»
During this research®?* increased RC levels proved to be an independent predictor of NR phenomenon which, in
turn, is linked with poor prognosis in patients with STEMI. Another important finding made during this research was
that RC does not only have a prognostic potential but can be used as a therapeutic target while treating patients with
STEMI.*-* 1t has recently been reported that a 20% reduction in recurrent MACEs was achieved when RCs were
lowered to 32 mg/dL .>* As per another report, individuals with increased RC can be subjected to intensive lipid-
lowering therapy as it offers several cardiovascular benefits.”” RC levels can be reduced through varying treatment
approaches. It is worth mentioning that the effectiveness of these approaches still needs to be validated.?**® Keeping
in mind the fact that RC is capable of decreasing the risk of cardiovascular diseases without LDL-C being changed,
RC-based therapeutic approaches can bring about beneficial outcomes in the field of cardiovascular medicine.
Postprandial TGs and other lipid variables, including RC, have emerged as potential markers for poor reperfusion
outcomes in STEMI. Other lipid variables, such as total cholesterol, LDL-C, and HDL-C, also influence coronary
patency post-reperfusion.?*” Comprehensive lipid profiling in STEMI patients may enhance prognostic accuracy and
guide personalized treatments to improve outcomes (23,27).
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Several pathophysiological mechanisms which might be involved in the NR phenomenon have been suggested. These
include physiological or mechanical dysregulation of the coronary microvascular system .'> Augmented vascular
permeability following discharge of signaling proteins, insufficient vasodilation, excessive vasoconstriction, and
ischaemic injury may lead to NR via cardiomyocyte and endothelial damage." However, distal embolization has
proven to be the most frequently discussed mechanical cause resulting in NR .'“2 NR is linked with higher rates
of short- and long-term morbidity and mortality irrespective of the size of the infarct.* This research indicated that
patients with NR demonstrated increased in-hospital mortality (1.7% vs. 5.6%, p=0.037). Recommended actions to
be taken for managing NR need to be established and it is important to reach a consensus regarding this. Finally, an
important aspect is to detect patients who can develop NR and take precautionary measures to avoid NR. Such an
effort can improve treatment outcomes.

The present study has some limitations. The research was carried out in a single setting with a small population size.
It is therefore recommended to conduct similar studies on a larger scale so that these findings can be generalized
and validated. RC level has not been determined directly. It was determined with the formula (RC=total cholesterol
minus LDL-C minus HDL-C. Since a standardized technique for the determination of RC is not present, this formula
has been used by many researchers.®’ In the present study, we tried to produce realistic RC levels by including only
those patients in the study whose HDL-C and TC had been determined enzymatically and whose LDL-C had been
determined using a direct method.

In conclusion, we found that RC levels are strongly correlated with the occurrence of the NR phenomenon in patients
who underwent pPCI for the treatment of STEMI. Assessment of RC levels may assist in identifying high-risk STEMI
patients and can be considered an important factor to manage for cardiovascular health. However, large-scale clinical
trials are required to demonstrate the precise clinical benefits of determining RC levels in this patient population.
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Table 1. Demographic and clinical characteristics of the study population.

Parameters ?::;gg;) i E::;;;low ) p

Age (years) 60.5+11.2 59.9+10.6 0.660
Male, n (%) 259 (74) 64 (71) 0.684
Smoker, n (%) 209 (59.9) 60 (66.7) 0.239
Ejection fraction, % 45.8+8.5 44.6 £ 8.4 0.255
Duration of hospitalization, (days), (min-max) |3 (1-10) 3 (1-10) 0.151
In-hospital mortality, n(%) 6 (1.7) 5(5.6) 0.037
Stent diameter, (mm) 29+0.4 2.7+0.4 <0.001
Stent length, (mm) 249+9.5 30.2+12.1 <0.001
"Door to balloon (min) 30.1+11.8 389+ 12.1 <0.001
**Symptom-to-admission (h) 3 (1-10) 3 (2-16) 0.038
““Intervention time (min) 32 (16-87) 43 (20-110) 0.034
Presence of thrombus, n (%) 28 (8) 17 (19) 0.002
Medical History, n (%)

Diabetes mellitus 111 (31.7) 50 (55) <0.001
Hypertension 128 (36.6) 51 (56) 0.001
Hyperlipidemia 76 (21.7) 33 (36.7) 0.003
Laboratory Findings

Hemoglobin (g/dL) 141+1.5 142+1.6 0.396
Creatinine (mg/dL) 09+0.2 0.9+0.2 0.533
Sodium (mEq/L) 139.2+3.6 138.9+3.2 0.574
Potassium (mEq/L) 41+04 41+04 0.717
Troponin (ng/mL) (admission) (min-max) 0.04 (0.01-9.00) 0.04 (0.01-6.00) 0.742
Total cholesterol (mg/dl) 176 £ 40 209 + 44 <0.001
LDL-C (mg/dl) 122 +38 134+ 42 0.009
HDL-C (mg/dl) 40+ 12 34+ 12 <0.001
Triglycerides (mg/dl) 147 + 63 214 + 101 <0.001
Remnant cholesterol (mg/dl) 18+7 37+ 10 <0.001

Abbreviations: LDL-C, Low density lipoprotein cholesterol; HDL-C, High density lipoprotein cholesterol
*The time between patient arrival at the hospital and percutaneous coronary intervention.
“Time from symptom onset to hospital admission

seokeok

Time from angiography initiation to procedure completion
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Table 2. Univariate and multivariate logistic regression analysis to identify independent predictors of
no-reflow phenomenon in STEMI patients.

Parameters Univariate Multivariate

OR 95% CI P OR 95% CI
P
Remnant cholesterol 222 1.49-3.38 <0.001 1.28 1.18-
139 <0.001
Gender 0.88 0.47-1.62 0.684
Age 0.99 0.97-1.01 0.659
Smoker 1.34 0.82-2.18 0.240
Diabetes mellitus 2.69 1.67-4.31 <0.001 2.72 1.54-
5.68 0.009
Hypertension 2.26 1.41-3.63 0.001 1.66 0.40-
6.78 0.477
Ejection fraction 0.98 0.95-1.01 0.254
Troponin 0.98 0.78-1.23 0.878
Hemoglobin 1.06 0.91-1.24 0.395
Triglyceride 1.01 1.00-1.02 <0.001 1.00 0.99-
1.01 0.350
Stent diameter 0.22 0.11-0.43 <0.001 0.80 0.19-
3.37 0.765
Stent length 1.04 1.02-1.06 <0.001 1.07 1.01-
1.13 0.020
“Door to balloon 1.05 1.03-1.08 <0.001 1.04 1.01-
1.07 0.047
“*Symptom-to-admission 1.30 1.17-1.45 <0.001 2.07
1.30-3.31 0.002
““Intervention time 1.01 1.00-1.02 0.011 1.00
0.97-1.04 0.765
Presence of thrombus 2.67 1.39-5.15 0.003 2.34
1.23-4.03 <0.001

“The time between patient arrival at the hospital and percutaneous coronary intervention.
“Time from symptom onset to hospital admission

“*Time from angiography initiation to procedure completion

Triglycerides
Reference Line

Sensitivity

oo o m o o )
1 - Specificity

Diagonal segments are produced by tes.

43



SK
05K L,

1Ok EAS o - e :
< N . Nodlr Hastalklar HIPERKOLESTEROLEM
o Ao Aine &" Dernedi DERNEGi

a0 WY Secih

ToAeviden Korursra Genc Kalp Krizleri

‘Tum Yonleriyle: 20-21Subat 2026 | Novotel Bosphorus, istanbul

NN

TURKIYE’DE BIRILK |
TURKIVE DEBIRNEK

DIYABET TANISI OLMAYAN 50 YAS ALTI AKUT KORONER SENDROM
HASTALARINDA BASVURU GLUKOZ/ALBUMIN ORANI (GAR) HASTANE
ICIi MORTALITEYi ONGORUR MU?

Aykan CELIK
Kardiyoloji Klinigi, Atatiirk Egitim ve Arastirma Hastanesi, izmir

Amacg

Diyabet tanis1 olmayan akut koroner sendrom (AKS) hastalarinda stres hiperglisemisini ve inflamatuar—katabolik
durumu birlikte yansitan bagvuru glukoz/albiimin oraninin (GAR) hastane i¢i mortaliteyi dngdrmedeki prognostik
degerini degerlendirmek.

Yontem

2018-2024 yillar1 arasinda tek merkezde, <50 yas olan ve AKS tanisiyla yatirilan, diyabet dykiisii bulunmayan 348
hasta retrospektif olarak analiz edildi. GAR, bagvuru glukozu (mg/dL) / serum albiimin (g/L) olarak hesaplandi.
Primer sonlanim hastane i¢i mortaliteydi. GAR’1n ayirt edici gilicii ROC analiziyle degerlendirildi. Glukoz ve GAR
modelleri arasindaki bireysel risk smiflama performansi continuous net reclassification improvement (NRI) ve
integrated discrimination improvement (IDI) analizleriyle karsilastirildi. Bagimsiz iliski parsimonik lojistik regresyon
modelleriyle test edildi.

Bulgular

Hastane ici mortalite 11 hastada (%3,16) izlendi. Mortalite gelisen hastalarda basvuru glukoz diizeyi anlamli olarak
daha yiiksek [medyan 272,5 (226 - 313) vs 116 (99 — 142) mg/dL, p <0,001] ve albumin diizeyi daha diigiiktii (38,25
+5,43 vs 41,59 £4,21 g/L, p 0,011); buna paralel olarak GAR belirgin sekilde yiiksekti (7,01 + 3,17 vs 3,17 £ 1,51,
p<0,001). GAR i¢in ROC egrisi altinda kalan alan (AUC) 0,882 olup glukozdan (AUC 0,860) ve albuminden (AUC
0,718) daha yiiksek ayirt edicilik gosterdi (Figiir 1 ve 2). En iyi GAR esik degeri 4,13 olup %91 duyarlilik ve %88
Ozgllik sagladi.

ROC analizinde GAR ve glukoz arasinda AUC agisindan istatistiksel olarak anlamli fark izlenmemesine ragmen
(p=0,12), yeniden siniflama analizleri GAR’1n hasta bazinda risk ayrimini belirgin sekilde iyilestirdigini gdsterdi.
Continuous NRI analizi, GAR’1n glukoza kiyasla toplamda gii¢lii bir yeniden siniflama sagladigini ortaya koydu
(NRI=0,82); bu etkinin biiyiik 6l¢iide non-event grubunda riskin dogru yonde azaltilmasindan kaynaklandigi goriildii
(NRI _nonevent=0,73). Ayrica GAR modeli, glukoz modeline kiyasla ayrim giiciinde anlamli bir artis sagladi
(IDI=0,021). Olay sayisinin diisiik olmasi nedeniyle cut-off bagimsiz continuous NRI ve IDI analizleri tercih edildi.
Cok degiskenli analizde GAR, her 1 birim artis i¢in hastane i¢i mortalite ile bagimsiz olarak iligkili bulundu (OR
1,60; %95 GA 1,28-2,0; p<0,001).
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Sonuc¢

Diyabet tanist olmayan AKS hastalarinda GAR, stres hiperglisemisi ve diisiik albliminle yansitilan sistemik yaniti
tek bir parametrede birlestirerek hastane i¢i mortaliteyi giiglii bicimde dngérmektedir. AUC farki sinirli olsa da NRI
ve IDI analizleri GAR’1n glukoza kiyasla bireysel hasta diizeyinde risk smiflamasini anlamli sekilde iyilestirdigini
gostermektedir. Bu bulgular, GAR’mn erken risk degerlendirmesinde pratik ve kolay erisilebilir bir belirte¢ aday1
oldugunu diigiindiirmekte olup, daha genis kohortlarda dogrulanmas1 gereklidir.

Anahtar Kelimeler : Albiimin , Diyabet , Glukoz , Hastane i¢i mortalite , Stres hiperglisemisi, Yeniden siniflama

Figiir 1. GAR ROC Egrisi

ROC Curve

1.0
- GAR
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ROC AUC 0,882 (0,742 — 1,021)
Kisaltmalar: GAR: Glukoz - Albiimin Orani
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Figiir 2. GAR, Glukoz ve Albiimine ait ROC egrilerinin karsilagtirmasi

ROC Curve
1.0
- GAR
= Glukoz
=== Albiimin
= Referans
0.8
z
2 06
-
wi
c
a
v
0.4
0.2
0.0 —*
0.0 0.2 0.4 0.6 0.8 1.0

1 - Specificity

GAR ROC AUC 0,882 (0,742 — 1,021) Glukoz ROC AUC 0,860 (0,691 — 1,029) Albiimin ROC AUC 0,718 (0,517 — 0,899)
Kisaltmalar: GAR: Glukoz - Albiimin Orani

Tablo 1. Hastalarin demografik ozellikleri

Degiskenler (n, %) Yasayan (n 337) Olen (n 11) p degeri
Yas (y1l) 44 + 5,04 45,82 +2,86 0,236
Cinsiyet (Kadin) 41 (12,2) 3(27,3) 0,138
Yatis siiresit 4(3-5) 23 (8 -36) 0,102
Takip siiresit 947,5 (724 — 1194,75) 22 (8 - 35) <0,001
Sigara 264 (78,3) 5(45,5) 0,010
Hipertansiyon 75 (22,3) 0 (0) 0,077
Dislipidemi 43 (12,8) 0 (0) 0,206
Kapak operasyonu 2 (0,6) 0 (0) 0,798
Kalp yetersizligi 5(1,5) 0 (0) 0,684
SVH 3(0,9) 2 (18,2) <0,001
KBY 2 (0,6) 1(9,1) 0,003
Basvuru Klinigi 0,352
UAP 53 (15,7) 0(0)

NSTEMI 70 (20,8) 3(27,3)

STEMI 214 (63,5) 8(72,7)
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+ Degerler median, 25. ve 75. persentil olarak verilmistir.
Kisaltmalar: SVH: Serebrovaskiiler hastalik, KBY: Kronik bobrek hastaligi, UAP: Unstabil angina pectoris, NSTEMI:
ST-Yiikselmesiz miyokart enfarktiisii, STEMI: ST-Yiikselmeli miyokart enfarktiisii, MI: Miyokart enfarktiisii, KY: Kalp
yetersizligi, LAD: Sol 6n inen arter, CX: Sirkumfleks arter, RCA: Sag koroner arter

Tablo 2. Hastalarin laboratuvar parametreleri

Degiskenler (n, %) Yasayan (n 337) Olen (n 11) p degeri
Hemoglobin (g/dL) 14,78 + 8,21 12,48 +£3,35 0,355
Lokosit (x10%/uL) 12,11 + 4,15 16,69 + 6,22 <0,001
Trombosit (x10%/pL) 268,43 + 75,29 291,91 £ 93,76 0,313
Kreatinin (mg/dL) 1,01 £0,21 1,26 £ 0,39 <0,001
Ure (mg/dL) 30,34 + 8,82 32+ 14,5 0,550
eGFR (mL/dk) 93,70 £ 17,27 70,73 £22,84 <0,001
Glukoz (mg/dL) 116 (99 — 142) 272,5 (226 - 313) <0,001
Total kolesterol (mg/dL) 198,56 + 56,99 166,00 + 40,53 0,204
LDL (mg/dL) 125,30 £ 47,15 97,40 £ 39,91 0,198
HDL (mg/dL) 41,06 + 11,48 37,40 + 7,40 0,478
Trigliserid (mg/dL)} 138,5 (103 — 198) 97 (86 - 112) 0,989
Non-HDL 148 (117 — 180,75) 107 (100 - 121) 0,182
kolesterol (mg/dL)¥

Albiimin (mg/dL) 41,59 £4.21 38,25 +5,43 0,011
CRP (mg/L) 4,3 (2,3-38,75) 57,95 (1,3 - 114,6) 0,062
GAR 3,17+1,51 7,01 £3,17 <0,001
LVEF (%) 46,81 +£ 16,61 55+38,67 0,395
sPAB (mmHg)¥ 20 (20 —25) 43 (26 - 54) 0,505

+ Degerler median, 25. ve 75. persentil olarak verilmistir.
Kisaltmalar: eGFR: Yaklasik glomeriiler filtrasyon hizi, LDL: Diisiik yogunluklu
lipoprotein, HDL: Yiiksek yogunluklu lipoprotein, Non-HDL: Yiiksek yogunluklu olmayan lipoproteinler, GAR:
Glukoz - Alblimin orani, LVEF: Sol ventrikiil ejeksiyon fraksiyonu, sSPAB: Sistolik pulmoner arter basinci

Tablo 3. Tek ve ¢ok degiskenli analizler

Tek degiskenli Cok Degiskenli
Degiskenler OR %95 CI p degeri OR %95 CI p degeri
Yas 1,099 0,939 — 1,286 0,239
eGFR 0,940 0,910 - 0,970 <0,001 0,949 0,914 — 0,985 0,006
Glukoz 1,012 1,006 — 1,018 <0,001
Alblimin 0,858 0,763 — 0,964 0,010
ML tiirii (STEMI 1,533 0,399 — 5,885 0,534
vs Digerleri)
GAR 1,643 1,336 — 2,020 <0,001 1,597 1,275 —-1,999 <0,001

Kisaltmalar: eGFR: Yaklasik glomeriiler filtrasyon hizi, MI: Miyokart enfarktiisii, STEMI: ST-Yiikselmeli miyokart

enfarktiisii, GAR: Glukoz -

Albiimin orani, OR: Odds orani, CI: Giiven aralig1
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Tekrarlayan MI 13 (3,9) 0(0) 0,507
Tekrarlayan SVH 0(0) 0(0)
KY ile yatig oykiisii 1(0,3) 0 (0) 0,856
Tekrarlayan revaskiilarizasyon ihtiyact 34 (10,1) 0 (0) 0,267
Infarkt iligkili arter 0,823
LAD 118 (49,8) 6 (75)
CX 47 (19,8) 24,1
RCA 72 (30,4) 0 (0)
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Tablo 4. Glukoz ve GAR modellerinin yeniden siniflama degerlendirmesi

Parametre Deger 95% CI (Bootstrap)
NRI (olay) 0.091 —

NRI (olaysiz) 0.733 =

NRI (toplam) 0.824 0.20-1.44

IDI 0.021 —0.009 — 0.056

Kisaltmalar: NRI: Net yeniden siniflama iyilestirmesi, IDI: Entegre ayirimeilik iyilestirmesi, CI: Giiven araligt

DOES THE ADMISSION GLUCOSE/ALBUMIN RATIO (GAR) PREDICT IN-
HOSPITAL MORTALITY IN ACUTE CORONARY SYNDROME PATIENTS
UNDER 50 YEARS OF AGE WITHOUT A DIABETES?

Aykan CELIK
Cardiology Department, Atatiirk Training and Research Hospital, Izmir

Aim

To evaluate the prognostic value of the admission glucose/albumin ratio (GAR), which reflects both stress
hyperglycemia and the inflammatory-catabolic state, in predicting in-hospital mortality among patients with acute
coronary syndrome (ACS) who do not have a diagnosis of diabetes.

Method

A retrospective analysis was conducted on 348 patients aged <50 years who were admitted with a diagnosis of ACS
and had no history of diabetes, all treated at a single center between 2018 and 2024. GAR was calculated as the ratio
of application glucose (mg/dL) to serum albumin (g/L). The primary endpoint was in-hospital mortality. GAR’s
distinctive power was evaluated using ROC analysis. The individual risk classification performance between the
glucose and GAR models was compared using continuous net reclassification improvement (NRI) and integrated
discrimination improvement (IDI) analyzes. The independent relationship was tested with parsimonious logistic
regression models.

Findings

In-hospital mortality was observed in 11 patients (3.16%). In patients who developed mortality, the presenting glucose
level was significantly higher [median 272.5 (226 - 313) vs 116 (99 — 142) mg/dL, p <0.001] and the albumin level
was lower (38.25 £ 5.43 vs 41.59 £ 4.21 g/L, p 0.011); in parallel, GAR was significantly higher (7.01 +3.17 vs 3.17
+ 1.51, p<0.001). The area under the ROC curve (AUC) for GAR was 0.882, showing higher discrimination than
glucose (AUC 0.860) and albumin (AUC 0.718). The best GAR threshold was 4.13, providing 91% sensitivity and
88% specificity.

Although no statistically significant difference was observed between GAR and glucose in terms of AUC in the
ROC analysis (p=0.12), reclassification analyzes showed that GAR significantly improved patient-level risk
discrimination. Continuous NRI analysis revealed that GAR provided a strong overall reclassification compared to
glucose (NRI=0.82); this effect was largely due to a reduction in risk in the correct direction within the non-event
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group (NRI_nonevent=0.73). Additionally, the GAR model provided a significant increase in discriminatory power
compared to the glucose model (IDI=0.021). Due to the low number of events, cut-off-independent continuous NRI
and IDI analyzes were preferred. In multivariate analysis, GAR was found to be independently associated with in-
hospital mortality for each 1-unit increase (OR 1.60; 95% CI 1.28-2.0; p<0.001).

Conclusion

In ACS patients without a diabetes diagnosis, GAR, which reflects the systemic response indicated by stress
hyperglycemia and low albumin, strongly predicts in-hospital mortality by combining these factors into a single
parameter. Although the difference in AUC is limited, the NRI and IDI analyzes show that GAR significantly improved
risk classification at the individual patient level compared to glucose. These findings suggest that GAR is a practical

and easily accessible candidate marker for early risk assessment, which needs to be validated in larger cohorts.

Keywords: Albumin, Diabetes, Glucose, In-hospital mortality, Stress hyperglycemia, Reclassification
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GENC YAS MiYOKARD ENFARKTUSU ILE PLAZMA ATEROJENIK
INDEKSI ARASINDAKI ILiSKI

Erkan Kahraman'
'SBU Dr Siyami Ersek Gogiis ve Kalp Damar Cerrahisi Egitim ve Aragtirma Hastanesi

Geng yasta miyokard enfarktiisii (MI), geleneksel kardiyovaskiiler risk faktorlerinin hastalik gelisimini tam olarak
aciklamakta yetersiz kaldig1 ve kendine 6zgii patofizyolojik mekanizmalarla seyreden ayr bir klinik tablo olarak
kabul edilmektedir'-*. Geng hastalarda aterosklerotik yiik genellikle daha sinirli olmasina ragmen, trombotik egilim,
dislipidemi alt tipleri, inflamasyon ve genetik yatkinlik gibi faktorlerin daha belirgin rol oynadig1 disiinilmektedir*>.
Bu nedenle, klasik lipid parametrelerinin 6tesine gegen yeni biyobelirteglere ihtiya¢ duyulmaktadir.

Aterojenik Plazma Indeksi (Atherogenic Index of Plasma, AIP), trigliseritlerin (TG) yiiksek yogunluklu lipoprotein
kolesterole (HDL-C) oraninin logaritmik doniigiimii [logl0 (TG/HDL-C)] olarak hesaplanmakta olup lipid
metabolizmasinin biitiinciil bir gostergesi olarak tanimlanmaktadir®. AIP, kiigiik yogun LDL partikiillerinin varhigi,
kolesterol esterifikasyon oram1 ve remnant lipoprotein birikimi ile yakindan iliskili olmasi nedeniyle plazma
aterojenitesini yansitan giiclii bir biyobelirte¢ olarak giderek daha fazla kabul gérmektedir’.

Giincel literatiir, AIP’nin koroner arter hastaligi (KAH) riskini 6ngérmede tekil lipid Sl¢iimlerine kiyasla daha
ustiin olabilecegini gostermektedir ®.Ayrica AIP ile obezite, metabolik sendrom ve diabetes mellitus (DM) gibi
kardiyometabolik risk faktorleri arasinda anlamli iligkiler bildirilmistir. *''Yiiksek AIP diizeylerinin stabil KAH
hastalarinda daha yaygin ve daha agir koroner arter tutulumu ile iligkili oldugu da gosterilmistir'2.

Bununla birlikte, AIP’nin geng eriskinlerde gelisen akut miyokard enfarktiistindeki rolii ve 6zellikle ST elevasyonlu
miyokard enfarktiisii (STEMI) hastalar ile iligkisi yeterince arastirilmamigtir. Geng MI popiilasyonunda hastalik
paterninin farklilik géstermesi, AIP gibi bilesik lipid indekslerinin bu gruptaki prognostik ve tanisal degerinin ayrica
degerlendirilmesini gerektirmektedir.

Bunedenle, mevcut galismada geng STEMI hastalarinda AIP’nin 6ngérme potansiyelinin degerlendirilmesi amaglanmigtir.
Materyal - Metod:

Calisma Popiilasyonu

Bu tek merkezli, retrospektif gozlemsel ¢alismaya, Aralik 2024 ile Aralik 2025 tarihleri arasinda koroner anjiyografi
(KAG) uygulanan ve STEMI tanisiyla hastaneye yatirilan hastalar dahil edilmistir. STEMI tanisi, Avrupa Kardiyoloji
Birligi tarafindan yayimlanan giincel kilavuz 6nerileri ile Fourth Universal Definition of Myocardial Infarction
kriterlerine uygun olarak konulmustur *-'%. Tani; klinik semptomlar, kardiyak biyobelirteglerde (6zellikle troponin)

dinamik degisim ve elektrokardiyografik bulgularin birlikte degerlendirilmesine dayandirilmastir.

Medikal olarak yonetilen akut koroner sendrom (revaskiilarizasyon uygulanmayan hastalar), daha o6nce perkiitan
koroner girisim (PCI) dykiisii, yatis sirasinda devam eden lipid disiiriicii tedavi kullanimi, sol ventrikiil ejeksiyon
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fraksiyonu (LVEF) <%50, daha 6nce koroner arter baypas greftleme (CABG) dykiisii, klinik veya biyokimyasal
olarak dogrulanmis tiroid disfonksiyonu (hipotiroidi veya hipertiroidi), tahmini glomeriiler filtrasyon hizinin (¢eGFR)
<30 mL/dk/1.73 m? olmasi, KAG’nin gerceklestirildigi hastane yatisi1 sirasinda antibiyotik kullanimi, malignite
Oykiisii, ciddi karaciger fonksiyon bozuklugu olanlar calisma dis1 birakilmistir.

Laboratuvar Ol¢iimleri

Kan o6rnekleri, lipid diisiiriici herhangi bir tedaviye baslanmadan once ve en az 12 saatlik aglik siiresini takiben,
sabah erken saatlerde antekiibital venden alindi. Total kolesterol ve trigliserit (TG) diizeyleri enzimatik yontemlerle
ol¢iiliirken, yiiksek yogunluklu lipoprotein (HDL) ve diisiik yogunluklu lipoprotein (LDL) kolesterol diizeyleri direkt
homojen yontemler kullanilarak belirlendi. Tam kan sayimi, standart biyokimyasal parametreler ve kardiyak enzim
diizeyleri, hastanenin merkezi laboratuvarinda dogrulanmis otomatik analizorler araciligiyla analiz edildi.

Aterojenik plazma indeksi (AIP), trigliseritlerin HDL kolesterole oraninin logaritmasi alinarak hesaplandi:
AIP =log (TG / HDL-kolesterol).

istatistiksel Analiz:

Istatistiksel analizler IBM SPSS Statistics yazilim (stirim XX.0, IBM Corp., Armonk, NY, ABD) kullanilarak
gerceklestirildi. Siirekli degiskenlerin dagilimi Kolmogorov—Smirnov testi ile degerlendirildi. Normal dagilim
gosteren degiskenler ortalama + standart sapma olarak, normal dagilmayan degiskenler medyan (minimum-—
maksimum) olarak sunuldu. Kategorik degiskenler ise say1 ve yiizde [n (%)] seklinde ifade edildi.

Gruplar arasi karsilagtirmalarda, normal dagilim gosteren siirekli degiskenler igin bagimsiz 6rneklem t-testi, normal
dagilmayan degiskenler icin Mann—Whitney U testi kullanildi. Kategorik degiskenler ki-kare testi veya beklenen
frekansin diisiik oldugu durumlarda Fisher exact testi ile karsilastirildi.

Geng yasta miyokard enfarktiisii ile iligkili bagimsiz degiskenleri belirlemek amaciyla lojistik regresyon analizi
uygulandi. Oncelikle tek degiskenli analiz yapildi; p<0.10 bulunan degiskenler ve klinik olarak anlamli kabul edilen
parametreler ¢ok degiskenli modele dahil edildi. Cok degiskenli analizde geri eleme (backward stepwise) yontemi
kullanildi. Sonuglar olasilik orani (odds ratio, OR) ve %95 giiven aralig1 (GA) ile birlikte raporlandi. Coklu dogrusal
baglant1 (multicollinearity) varyans sisirme faktorii (VIF) ile degerlendirildi.

Atherogenic Index of Plasma’nin (AIP) geng MI’y1 ayirt etme giicii alict isletim karakteristigi (Receiver Operating
Characteristic, ROC) egrisi analizi ile degerlendirildi. Egri altinda kalan alan (Area Under the Curve, AUC) %95
giiven aralig1 ile hesaplandi. Optimal cut-off degeri Youden indeksi kullanilarak belirlendi. Tiim testlerde iki yonli
p<0.05 degeri istatistiksel olarak anlamli kabul edildi.

Bulgular:

Toplam 81 katilimcinin dahil edildigi ¢aligmada, 41 hasta geng yasta miyokard enfarktiisii (MI) grubunu, 40 kisi ise
kontrol grubunu olusturdu. Gruplar yas ve cinsiyet agisindan benzerdi ve istatistiksel olarak anlamli fark saptanmadi
(p>0.05). Ancak, MI grubunda sigara kullanimi kontrol grubuna kiyasla anlamli derecede daha yiiksekti (p<0.05).
Hipertansiyon ve diyabet prevalanst MI grubunda daha sik gozlenmekle birlikte, bu fark istatistiksel anlamliliga
ulasmadi. Viicut kitle indeksi (VKI) agisindan gruplar arasinda anlamli farklilik izlenmedi. Demografik ve klinik
Ozellikler Tablo 1’de sunulmustur.
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Tablo 1: Demografifk ve klinik ozellikler:

Parametre Geng MI (n=41) Kontrol (n=40)

Yas (y1l) 42.0+3.8 41.5+4.1 0.534
Erkek, n (%) 34 (82.9) 30 (75.0) 0.407
Sigara, n (%) 29 (70.7) 17 (42.5) 0.013

Hipertansiyon, n (%) 12 (29.3) 8 (20.0) 0.364
Diyabet, n (%) 7(17.1) 5(12.5) 0.559
BMI (kg/m?) 28.2+3.5 27.0+3.1 0.129

Laboratuvar parametreleri degerlendirildiginde, MI grubunda trigliserid diizeylerinin anlaml olarak daha yiiksek,
HDL-kolesterol diizeylerinin ise daha diisiik oldugu saptandi (p<0.05). LDL-kolesterol ve total kolesterol diizeyleri
acisindan gruplar arasinda anlamli fark izlenmedi. Atherogenic Index of Plasma (AIP) degerleri MI grubunda kontrol
grubuna gore belirgin olarak daha yiiksekti ve bu fark istatistiksel olarak anlamliydi (p<0.001). Diger biyokimyasal
parametreler agisindan anlamli bir farklilik gézlenmedi. Laboratuvar bulgulari Tablo 2’de dzetlenmistir.

Tablo 2: Labaratuvar degerleri:

Parametre Geng MI (n=41) Kontrol (n=40)

TG (mg/dL) 172 + 46 145 £39 0.005
HDL-C (mg/dL) 38+8 45+9 <0.001
LDL-C (mg/dL) 128 + 30 122 £27 0.362

Toplam kolesterol 202 +£35 192 £32 0.176
AIP 0.38£0.17 0.25+0.12 <0.001

Cok degiskenli lojistik regresyon analizinde, potansiyel karigtirict degiskenler (sigara kullanimi, LDL-kolesterol,
hipertansiyon, diyabet ve viicut kitle indeksi) igin diizeltme yapildiktan sonra Atherogenic Index of Plasma (AIP
>0.30) geng yasta miyokard enfarktiisii ile bagimsiz olarak iligkili bulundu (OR: 2.89; %95 GA: 1.45-5.76; p=0.002).
Bu bulgu, AIP degeri >0.30 olan bireylerde gen¢ MI gelisme olasiligimin yaklasik 2.9 kat arttigim1 gostermektedir.

Sigara kullanim1 da geng Ml ile bagimsiz olarak iliskiliydi (OR: 2.17; %95 GA: 1.02-4.62; p=0.044). Ancak AIP’nin
sigaradan bagimsiz olarak anlamliligin1 korumasi, bu indeksin yalnizca geleneksel risk faktérlerinin bir yansimasi
olmadigini, aterojenik lipid dengesini daha biitiinciil bigimde temsil edebilecegini diislindiirmektedir.

LDL-kolesterol diizeyi ¢cok degiskenli modelde anlamli bir iligki gdstermemistir (OR: 1.01; p=0.287). Benzer sekilde
hipertansiyon, diyabet ve viicut kitle indeksi de bagimsiz belirte¢ olarak saptanmamuistir (p>0.05). Bu durum, geng
popiilasyonda klasik risk faktorlerinin etkisinin smirlt olabilecegini ve trigliserid-HDL dengesini yansitan bilesik
lipid indekslerinin daha ayirt edici olabilecegini desteklemektedir.
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Tablo 3: Lojistik regresyon analizi:

Degisken

AIP (=0.30) 2.89 1.45-5.76 0.002
Trigliserit (mg/dL) 1.01 1.00-1.02 0.031*
HDL-C (mg/dL) 0.92 0.86-0.98 0.014*
Sigara 2.17 1.024.62 0.044
LDL-C 1.01 0.99-1.02 0.287
Hipertansiyon 1.23 0.51-2.96 0.651
Diyabet 1.63 0.56-4.74 0.366

BMI 1.10 0.97-1.25 0.128

ROC analizinde en yiiksek ayirt edici giiciin AIP’ye ait oldugu goriilmektedir (AUC=0.76). AIP’nin diskriminatif
performansi trigliserit ve HDL-C’den daha yiiksektir. HDL-C tek basina orta diizey ayirt edici giice sahipken
(AUC=0.72), trigliserit ve sigaranin performansi daha sinirhdir.

AIP i¢in >0.30 kesim degeri %73 duyarlilik ve %70 6zgiilliik saglamaktadir. Bu bulgu, AIP’nin geng MI 6ngoriisiinde
klinik olarak anlamli bir belirte¢ olabilecegini diisiindiirmektedir.

Tablo 4: Gen¢ MI Ongériisiinde ROC Analizi:

Parametre Cut-off Duyarlilik (%) Ozgﬁllﬁk (%)
ATIP 0.76 0.66—0.86 <0.001 >0.30 73 70
Trigliserit (mg/dL) 0.68 0.57-0.79 0.004 >160 65 62
HDL-C (mg/dL) 0.72 0.61-0.83 <0.001 <40 70 68
Sigara 0.64 0.52-0.75 0.021 Var 61 67

Genel olarak model, geng yasta miyokard enfarktiisii gelisiminde AIP’nin bagimsiz ve klinik olarak anlamli bir risk
belirteci oldugunu ortaya koymaktadir.

Tartisma:

Bu ¢aligmanin temel bulgusu, AIP geng yasta miyokard enfarktiisii (MI) gelisimi ile gii¢lii ve bagimsiz bir sekilde
iligkili oldugunun gosterilmesidir. Geng MI grubunda AIP diizeylerinin kontrol grubuna kiyasla anlamli derecede
yiiksek olmasi, aterojenik dislipidemi paterninin geng bireylerde erken ateroskleroz gelisiminde dnemli bir rol
oynayabilecegini diisiindiirmektedir. Dahasi, ¢ok degiskenli analizlerde geleneksel kardiyovaskiiler risk faktorleri
icin diizeltme yapildiktan sonra dahi AIP’nin bagimsiz bir 6ngdrdiiriicli olarak kalmasi, bu parametrenin klinik
degerini daha da gili¢lendirmektedir.

AIP, trigliserid ve HDL kolesterol diizeylerinin logaritmik orani olarak hesaplanan ve 6zellikle kii¢iik, yogun LDL
partikiillerinin varligini1 dolayli olarak yansitan bir indeks olarak tanimlanmaktadir. Kii¢iik yogun LDL partikiillerinin
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artis1, endotelyal disfonksiyon, oksidatif stres ve inflamasyon yoluyla aterosklerotik siirecin hizlanmasina katkida
bulunmaktadir. Geng bireylerde geleneksel lipid parametreleri ¢ogu zaman normal smnirlarda seyredebilirken,
AIP’nin bu “gizli” aterojenik riski daha iyi yansitmasi, gen¢ MI hastalarinda neden daha anlamli bir belirte¢ olarak
one ¢iktigini agiklayabilir.

Calismamizda AIP’nin gen¢ MI i¢in ayirt edici giici ROC analizi ile degerlendirildiginde, AUC degerinin 0.74
olmasi orta diizeyde ancak klinik olarak anlamli bir diskriminatif performansa igaret etmektedir. Belirlenen 0.30’luk
optimal kesim degeri, geng MI riskinin belirlenmesinde potansiyel bir esik deger olarak kullanilabilir. Bu sonug,
AIP’nin tek bagina tanisal bir testten ziyade, klinik risk siniflamasimi destekleyen tamamlayici bir biyobelirteg olarak
degerlendirilmesinin daha uygun olacagini diisiindiirmektedir.

Literatiirde AIP’nin metabolik sendrom, diyabetes mellitus ve koroner arter hastaligi ile iligkisini gosteren ¢ok
sayida calisma bulunmaktadir; ancak gen¢ MI popiilasyonuna odaklanan veriler sinirhidir. Bu agidan bakildiginda,
calisgmamiz AIP’nin &zellikle geng yasta MI gelisimini 6ngdrmede kullanilabilirligini ortaya koyarak literatiire
onemli bir katki saglamaktadir. Geng MI hastalarinda siklikla gozlenen “daha az klasik risk faktorii, daha agresif
ateroskleroz” paradoksu, AIP gibi biitlinciil lipid indekslerinin klinik pratikte daha fazla 6nem kazanmasina neden
olabilir.

Klinik agidan degerlendirildiginde, AIP’nin rutin biyokimyasal testlerden kolaylikla hesaplanabilmesi, diisiik maliyetli
ve erisilebilir bir risk belirteci olmasini saglamaktadir. Ozellikle geng ve semptomsuz bireylerde, geleneksel lipid
profili normal olsa dahi AIP’nin yliksek bulunmasi, daha erken ve agresif yasam tarzi veya farmakolojik miidahaleler
icin bir uyar sinyali olarak degerlendirilebilir.

Kisithhiklar:

Bu ¢alismanin bazi kisitliliklar bulunmaktadir. Oncelikle, calisma tek merkezli ve gorece kiigiik drneklem biiyiikliigiine
sahip bir vaka—kontrol tasariminda yiiriitiilmiistiir. Bu durum, sonuglarin genellenebilirligini sinirlayabilir ve
istatistiksel giicii etkileyebilir. Ozellikle cok degiskenli lojistik regresyon analizinde sinirli olay sayisi, modelde asiri
uyum (overfitting) riskini artirabilir.

Ikinci olarak, vaka—kontrol tasarimi nedensel iliski kurmaya olanak tanimamaktadir; yalmzca iliski diizeyinde yorum
yapilabilir. Prospektif ve daha genis 6rneklemli kohort ¢alismalari, Atherogenic Index of Plasma’nin (AIP) geng
yasta miyokard enfarktiisii gelisimindeki 6ngorii degerini daha net ortaya koyabilir.

Ugiincii olarak, AIP tek bir zaman noktasinda olgiilmiis olup, lipid parametrelerindeki zamansal degiskenlik
degerlendirilmemistir. Ayrica apolipoprotein B, lipoprotein(a) veya inflamatuvar belirtegler gibi daha ileri aterojenik
gostergeler analiz edilmemistir.

Buna ek olarak, sigara kullanimu ikili (var/yok) olarak degerlendirilmis olup paket-yil diizeyinde kantitatif analiz
yapilmamustir. Diyet, fiziksel aktivite ve genetik yatkinlik gibi potansiyel artik karistiric1 faktorler de degerlendirme
dist kalmustir.

Son olarak, ¢aligmanin geng hasta popiilasyonuna odaklanmasi gii¢lii bir yon olmakla birlikte, ileri yas gruplarina
genellenmesi uygun degildir.
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Sonug:

Bu ¢alismanin bulgulari, AIP geng yasta miyokard enfarktiisii gelisimi ile anlamli ve bagimsiz bir iliski gosterdigini
ortaya koymaktadir. AIP’nin, geleneksel kardiyovaskiiler risk faktorlerinden ve klasik lipid parametrelerinden
bagimsiz olarak gen¢ MI riskini 6ngorebilmesi, bu indeksin erken risk degerlendirmesi ve risk siniflandirmasi
acisindan klinik agidan degerli bir ara¢ olabilecegini diisiindiirmektedir. Rutin laboratuvar testlerinden kolaylikla
hesaplanabilen AIP’nin, 6zellikle gen¢ ve asemptomatik bireylerde yiiksek riskli alt gruplarin erken donemde
tanimlanmasina katki saglayabilecegi ve primer korunma stratejilerinin Kkisisellestirilmesinde kullanilabilecegi
kanaatine varilmistir.
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GENC NSTEMI HASTALARINDA 1 YILLIK MAJOR ADVERS KARDIYAK
OLAYLARIN (MACE) ONGORULMESINDE HALP SKORUNUN
PROGNOSTIK DEGERI

Seda Tanyeri Uzel', ismail Balaban'
! Kardiyoloji Klinigi, Kartal Kosuyolu Egitim ve Arastirma Hastanesi, Istanbul, Tiirkiye

Giris: Geng yasta non—ST-segment elevasyonlu miyokard enfarktiisii (NSTEMI) ile bagvuran hastalar, klasik
risk faktorleri daha az goriilmesine ragmen uzun donem kardiyovaskiiler olaylar agisindan 6nemli bir risk
tasimaktadir. Bu grupta inflamasyon ve nutrisyonel durum gibi geleneksel olmayan faktorlerin klinik seyirde
belirleyici olabilecegi diisliniilmektedir. Ancak mevcut risk smiflama araglarinin ¢ogu ileri yas popiilasyonlarinda
gelistirilmis olup, gen¢ NSTEMI hastalarinda prognostik dogruluklari sinirlidir. Hemoglobin, albiimin, lenfosit ve
trombosit parametrelerinden hesaplanan HALP skoru, inflamatuvar ve nutrisyonel durumu birlikte yansitan pratik
bir biyobelirtectir. Kardiyovaskiiler hastaliklarda olumsuz sonlanimlarla iligkilendirilmesine ragmen, geng¢ NSTEMI
hastalarinda major advers kardiyovaskiiler olaylar1 ongérmedeki rolii net degildir.

Amac: Bu calismanin amaci, geng NSTEMI hastalarinda HALP skoru ile 1 yillik major advers kardiyovaskiiler
olaylar (MACE) arasindaki iligkiyi degerlendirmek ve HALP skorunun klinik ve anjiyografik risk faktorlerinden
bagimsiz prognostik degerini arastirmaktir.

Gerec — Yontem: Bu retrospektif, gdzlemsel ¢alismaya, iki yillik siire icerisinde NSTEMI tanist ile bagvuran ve yast
<55 yil olan ardisik hastalar dahil edildi. Demografik, klinik, laboratuvar ve anjiyografik veriler hastane kayitlarindan
elde edildi. HALP skoru hemoglobin, albiimin, lenfosit ve trombosit degerleri kullanilarak hesaplandi. Primer
sonlanim noktasi 1 yillik major advers kardiyovaskiiler olaylar (MACE) olarak belirlendi; MACE, tiim nedenlere
bagli mortalite, tekrarlayan miyokard enfarktiisii ve hedef damar revaskiilarizasyonunu kapsadi. HALP skoru siirekli
ve ROC analizi ile belirlenen optimal kesim degerine gore kategorik olarak analiz edildi. Bagimsiz prediktorleri
belirlemek i¢in ¢ok degiskenli lojistik regresyon kullanildi ve p < 0.05 anlamli kabul edildi.

Bulgular: Calisma popiilasyonu, 1 yillik MACE gelisimine gore gruplandirildi. Temel demografik, klinik,
laboratuvar ve anjiyografik 6zellikler Tablo 1’de sunulmustur. MACE gelisen hastalarda erkek cinsiyet ve diabetes
mellitus (DM) daha sik izlenirken, sol ventrikiil ejeksiyon fraksiyonu (LVEF) daha diisiik ve SYNTAX skorlar1 daha
yliksek bulundu. Ayrica bu grupta serum albiimin diizeyleri ve HALP skorlar1 anlamli olarak daha diisiiktii (Tablo
1). HALP skorunun siirekli degisken olarak ele alindig1 ¢cok degiskenli lojistik regresyon analizinde, diisiik HALP
skoru klinik ve anjiyografik degiskenler i¢in diizeltme sonrasi 1 yillik MACE’nin bagimsiz bir 6ngordiiriiciisii olarak
saptandi. Erkek cinsiyet, DM, diisiik LVEF ve yiiksek SYNTAX skoru da MACE ile bagimsiz iliskili bulunurken;
yas ve C-reaktif protein anlamli degildi. Alblimin diizeyi ayarlanmis modelde prognostik 6nemini korudu (Sekil 1A).
ROC analizinde HALP skorunun 1 yillik MACE 06ngoériisiinde orta diizeyde ayirt edici giice sahip oldugu gosterildi
(AUC=0,65). Youden indeksine gore belirlenen < 32 kesim degerinde duyarlilik %58,4 ve 6zgillik %68,7 idi. Bu
degere gore yapilan kategorik analizde, diisitk HALP skoru olan hastalarda 1 yillik MACE riskinin yaklasik ii¢ kat
arttig1 saptandi (Sekil 1B, Tablo 2).
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Sekil 1. HALP Skorunun 1 Yilhlk MACE Uzerine Prognostik Etkisi: Cok Degiskenli
Lojistik Regresyon Analizi

. OR (95% CI) p-value
Figure-1A Multivariable Logistic Regression for 1-Year MACE
HALP score L | 0.976 (0.963-0.989) <0.001
Age (years) > 1.021 (0.990-1.053) 0.184
Male sex s 1.800 (1.100-2.943) 0.019
Diabetes mellitus 2.002 (1.255-3.193) 0.004
Ejection Fraction (%) L] 0.924 (0.904-0.944) <0.001
SYNTAX score lo 1.045 (1.010-1.081) 0.012
CRP .- 1.031 (0.966-1.100) 0.363
Albumin { ——@—— 0.556 (0.350-0.884) 0.013
1 ; 3 4 5 6
Adjusted Odds Ratio
Figure-1B OR (95% CI) p-value
Multivariable Logistic Regression for 1-Year MACE (Low vs High HALP)

Low HALP score (<32) 2.753 (1.711-4.431) <0.001

Age (years) 1.023 (0.992-1.055) 0.147

Male sex P— ————————) 1.843 (1.126-3.016) 0.015

Diabetes mellitus — e 2.082 (1.302-3.331) 0.002

Ejection Fraction (%) * 0.924 (0.904-0.944) <0.001

SYNTAX score o 1.045 (1.009-1.082) 0.013

CRP » 1.032 (0.967-1.101) 0.339

Albumin {—e—— 0.539 (0.342-0.852) 0.008

1 2 3 4 5 6 7

Adjusted Odds Ratio

(14) HALP skorunun siirekli degisken olarak dahil edildigi ¢cok degiskenli lojistik regresyon analizi. (1B) HALP
skorunun kategorik olarak (<32 vs >32) degerlendirildigi ¢cok degiskenli lojistik regresyon analizi.

Sekil 2. 1 Y1illik MACE Ongoriisiinde HALP Skoru igin ROC Egrisi

ROC Curve for HALP Score Predicting 1-Year MACE

1.0 1
0.8
0.6 A
=
=
L
%
2
D
&
0.4
HALP cut-off = 32.2
. Sensitivity: 58.4%
0.2 4 s Specificity: 68.7%
0.0 - AUC = 0.65
0.0 0.2 0.4 0.6 0.8 1.0

1 — Specificity

HALP skorunun 1 yillik major advers kardiyovaskiiler olaylar1 (MACE) ongoérmedeki ayirt edici performansini
gosteren alict igletim karakteristik (ROC) egrisi. HALP skorunun MACE 6ngoriisiinde orta diizeyde ayirt edici giice
sahip oldugu saptanmigtir (AUC=0,65). Youden indeksi ile belirlenen optimal kesim degeri yaklasik 32,2 olup, bu
deger icin duyarlilik %58,4 ve 6zgiilliik %68,7 olarak hesaplanmistir.
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Tablo 1: 1 Yillik Major Advers Kardiyovaskiiler Olaylara (MACE) Gére Baslangi¢ Ozellikleri
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A

Degiskenler MACE Yok MACE Var p degeri
Cinsiyet (erkek), n (%) 144 (29.1%) 48 (42.5%) 0.008
Yas, yil 44.03 £7.50 44.71 + 8.09 0.396
Hipertansiyon, n (%) 309 (62.4%) 73 (64.6%) 0.746
Diabetes mellitus, n (%) 189 (38.2%) 59 (52.2%) 0.008
Sigara kullanimzi, n (%) 196 (39.6%) 49 (43.4%) 0.528
Ejeksiyon fraksiyonu, % 53.01+8.74 44.47 +£11.60 <0.001
SYNTAX skoru, puan 19.82+6.12 22.37+6.50 <0.001
LDL kolesterol, mg/dL 116.45 £37.77 117.94 £37.11 0.705
C-reaktif protein (CRP), mg/L | 7.18 £3.90 7.56 +2.80 0.330
Albiimin, g/dL 3.85+0.47 3.65+0.52 <0.001
Nétrofil sayisi, x103/uL 5.53+1.99 5.59+2.06 0.740
HALP skoru, birimsiz 45.02 £23.69 33.44+17.75 <0.001

Kisaltmalar: HALP, hemoglobin—albiimin—lenfosit—trombosit;

SYNTAX, Synergy Between PCI With TAXUS and Cardiac Surgery skoru.

Tablo 2: Diisiik ve Yiiksek HALP Skoruna Gére 1 Yillik MACE igin Cok Degiskenli Lojistik Regresyon Analizi

LDL, diisiik yogunluklu lipoprotein; N, notrofil;

Degisken Diizeltilmis OR %95 GA p degeri
Diigiik HALP skoru (<32) 2.753 1.711 — 4.431 <0.001
Yas (y1l) 1.023 0.992 — 1.055 0.147
Erkek cinsiyet 1.843 1.126 - 3.016 0.015
Diabetes mellitus 2.082 1.302 - 3.331 0.002
Ejeksiyon fraksiyonu (%) 0.924 0.904 - 0.944 <0.001
SYNTAX skoru 1.045 1.009 — 1.082 0.013
C-reaktif protein (CRP) 1.032 0.967 - 1.101 0.339
Albiimin 0.539 0.342-0.852 <0.01

Kisaltmalar: HALP, hemoglobin—albiimin—lenfosit—trombosit; SYNTAX, Synergy Between PCI With TAXUS and

Cardiac Surgery skoru.

Sonuc: Geng (<55 yas) NSTEMI hastalarinda HALP skoru, 1 yillik major advers kardiyovaskiiler olaylarin bagimsiz
bir ongordiirticiisiidiir. Diisiik HALP skoru, geleneksel risk faktorlerinden bagimsiz olarak yaklasik ii¢ kat artmis
MACE riski ile iligkilidir. Kolay hesaplanabilen ve diisiik maliyetli bu skor, geng¢ NSTEMI hastalarinda erken risk
siniflamasinda yararli olabilir.

Anahtar Kelimeler: Gen¢ NSTEMI, HALP Skoru, Inflamasyon, Major Advers Kardiyovaskiiler Olaylar, Risk

Siniflamasi
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PROGNOSTICVALUE OFTHE HALPSCORE FOR1-YEARMACE INYOUNG
PATIENTS WITH NSTEMI

Seda Tanyeri Uzel', ismail Balaban'
! Department of Cardiology, Kartal Kosuyolu Training and Research Hospital, Istanbul, Turkey

Background: Young patients presenting with non—ST-segment elevation myocardial infarction (NSTEMI) represent
a distinct clinical population in whom traditional cardiovascular risk stratification tools may be insufficient. The
Hemoglobin, Albumin, Lymphocyte, and Platelet (HALP) score has emerged as a composite biomarker reflecting
inflammation and nutritional status; however, its prognostic value in young NSTEMI patients remains unclear.
This study aimed to evaluate the association between HALP score and 1-year major adverse cardiovascular events
(MACE) in young patients with NSTEMI.

Methods: This retrospective observational study included consecutive NSTEMI patients aged <55 years who were
admitted over a 2-year period. Baseline demographic, clinical, laboratory, and angiographic characteristics were
recorded. The primary outcome was 1-year MACE. HALP score was analysed both as a continuous variable and as a
categorical variable using an optimal cut-off value determined by receiver operating characteristic (ROC) curve analysis.
Multivariable logistic regression models were constructed to identify independent predictors of 1-year MACE.

Results: The overall 1-year MACE rate was higher among patients with lower HALP scores. ROC curve analysis
identified an optimal HALP cut-off value of approximately 32.2 for predicting 1-year MACE (area under the curve
[AUC] = 0.65, sensitivity 58.4%, specificity 68.7%). In multivariable logistic regression analysis, HALP score
remained an independent predictor of 1-year MACE when analysed as a continuous variable (adjusted OR 0.98, 95%
CI10.96-0.99, p<0.001), after adjustment for age, sex, diabetes mellitus, ejection fraction, SYNTAX score, C-reactive
protein, and albumin. When analysed categorically, a low HALP score (<32) was independently associated with a
significantly increased risk of 1-year MACE (adjusted OR 2.64, 95% CI 1.63—4.27, p<0.001). Male sex, diabetes
mellitus, and higher SYNTAX score were associated with increased risk, whereas higher ejection fraction and
albumin levels were protective.

Figure 1. Prognostic Impact of the HALP Score on 1-Year Major Adverse Cardiovascular Events
(MACE): Multivariable Logistic Regression Analysis

i OR (95% C1
Figure-1A Multivariable Logistic Regression for 1-Year MACE

Albumin | —e——

Adivsted
Figure-1B i ariable Logistic Regression for 1.

.........

MMMMM

\\\\\

(14) Multivariable logistic regression model incorporating the HALP score as a continuous predictor. (1B)
Multivariable logistic regression model assessing the HALP score as a categorical variable (<32 vs >32).
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Figure 2. ROC Curve Analysis of the HALP Score for 1-Year MACE Prediction

ROC Curve for HALP Score Predicting 1-Year MACE
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Receiver operating characteristic (ROC) curve demonstrating the discriminative performance of the HALP score for
predicting 1-year major adverse cardiovascular events (MACE). The HALP score showed moderate discriminative
ability for MACE prediction (AUC = 0.65). The optimal cutoff value determined by the Youden index was

approximately 32.2, corresponding to

a sensitivity of 58.4% and a specificity of 68.7%.

Table 1. Baseline Clinical and Laboratory Characteristics Stratified by 1-Year MACE Status

NN

Variables No MACE MACE p value
Male sex, n (%) 144 (29.1%) 48 (42.5%) 0.008
Age, years 44.03 +£7.50 44,71 = 8.09 0.396
Hypertension, n (%) 309 (62.4%) 73 (64.6%) 0.746
Diabetes mellitus, n (%) 189 (38.2%) 59 (52.2%) 0.008
Smoking, n (%) 196 (39.6%) 49 (43.4%) 0.528
Ejection fraction, % 53.01 +£8.74 44.47 +11.60 <0.001
SYNTAX score 19.82 +6.12 22.37+6.50 <0.001
LDL cholesterol, mg/dL 116.45 +37.77 117.94 £37.11 0.705
C-reactive protein (CRP), mg/L 7.18 +3.90 7.56 £ 2.80 0.330
Albumin, g/dL 3.85+0.47 3.65+0.52 <0.001
Neutrophil count, x103/uL 5.53+1.99 5.59 +£2.06 0.740
HALP score 45.02 +23.69 3344 +17.75 <0.001

Values are presented as mean + standard deviation or n (%).

Abbreviations: HALP, hemoglobin—albumin—lymphocyte—platelet; LDL, low-density lipoprotein; MACE: major
adverse cardiovascular events;, SYNTAX, Synergy Between PCI With TAXUS and Cardiac Surgery score.
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Table 2. Multivariable Logistic Regression Analysis for 1-Year MACE According to Low and

High HALP Score

Variable Adjusted OR 95% CI p value
Low HALP score (<32) 2.753 1.711 —4.431 <0.001
Age (years) 1.023 0.992 — 1.055 0.147
Male sex 1.843 1.126 -3.016 0.015
Diabetes mellitus 2.082 1.302 —3.331 0.002
Ejection fraction (%) 0.924 0.904 — 0.944 <0.001
SYNTAX score 1.045 1.009 — 1.082 0.013
C-reactive protein (CRP) 1.032 0.967 —1.101 0.339
Albumin 0.539 0.342 — 0.852 <0.01

Abbreviations: OR: odds ratio; CI: confidence interval; MACE: major adverse cardiovascular events;, HALP:

hemoglobin, albumin, lymphocyte, and platelet score; SYNTAX, Synergy Between PCI With TAXUS and Cardiac
Surgery score.

Conclusions: In young patients with NSTEMI, HALP score is an independent predictor of 1-year MACE. A low
HALP score (<32) identifies a high-risk subgroup despite young age. These findings suggest that HALP score may

serve as a simple and clinically useful tool for risk stratification in young NSTEMI patients.

Keywords: Young Patients, NSTEMI, HALP Score, Inflammation, Major Adverse Cardiovascular Events, Risk
Stratification
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GENC HASTALARDA SPONTAN KORONER ARTER DiSEKSIYONU:
KLINIK PROFIL, ANJIYOGRAFIK OZELLIiKLER VE TEDAVi
YAKLASIMLARI

Seda Tanyeri Uzel'
! Kardiyoloji Klinigi, Kartal Kosuyolu Egitim ve Arastirma Hastanesi, Istanbul, Tiirkiye

Giris: Spontan koroner arter diseksiyonu (SCAD), 6zellikle geng ve kadin hastalarda miyokard infarktiisiiniin 6nemli
nedenlerinden biridir. Aterosklerotik olmayan yapisi, heterojen klinik seyri ve degisken anjiyografik ozellikleri
nedeniyle tanit ve tedavi yaklasimlari konusunda belirsizlikler bulunmaktadir. Mevcut kilavuzlar ¢cogu olguda
konservatif tedaviyi dnermekle birlikte, klinik instabilite veya yiiksek riskli anjiyografik bulgular varliginda invaziv
girisim giindeme gelebilmektedir. Ancak gen¢ SCAD hastalarinda hangi klinik ve anjiyografik 6zelliklerin tedavi
stratejisini belirledigine dair veriler siirlidir.

Amag: Bu calismanin amaci, geng spontan koroner arter diseksiyonu hastalarinda klinik ve anjiyografik 6zellikleri
tanimlamak ve konservatif ile invaziv tedavi yaklagimlarini karsilagtirarak tedavi stratejilerinin belirleyicilerini
degerlendirmektir.

Gerec — Yontem: Bu retrospektif, tek merkezli gozlemsel ¢alismada, akut miyokard infarktiisii ile bagvuran ve
SCAD saptanan ardisik 64 geng hasta analiz edildi. SCAD tanis1 koroner anjiyografi bulgularina dayanarak konuldu.
Hastalarin demografik ve klinik 6zellikleri, laboratuvar, ekokardiyografi ve koroner anjiyografik verileri kaydedildi.
Anjiyografik degerlendirmede suglu damar, diseksiyonun yerlesimi, sol ana koroner arter tutulumu, ¢ok damar
diseksiyonu, lezyon uzunlugu ve baslangic TIMI akimi incelendi; lezyonlar Tip 1-3 olarak siiflandirildi. Tedavi
stratejileri konservatif veya invaziv revaskiilarizasyon (perkiitan koroner girisim / koroner arter baypas cerrahisi)
olarak belirlendi ve gruplar klinik, anjiyografik &zellikler ile hastane igi seyir agisindan karsilastirildi. Siirekli
degiskenler ortalama + standart sapma veya medyan (¢eyrekler arasi aralik), kategorik degiskenler say1 ve yiizde
olarak sunuldu; p < 0.05 istatistiksel olarak anlamli kabul edildi.

Bulgular: Calismaya SCAD tanisi alan 64 geng hasta dahil edildi (ortalama yas 43.6 + 10.6 y1l; %75 kadin). Hastane
ici mortalite %6.3 olup tedavi gruplar1 arasinda anlamli fark saptanmadi (Tablo 1). PKG uygulanan hastalar konservatif
izlenenlere gore daha gengti (39.0 £ 9.1 vs. 47.2 = 10.4 y1l, p=0.002) ve daha sik ST elevasyonlu miyokard infarktiisii
ile bagvurmustu (p=0.001; Sekil 1A). Hipertansiyon konservatif grupta daha yayginken (p=0.042), diger geleneksel
risk faktorleri benzerdi. Anjiyografik degerlendirmede sol 6n inen arter en sik tutulan damar olup gruplar arasinda
anlamli fark izlenmedi (Sekil 1B). Sol ana koroner arter tutulumu yalnizca PKG grubunda goézlendi (%25, p=0.002).
SCAD tiplerine gore dagilimda Tip 1 lezyonlar PKG grubunda, Tip 2 lezyonlar ise konservatif grupta baskindi
(p=0.003; Sekil 1C). Proksimal segment diseksiyonu invaziv tedavi grubunda belirgin olarak daha sikt1 (p < 0.001;
Sekil 1D). Baslangig TIMI akim dereceleri gruplar arasinda benzerdi (Sekil 1E). Klinik instabilite gostergeleri ve
taburculuk sol ventrikiil ejeksiyon fraksiyonunun daha diisiik olmas1 PKG grubunda daha belirgindi (p=0.004).
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Sekil 1. Gen¢ SCAD hastalarinda tedavi stratejilerine gore klinik ve anjiyografik ézelliklerin dagilimi
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A) Klinik bagvuru seklinin (STEMI, NSTEMI, USAP) invaziv ve konservatif tedavi gruplarina gére dagilimi; B) Su¢lu
damar dagilimi (LAD, Cx, RCA) ve tedavi stratejileri arasindaki iligki; C) SCAD tiplerinin (Tip 1, Tip 2, Tip 3) tedavi
yaklasimina gore dagilimi; D) Proksimal segment diseksiyonu varligina gore tedavi stratejilerinin karsiastiriimasi;
E) Baslangi¢ TIMI akim derecelerinin invaziv ve konservatif tedavi gruplarina gére dagilimi. Kirmizi stitunlar invaziv
tedavi, mavi siitunlar konservatif tedaviyi temsil etmektedir. Grafikler, invaziv tedavinin ozellikle ST elevasyonlu
basvuru, Tip 1 SCAD ve proksimal segment tutulumu olan hastalarda daha sik tercih edildigini gostermektedir.

Tablo 1. Geng SCAD Hastalarinda Klinik, Anjiyografik Ozellikler ve Tedavi Stratejilerine Gére Karsilastirma

Tiim Hasta Grubu

Degisken (n=64) PKG (n=28) Konservatif (n=36) p degeri
Yas, yil 43.6 +10.6 39.0+09.1 472+104 0.002
Kadin cinsiyet, n (%) 48 (75.0) 19 (67.9) 29 (80.6) 0.244
Hastane i¢i mortalite, n (%) 4(6.3) 3(10.7) 1(2.8) 0.193
Hipertansiyon, n (%) 25(39.1) 7 (25.0) 18 (50.0) 0.042
Sigara kullanimi, n (%) 17 (26.6) 8 (28.6) 9 (25.0) 0.748
Bagvuru tipi, n (%)

STEMI 26 (41.3) 18 (64.3) 8 (22.9) 0.001

NSTEMI 34 (54.0) 8 (28.6) 26 (74.3)
Sug¢lu damar (LAD), n (%) 48 (75.0) 20 (71.4) 28 (77.8) 0.491
Sol ana koroner arter tutulumu, n (%) 7 (10.9) 7 (25.0) 0 (0) 0.002
Proksimal segment diseksiyonu, n (%) |21 (32.8) 17 (60.7) 4 (11.1) <0.001
SCAD tipi, n (%):
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Tip 1 17 (26.6) 12 (42.9) 5(13.9) -
Tip 2 42 (65.6) 12 (42.9) 30 (83.3)
Ventrikiiler tagikardi/fibrilasyon, n (%) | 8 (12.5) 7(25.0) 1(2.8) 0.017
KPR gereksinimi, n (%) 5(7.8) 5(17.9) 0(0) 0.013
LVEF — basvuru, % 541+114 53.0+11.7 55.0+11.3 0.498
LVEF — taburculuk, % 58.0+11.0 52.7+£124 61.1+£9.5 0.004
Beyaz kiire, x10°/L (medyan, CAA) 9.4(7.2-11.5) 10.9 (8.6-16.5) | 8.3 (6.6-11.0) 0.002
SCAD rekiirrensi, n (%) 6(9.4) 4(14.3) 2(5.6) 0.235

Kisaltmalar: CAA, ¢eyrekler arasit aralik; KPR, kardiyopulmoner resiisitasyon, LAD, sol on inen arter; LVEF,
sol ventrikiil ejeksiyon fraksiyonu; NSTEMI, ST elevasyonsuz miyokard infarktiisii, SCAD, spontan koroner arter
diseksiyonu; STEMI, ST elevasyonlu miyokard infarktiisii.

Sonuc¢: Geng SCAD hastalarinda invaziv tedavi, rutin bir yaklasim olmaktan ziyade, yiiksek riskli anjiyografik
ozellikler ve belirgin klinik instabilite ile karakterize se¢ilmis bir hasta grubunda uygulanmaktadir. Sol ana koroner
arter veya proksimal segment tutulumu, ST elevasyonlu bagvuru ve malign ventrikiiler aritmiler invaziv girigim
kararini etkileyen baslica faktorlerdir. Bulgularimiz, geng SCAD hastalarinda tedavi stratejisinin standart algoritmalar
yerine bireysellestirilmis klinik ve anjiyografik degerlendirmeye dayanmasi gerektigini desteklemektedir.

Anahtar Kelimeler: Gen¢ MI, Hemodinamik Instabilite, Invaziv Yaklagim Secimi, Spontan Koroner Arter
Diseksiyonu, Yiiksek Riskli Koroner Anatomi

YOUNG PATIENTS WITH SPONTANEOUS CORONARY
ARTERY DISSECTION: CLINICAL PROFILE, ANGIOGRAPHIC
CHARACTERISTICS, AND TREATMENT APPROACHES

Seda Tanyeri Uzel'
! Department of Cardiology, Kartal Kosuyolu Training and Research Hospital, Istanbul, Turkey

Introduction: Spontaneous coronary artery dissection (SCAD) is an important cause of myocardial infarction,
particularly in young and female patients. Due to its non-atherosclerotic nature, heterogeneous clinical course,
and variable angiographic features, uncertainties remain regarding optimal diagnostic and therapeutic approaches.
Although current guidelines recommend conservative management in most cases, invasive intervention may be
required in the presence of clinical instability or high-risk angiographic findings. However, data are limited regarding
which clinical and angiographic characteristics determine treatment strategy in young SCAD patients.

Objective: The aim of this study was to define the clinical and angiographic characteristics of young patients
with spontaneous coronary artery dissection and to evaluate the determinants of treatment strategy by comparing
conservative and invasive management approaches.

Materials and Methods: In this retrospective, single-center observational study, 64 consecutive young patients
presenting with acute myocardial infarction and diagnosed with SCAD were analyzed. The diagnosis of SCAD was
established based on coronary angiographic findings. Demographic and clinical characteristics, laboratory results,
echocardiographic parameters, and coronary angiographic data were recorded. Angiographic assessment included
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identification of the culprit vessel, lesion location, left main coronary artery involvement, multivessel dissection,
lesion length, and baseline TIMI flow grade; lesions were classified as Type 1-3. Treatment strategies were categorized
as conservative management or invasive revascularization (percutaneous coronary intervention / coronary artery
bypass grafting), and groups were compared in terms of clinical characteristics, angiographic features, and in-hospital
outcomes. Continuous variables were expressed as mean + standard deviation or median (interquartile range), and
categorical variables as number and percentage. A p value < 0.05 was considered statistically significant.

Results: A total of 64 young patients diagnosed with SCAD were included (mean age 43.6 + 10.6 years; 75% female).
In-hospital mortality was 6.3%, with no significant difference between treatment groups (Table 1). Patients undergoing
PCI were younger than those managed conservatively (39.0 £ 9.1 vs. 47.2 = 10.4 years, p=0.002) and more frequently
presented with ST-segment elevation myocardial infarction (p=0.001; Figure 1A). Hypertension was more prevalent
in the conservative group (p=0.042), whereas other traditional risk factors were similar.

On angiographic evaluation, the left anterior descending artery was the most commonly involved vessel, with no
significant difference between groups (Figure 1B). Left main coronary artery involvement was observed only in the
PCI group (25%, p=0.002). According to SCAD classification, Type 1 lesions were more common in the PCI group,
whereas Type 2 lesions predominated in the conservative group (p=0.003; Figure 1C). Proximal segment dissection
was significantly more frequent in the invasive treatment group (p < 0.001; Figure 1D). Baseline TIMI flow grades
were similar between groups (Figure 1E). Markers of clinical instability and lower discharge left ventricular ejection
fraction were more pronounced in the PCI group (p=0.004).

Figure 1. Distribution of Clinical and Angiographic Characteristics According to Treatment Strategy in
Young SCAD Patients
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A) Distribution of clinical presentation (STEMI, NSTEMI, USAP) according to invasive and conservative treatment
groups; B) Distribution of culprit vessels (LAD, Cx, RCA) and their relationship with treatment strategies; C)
Distribution of SCAD types (Type 1, Type 2, Type 3) according to treatment approach; D) Comparison of treatment
strategies according to the presence of proximal segment dissection; E) Distribution of baseline TIMI flow grades
in invasive and conservative treatment groups. Red bars represent invasive treatment, and blue bars represent
conservative treatment. The graphs demonstrate that invasive management was more frequently preferred in patients
presenting with ST-segment elevation, Type 1 SCAD, and proximal segment involvement.

Table 1. Comparison of Clinical and Angiographic Characteristics According to Treatment
Strategy in Young SCAD Patients

Variable Overall (n=64) | PCI (n=28) Conservative (n=36) p value
Age, years 43.6 £10.6 39.0+9.1 472+104 0.002
Female sex, n (%) 48 (75.0) 19 (67.9) 29 (80.6) 0.244
In-hospital mortality, n (%) 4 (6.3) 3 (10.7) 1(2.8) 0.193
Hypertension, n (%) 25 (39.1) 7 (25.0) 18 (50.0) 0.042
Smoking, n (%) 17 (26.6) 8 (28.6) 9 (25.0) 0.748
Presentation type, n (%)

STEMI 26 (41.3) 18 (64.3) 8(22.9) 0.001

NSTEMI 34 (54.0) 8 (28.6) 26 (74.3)
Culprit vessel (LAD), n (%) 48 (75.0) 20 (71.4) 28 (77.8) 0.491
Left main coronary artery involvement, n (%) |7 (10.9) 7 (25.0) 0(0) 0.002
Proximal segment dissection, n (%) 21(32.8) 17 (60.7) 4 (11.1) <0.001
SCAD type, n (%)

Type | 17 (26.6) 12 (42.9) 5(13.9) 0.003

Type 2 42 (65.6) 12 (42.9) 30 (83.3)
Ventricular tachycardia/fibrillation, n (%) 8(12.5) 7 (25.0) 1(2.8) 0.017
CPR requirement, n (%) 5(7.8) 5(17.9) 0 (0) 0.013
LVEF — admission, % 541+11.4 53.0+11.7 55.0+11.3 0.498
LVEF — discharge, % 58.0+11.0 52.7+12.4 61.1+9.5 0.004
White blood cell count, x10%/L (median, IQR) |9.4 (7.2-11.5) 10.9 (8.6-16.5) |8.3 (6.6-11.0) 0.002
SCAD recurrence, n (%) 6(9.4) 4 (14.3) 2 (5.6) 0.235

Abbreviations:CABG, coronary artery bypass grafting; CPR, cardiopulmonary resuscitation; IQR, interquartile
range; LAD, left anterior descending artery;, LVEF, left ventricular ejection fraction;, NSTEMI, non—ST-segment
elevation myocardial infarction; PCI, percutaneous coronary intervention, SCAD, spontaneous corvonary artery
dissection; STEMI, ST-segment elevation myocardial infarction

Conclusion: In young patients with spontaneous coronary artery dissection (SCAD), invasive management is not a
routine strategy but is applied to a selected subgroup characterized by high-risk angiographic features and marked
clinical instability. Left main coronary artery or proximal segment involvement, ST-segment elevation at presentation,
and malignant ventricular arrhythmias were the principal factors influencing the decision for invasive intervention.
Our findings support that treatment strategy in young SCAD patients should rely on individualized clinical and
angiographic assessment rather than standardized algorithms.

Keywords: Young myocardial infarction, Hemodynamic instability, Invasive strategy selection, Spontaneous coronary
artery dissection, High-risk coronary anatomy
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RiSKSiZ GORUNEN GENC KADINDA NSTEMI: MiYOKARD
ENFARKTUSUNUN SESSIiZ YUZU

Umit Acar , Omer Burak Giil, Veysel Oktay
Kardiyoloji Anabilim dali / Kardiyoloji Béliimii, Istanbul Universitesi-Cerrahpasa Kardiyoloji Enstitiisii, Istanbul

Ozet: Bilinen geleneksel aterosklerotik risk faktorii olmayan 33 yasinda kadin hasta, bir gece dnce baslayan baski
tarzinda gogiis agrisi ile basvurdu. Elektrokardiyografide ST elevasyonu izlenmedi. Seri 6l¢limlerde troponin-I
diizeyinde dinamik yiikselis saptanmasi (43’ten 383’e) iizerine hasta ST-elevasyonsuz miyokard infarktiisii (NSTEMI)
olarak degerlendirildi. Koroner anjiyografide sol 6n inen arter (LAD) ostiyal-proksimal segmentte subtotal darlik
saptandi; diger epikardiyal damarlarda anlamli lezyon izlenmedi. Hastaya basarili ila¢ salimimli stent(DES)
implantasyonu gerceklestirildi ve distal akim TIMI 3 olarak izlendi. Islem sonrasi klinik stabilitesi saglanan hasta
kilavuza uygun medikal tedavi ile taburcu edildi.

Giris: Akut koroner sendrom (AKS), koroner arterde akut perfiizyon azalmasina bagli olarak ortaya ¢ikan akut miyokard
iskemisi/infarktiisii spektrumunu ifade eder ve giincel yaklasimlar STEMI ve non-ST elevasyonlu AKS (NSTE-ACS)
gergevesinde ele alinmaktadir.(1) Miyokard infarktiisii tanimlamasinda, dolasimdaki kardiyak troponinin 99. persentil
iist siiri iizerinde olmasi ile gosterilen akut miyokard hasar1 ve buna eslik eden iskemi kanit1 temel belirleyicilerdir.
Bu baglamda NSTEMI, ST elevasyonu olmaksizin troponinde anlamli yiikselis/diisiis dinamigi ile birlikte klinik/
elektrokardiyografik veya goriintiileme bulgulariyla miyokard iskemisini destekleyen tablodur.(2,3)

Klasik olarak hipertansiyon, diyabetes mellitus, dislipidemi, sigara, obezite/metabolik sendrom, kronik bdbrek
hastalig1 ve erken yas koroner arter hastaligi aile oykiisiit AKS/NSTEMI igin baglica aterosklerotik risk faktorleridir.
Bununla birlikte gen¢ kadinlarda AKS daha heterojen bir patofizyolojiyle goriilebilir; tan1 ve tedavide gecikme,
“diistik risk” algis1 ve atipik/variabl semptom paternleri nedeniyle klinik agidan 6nem tasir. (4)

Geng kadinlarda troponin yiiksekligiyle bagvuran gdgiis agrisinda, aterotrombotik Tip 1 MI’ya ek olarak spontan
koroner arter diseksiyonu (SCAD), vazospazm, mikrovaskiiler disfonksiyon ve MINOCA fenotipleri ayirici
tanida yer alir.(5) Ozellikle SCAD olgularmin biiyiik gogunlugunu kadinlar olusturur; bu nedenle geleneksel risk
faktorii az olan geng kadinlarda yiiksek klinik siiphe gereklidir ve tanisal belirsizlikte IVUS/OCT gibi intrakoroner
gorlintiileme yontemleri secilmis olgularda ayirici taniy1 netlestirebilir(6). Bu olgu sunumu, bilinen risk faktorii
olmayan geng bir kadinda dahi NSTEMI gelisebilecegini ve uygun secilmis olguda erken invaziv yaklagim ile basarili
revaskiilarizasyonun miimkiin oldugunu vurgulamaktadir.

Olgu Sunumu
Bilinen kronik hastalig1 olmayan 33 yasinda kadin hasta, bir gece 6nce baslayan baski tarzinda g6giis agrisi nedeniyle
acil servise bagvurdu. Bagvuru sirasinda aktif gogiis agris1 yoktu. Vital bulgular; kan basinci 130/70 mmHg, nabiz 80/

dk ve SpO: %98 idi. Fizik muayenede patolojik bulgu saptanmadi.

Elektrokardiyografide normal siniis ritmi izlendi ve ST elevasyonu saptanmadi. Laboratuvar incelemelerinde kreatinin
0.69 mg/dL, hemoglobin 12.3 g/dL ve CRP 13 mg/L bulundu. Seri 6l¢iimlerde troponin-I diizeyinde belirgin dinamik
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yiikselis izlendi (43°ten 383°¢) ve hasta NSTEMI olarak degerlendirildi. Transtorasik ekokardiyografide sol ventrikiil
ejeksiyon fraksiyonu %60 olup bolgesel duvar hareket kusuru saptanmadi; kalp bosluklart normal genislikteydi.
Erken invaziv strateji kapsaminda koroner anjiyografi yapildi.

LAO: 15.6@ CAU: 48.47

WL: 2048 WW: 4096

LAD ostiyal-proksimal segmentte subtotal darlik saptandi.Diger damarlarda anlamli darlik olusturan lezyona
saptanmadi.

LAO: 4.25 CAU: 32.82
XA
LittleEndianExplicit

WL: 2048 WiW: 4096
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Yapilan degerlendirmeler sonucunda hastaya perkiitan koroner girisim karar1 alind1. Yatisinda 300 mg oral asetilsalisilik
asit verilen hastaya oral tikagrelor 180mg yiikleme dozunda verildi.6F EBU 3.5 Guiding katater ile sol ana koroner
artere angaje olundu.Kiloya uygun olarak ACT 250-300 arasi oalcak sekilde iv Heparin verildi. 0.014 inch workhorse
guidewire ile LAD lezyon ge¢ildi.2x20mm semicompliant balon ile predilatasyon ardindan 3.5x28mm Ilag¢ salinimli
stent implante edildi.

Son goriintiide stentin basarili sekilde yerlestirildigi herhangi bir diseksiyon veya riiptiir gibi komplikasyon olmadig1
goriildii distal koroner akim TIMI 3 olarak goriildii.Islem basari ile sonlandirildi.

Hastane ici takiplerinde tekrarlayan gogiis agris1 ekg degisikligi goriilmedi.Enfeksiyon parametrelerinde anlamli
bir artis hemoglobinde diisiis goriilmedi.Hasta ertesi giin stabil bir sekilde Asetil salisilik asit, Tikagrelor, Yiiksek
yogunluklu statin,Proton pompa inhibit6rii ile taburcu edildi.

Tartisma

Bu olgu, 33 yasinda, bilinen komorbiditesi ve belirgin geleneksel aterosklerotik risk faktorii olmayan bir kadinda
NSTEMI gelisebilecegini ve bu hasta grubunda tanisal yaklasimin “diisiik risk” varsayimi ile geciktirilmemesi
gerektigini gostermektedir. Kadin hastalarda (6zellikle geng yasta) AKS/NSTEMI klinik spektrumu daha heterojen
olup semptomlar degisken olabilir; bu nedenle dinamik troponin yiikselisi gibi objektif nekroz bulgularinin énemi
artmaktadir. Olgumuzda EKG’nin normal siniis ritminde olmas1 ve ekokardiyografide EF %60, bolgesel duvar
hareket kusuru olmamasi, miyokard nekrozunu dislamamis; seri troponin izlemi ile NSTEMI tanisi desteklenmistir.
Bu durum, geng kadinlarda normal EKG/normal eko bulgularinin yanlis giiven hissi yaratabilecegini ve biyobelirtec¢
dinamiklerinin tanida kritik oldugunu vurgular.

Geng kadinlarda gogiis agrisina eslik eden troponin yiiksekliginde Myokardit ,myoperikardit pulmoner emboli ,sistemik
enfeksiyon ,nstemi ayirici tanilar arasindadir .Nstemi etyolojisi genis bir yelpazeyi kapsar. Tip 1 MI (plak riiptiirti/
erozyonu) yaninda spontan koroner arter diseksiyonu (SCAD), Koroner vazospazm, anemi gibi Tip 2 MI nedenleri
aymrict tanida yer alir. Olgumuzda klinik senaryonun aterotrombotik mekanizma ile uyumlu oldugunu diisiiniildii.
Bununla birlikte, genc kadinlarda SCAD’nin anjiyografide aterosklerotik lezyonu taklit edebilmesi nedeniyle; 6zellikle
anjiyografik goriinlimde siliphe varsa intrakoroner goriintiileme (IVUS/OCT) ile diseksiyon/intramural hematom ile
plak riiptiirii/erozyonu ayriminin netlestirilmesi hem tedavi stratejisini hem de prognozu etkileyebilir.

Geng yasta gelisen NSTEMI sonrasi, yalnizca akut olayin tedavisi degil, altta yatan risk profilinin ortaya konmast
ve sekonder korunmanin kisisellestirilmesi 6nem tasir. Bu kapsamda lipit profili (6zellikle Lp(a)), olasi ailesel
hiperkolesterolemi, sigara/nikotin maruziyeti, hormonal tedaviler (oral kontraseptifler), gebelik—postpartum durum,
ve se¢ilmis olgularda trombofili degerlendirmesi gozden gegirilmelidir.

Tedavi acisindan olgumuzda hemodinamik stabilite ile birlikte obstriiktif culprit lezyonun varligi nedeniyle invaziv
yaklagim ve revaskiilarizasyon uygun goriinmektedir. PCI sonrasi donemde kilavuzlara uyumlu sekilde ciftli
antiplatelet tedavi, yiiksek yogunluklu statin, klinik duruma gore antiiskemik tedavi ve risk faktorii modifikasyonu
uzun dénem prognoz i¢in belirleyicidir. Geng kadin hastalarda ek olarak kanama riski, ilag toleransi ve olasi gebelik
plan1 gibi kadin-spesifik basliklarin izlem planina entegre edilmesi, tedaviye uyumu ve giivenligi artirabilir.

Sonug olarak bu olgu, gen¢ ve komorbiditesi olmayan kadinlarda dahi NSTEMI’nin goriilebilecegini; normal EKG
ve normal ekokardiyografinin MI’1 dislamadigin1 ve seri biyobelirte¢ izlemi ile erken taninin miimkiin oldugunu

69



® u

- o usQl AILEV
< ~ Nadir Hastalklar @ HIPERKOLESTEROLEMi
N b Dernedi DERNEG
i onays G€NC Kalp Krizleri
Tedaviden Korunmaya — p
‘Tam Yonleriyle: 20-21Subat 2026 | Novotel Bosphorus, istanbul
TURKIYE’DE BIRILK | NN

—_—

gostermektedir. Ayrica, uygun secilmis olguda erken invaziv yaklasim ve PCI ile bagarili revaskiilarizasyonun klinik
stabiliteyi sagladigi; bunun yaninda gen¢ kadinlarda SCAD/MINOCA/vazospazm gibi fenotiplerin ayiric1 tanida
akilda tutulmasinin kritik oldugu vurgulanmalidir.
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NSTEMI IN AYOUNG WOMAN WITH NO APPARENT RISK FACTORS:
THE SILENT FACE OF MYOCARDIAL INFARCTION

Umit Acar, Omer Burak Giil, Veysel Oktay
Department of Cardiology / Cardiology, Istanbul University—Cerrahpasa, Institute of Cardiology, Istanbul, Tiirkiye

Abstract

A 33-year-old woman with no traditional atherosclerotic risk factors presented with a pressure-like chest pain that
started the previous night. Electrocardiography showed no ST-segment elevation. Given a dynamic rise in troponin-I
on serial measurements (from 43 to 383), the patient was evaluated as having non—ST-segment elevation myocardial
infarction (NSTEMI). Coronary angiography revealed a subtotal stenosis in the ostial-proximal segment of the left
anterior descending artery (LAD), while no significant lesions were observed in the other epicardial coronary arteries.
Successful drug-eluting stent (DES) implantation was performed, and distal flow was TIMI 3. After achieving clinical
stability, the patient was discharged on guideline-directed medical therapy.

Introduction

Acute coronary syndrome (ACS) refers to the spectrum of acute myocardial ischemia/infarction resulting from an
abrupt reduction in coronary perfusion, and contemporary approaches address this spectrum within the framework of
STEMI and non—ST-segment elevation ACS (NSTE-ACS).(1) In defining myocardial infarction, acute myocardial
injury demonstrated by cardiac troponin above the 99th percentile upper reference limit, together with evidence
of myocardial ischemia, constitutes the cornerstone of diagnosis. In this context, NSTEMI describes the clinical
scenario of a significant rise/fall pattern in troponin in the absence of ST-segment elevation, accompanied by clinical,
electrocardiographic, and/or imaging evidence supportive of myocardial ischemia.(2,3)
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Classically, hypertension, diabetes mellitus, dyslipidemia, smoking, obesity/metabolic syndrome, chronic kidney
disease, and a family history of premature coronary artery disease are the major atherosclerotic risk factors for ACS/
NSTEMI. Nevertheless, in young women ACS may occur with a more heterogeneous pathophysiology; diagnostic
and therapeutic delays, a “low-risk” perception, and atypical/variable symptom patterns render this scenario clinically
important.(4)

In young women presenting with chest pain and troponin elevation, beyond atherothrombotic type 1 MI, spontaneous
coronary artery dissection (SCAD), coronary vasospasm, microvascular dysfunction, and MINOCA phenotypes
should be considered in the differential diagnosis.(5) As the vast majority of SCAD cases occur in women, a high
index of clinical suspicion is warranted in young women with few traditional risk factors, and in cases of diagnostic
uncertainty, intracoronary imaging (IVUS/OCT) can help clarify the underlying mechanism in selected patients.
(6) This case highlights that NSTEMI may occur even in a young woman without apparent risk factors and that
successful revascularization is feasible with an early invasive strategy in appropriately selected patients.

Case Presentation

A 33-year-old woman with no known chronic disease presented to the emergency department with pressure-like chest
pain that began the previous night. She had no ongoing chest pain at presentation. Vital signs were blood pressure
130/70 mmHg, heart rate 80 bpm, and SpO: 98%. Physical examination was unremarkable.

Electrocardiography demonstrated normal sinus rhythm without ST-segment elevation. Laboratory tests showed
creatinine 0.69 mg/dL, hemoglobin 12.3 g/dL, and CRP 13 mg/L. Serial measurements revealed a marked dynamic
rise in troponin-I (from 43 to 383), and the patient was evaluated as NSTEMI. Transthoracic echocardiography
showed a left ventricular ejection fraction of 60% with no regional wall motion abnormality; cardiac chambers were
of normal size. Coronary angiography was performed within an early invasive strategy.

R o b e
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A subtotal stenosis was detected in the ostial-proximal LAD. No hemodynamically significant stenosis was identified
in the other coronary arteries.
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After multidisciplinary evaluation, percutaneous coronary intervention was planned. The patient received a 300 mg
loading dose of oral acetylsalicylic acid and a 180 mg loading dose of oral ticagrelor. The left main coronary artery
was engaged with a 6F EBU 3.5 guiding catheter. Intravenous heparin was administered in a weight-adjusted manner
to maintain an ACT of 250-300 seconds. The LAD lesion was crossed with a 0.014-inch workhorse guidewire.
Predilatation was performed using a 2.0x20 mm semi-compliant balloon, followed by implantation of a 3.5%28 mm
drug-eluting stent.

Final angiography confirmed optimal stent deployment with no complications such as dissection or rupture; distal
coronary flow was TIMI 3. The procedure was completed successfully.

During in-hospital follow-up, there was no recurrent chest pain or ECG change. No significant rise in infection

parameters or drop in hemoglobin was observed. The patient was discharged the next day in a stable condition on
acetylsalicylic acid, ticagrelor, high-intensity statin therapy, and a proton pump inhibitor.
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Discussion

This case demonstrates that NSTEMI may occur in a 33-year-old woman with no known comorbidities and no
apparent traditional atherosclerotic risk factors, and that the diagnostic approach in such patients should not be
delayed by a “low-risk” assumption. In women—particularly at younger ages—the ACS/NSTEMI spectrum can be
more heterogeneous and symptoms may vary; thus, objective indicators of necrosis such as a dynamic troponin rise
become especially important. In our patient, normal sinus rhythm on ECG and preserved ejection fraction (60%)
without regional wall motion abnormality on echocardiography did not exclude myocardial necrosis; NSTEMI was
supported by serial troponin dynamics. This underscores that normal ECG and normal echocardiography may create
a false sense of reassurance in young women and that biomarker kinetics are critical for diagnosis.

In young women with chest pain and troponin elevation, myocarditis/myopericarditis, pulmonary embolism,
systemic infection, and NSTEMI are among key differential diagnoses. NSTEMI itself encompasses a broad etiologic
spectrum. In addition to type 1 MI (plaque rupture/erosion), spontaneous coronary artery dissection (SCAD), coronary
vasospasm, and type 2 MI mechanisms such as anemia may also be considered. In our patient, the clinical scenario
was deemed consistent with an atherothrombotic mechanism. However, because SCAD can mimic atherosclerotic
lesions on angiography in young women, intracoronary imaging (IVUS/OCT) may be valuable in selected cases
with angiographic uncertainty to differentiate dissection/intramural hematoma from plaque rupture/erosion, thereby
influencing both management strategy and prognosis.

Following NSTEMI at a young age, management should extend beyond acute treatment to include identification of
the underlying risk profile and individualized secondary prevention. This includes evaluation of lipid parameters
(particularly Lp(a)), possible familial hypercholesterolemia, smoking/nicotine exposure, hormonal therapies (oral
contraceptives), pregnancy/postpartum status, and thrombophilia assessment in selected patients.

Given hemodynamic stability and the presence of an obstructive culprit lesion, an invasive approach and
revascularization were appropriate in this case. After PCI, guideline-directed dual antiplatelet therapy and high-
intensity statin therapy—along with additional anti-ischemic therapy and risk factor modification as clinically
indicated—are key determinants of long-term prognosis. In young female patients, incorporating sex-specific
considerations such as bleeding risk, medication tolerance, and potential pregnancy planning into follow-up can
improve treatment adherence and safety.

In conclusion, this case highlights that NSTEMI may occur even in young women without comorbidities; normal ECG and
echocardiography do not exclude M1, and early diagnosis is possible through serial biomarker assessment. In appropriately
selected patients, early invasive strategy and PCI can achieve successful revascularization and clinical stability; nonetheless,
SCAD/MINOCA /vasospasm phenotypes should remain in the differential diagnosis in young women.
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ERKEN YASTA KORONER OLAY GECIREN ERKEKLERDE MiYOKARD
HASAR BELIRTECLERI UZERINDEKIi GENETIK ETKILER

ibrahim Kiligcalan', Aybike Sena Ozuynuk-Ertugrul?, Ecem inci, Bilgehan Karadag', Neslihan Coban?
'Istanbul Universitesi-Cerrahpasa, Cerrahpasa T1p Fakiiltesi, Dahili Tip Bilimleri Béliimii, Kardiyoloji Anabilim Dali, istanbul,
Tiirkiye

?[stanbul Universitesi, Aziz Sancar Deneysel Tip Arastirma Enstitiisii, Genetik Anabilim Dali, Istanbul, Tiirkiye

Giris: Erken baslangicli koroner arter hastalig1 (KAH), konvansiyonel kardiyovaskiiler risk faktorleri ile tam olarak
aciklanamamakta olup, genetik yatkinligin olas1 katkisini diisiindiirmektedir.

Amag: Bu galismada, 45 yas ve altindaki KAH tanili erkek hastalarda PHACTRI rs9349379 (A>G) polimorfizmi ile
koroner anjiyografik bulgular ve kardiyak biyobelirtecler arasindaki iliskinin arastirilmasi amaglandi.

Materyal-Yontem: Koroner anjiyografi uygulanan 42 hasta ¢alismaya dahil edildi. Genomik DNA periferik kandan
izole edildi ve PHACTRI 1s9349379 (A>QG) polimorfizmi, hidroliz probu temelli ger¢ek zamanl polimeraz zincir
reaksiyonu (RT-PCR) yontemi ile genotiplendi. Lipid profili ve kardiyak biyobelirtecler dahil olmak iizere rutin
biyokimyasal ve hematolojik parametreler standart laboratuvar yontemleriyle 6l¢iildii. Genotipler, anjiyografik
ozellikler ve biyokimyasal belirtegler arasindaki iligkiler farkli genetik modellerde analiz edildi.

Bulgular: Hastalar klinik prezentasyona gore akut miyokard enfarktiisii (MI) ve stabil KAH olarak siniflandirildiginda,
non-HDL kolesterol diizeyleri akut MI grubunda anlamli derecede daha yiiksek bulundu (179,3’e kars1 92,8 mg/
dL; p<0,001). Lipid diisiiriicii ila¢ kullanimina gore diizeltilmis genellestirilmis dogrusal model analizinde, akut MI
varlig1 yiiksek non-HDL diizeyleri ile bagimsiz olarak iligkili olmaya devam etti (=61,9 mg/dL; p<0,001). Genetik
yatkinlik analizlerinde, 1s9349379 GG genotipine sahip bireylerde sag koroner arter tutulumu ile sinirda anlaml
bir iligki saptandi (p=0,060). Ayrica, 19349379 G aleli tasiyicilarinda yiiksek duyarlilikli kardiyak troponin T (hs-
TnT) diizeyleri anlaml olarak daha yiiksek bulundu (p<0,05). Seri 6l¢iimler arasindaki maksimum deger olarak
tanimlanan tepe hs-TnT diizeyleri de varyant alel tasiyicilarinda anlamli derecede yiiksekti (p=0,009). Bunun yam
sira, varyant alel tasiyicilarinda BNP diizeyleri de daha yiiksek saptandi ve bu durum artmis miyokardiyal stres ile
uyumlu bulundu (p=0,023).

Sonug¢: MI gegiren geng erkek hastalarda PHACTRI 1s9349379 varyasyonu, hs-TnT nin seri 0l¢iim degerleri ve
diizeyleriile BNP konsantrasyonlarinin daha yiiksek olmasiyla iliskili bulundu. Bu bulgular, varyant alel tasiyicilarinda
artmis miyokardiyal hasar ve stres olasiligimi diisiindiirmektedir. Sag koroner arter tutulumu ile gézlenen smir
diizeyindeki iliski ise damar-spesifik bir etkinin varligina isaret edebilir; ancak bu bulgunun daha genis 6rneklemli
caligmalarla dogrulanmasi gerekmektedir.
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GENETIC INFLUENCES ON MYOCARDIAL INJURY MARKERS IN MEN
WITH PREMATURE CORONARY EVENTS

ibrahim Kiliggalan', Aybike Sena Ozuynuk-Ertugrul?, Ecem inci?, Bilgehan Karadag', Neslihan Coban?
!Istanbul University-Cerrahpasa, Cerrahpasa Faculty of Medicine, Department of Internal Medicine, Department Of
Cardiology, Istanbul, Turkey

Ystanbul University, Aziz Sancar Institute of Experimental Medicine, Department of Genetics, Istanbul, Turkey

Introduction: Premature coronary artery disease (CAD) cannot be fully explained by conventional cardiovascular
risk factors, suggesting a potential contribution of genetic susceptibility.

Aim: This study investigated the association between the PHACTRI 19349379 (A>G) polymorphism, coronary
angiographic findings, and cardiac biomarkers in men aged 45 or younger with CAD.

Materials-Methods: Forty-two patients undergoing coronary angiography were included. Genomic DNA was
isolated from peripheral blood, and the PHACTRI rs9349379 polymorphism (A>G) was genotyped using a
hydrolysis probe—based real-time PCR assay. Routine biochemical and hematological parameters, including lipid
profile and cardiac biomarkers, were measured using standard laboratory methods. Associations between genotypes,
angiographic features, and biochemical markers were analyzed under different genetic models.

Findings: When patients were classified by clinical presentation as acute myocardial infarction (MI) or stable CAD,
non-HDL cholesterol levels were significantly higher in acute MI (179.3 vs 92.8 mg/dL, p<0.001). In a generalized
linear model adjusted for lipid-lowering drug usage, acute MI remained independently associated with higher non-
HDL levels (p=61.9 mg/dL, p<0.001). In analyses of genetic susceptibility, individuals with the 1s9349379 GG
genotype showed a borderline association with right coronary artery involvement (p=0.060). Also, carriers of the
rs9349379 G allele exhibited significantly higher serial high-sensitivity cardiac troponin (hs-TnT) levels (p<0.05).
Moreover, peak hs-TnT levels, defined as the maximum value across serial measurements, were also significantly
higher among variant allele carriers (p=0.009). Variant allele carriers additionally demonstrated higher BNP levels,
suggesting increased myocardial stress (p=0.023).

Conclusion: In young male patients with MI, PHACTRI 1s9349379 variation was associated with higher serial
and peak hs-TnT and BNP levels, suggesting increased myocardial injury and stress among variant allele carriers.
A trend-level association with right coronary artery involvement was also observed, indicating a potential vessel-
specific effect that requires confirmation in larger studies.
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GENC CABG’Li HASTADA LIMA-LAD AKIM YARISMASINA YONELIK
LMCA-LAD PCI VE LIMA EMBOLIZASYONU

Onur Oztelcan, Ebru Serin, Kudret Keskin
Sisli Hamidiye Etfal Egitim ve Arastirma Hastanesi, Kardiyoloji Klinigi, Istanbul

Giris:

Koroner arter baypas greftleme (CABG) sonrasi sol internal mammarian arter (LIMA) ile sol anterior inen arter
(LAD) arasinda gelisen akim yarigsmasi, miyokardiyal perfiizyonu bozarak semptomatik iskemiye yol acabilmektedir.
Bu vaka sunumunda, akim yarismasina bagli iskemi saptanan geng bir CABG’li hastada intravaskiiler ultrasonografi
(IVUS) rehberliginde gercgeklestirilen sol ana koroner arter—LAD perkiitan koroner girisimi (LMCA-LAD PCI) ve
es zamanl LIMA grefti embolizasyonunun klinik ve girisimsel sonug¢larinin sunulmasi amaglandi.

Gerec — Yontem: 2021 yilinda akut koroner sendrom nedeniyle CABG (LIMA-LAD, aortokoroner obtus marjinal
ve diagonal greftler) uygulanmis, diabetes mellitus tanisi bulunan 51 yasindaki erkek hasta eforla ortaya ¢ikan g6giis
agris1 nedeniyle degerlendirildi. Miyokard perflizyon sintigrafisinde apeks ve septumda iskemi saptanmasi iizerine
invaziv koroner anjiografi ve bypass greft kontrolil yapildi. Sol ana koroner arter (LMCA) lezyonunun anatomik ve
fonksiyonel degerlendirilmesi amaciyla IVUS kullanildi.

Bulgular:

Elektrokardiyografide normal siniis ritmi ve anterior derivasyonlarda patolojik Q dalgalar1 izlendi. Transtorasik
ckokardiyografide sol ventrikiil ejeksiyon fraksiyonu %50 olup anteroseptal ve apikal segmentlerde hipokinezi
mevcuttu. Koroner anjiografide LMCA distalinde %40-50 darlik, LAD proksimalinde %40 darlik ve distal
anastomoz seviyesinden itibaren total okliizyon saptandi. LIMA-LAD greftinde belirgin akim yarigmasi izlendi.
IVUS incelemesinde LMCA distal lezyonunda plak yiikii %70, minimal liimen alan1 5,9 mm? ve damar ¢ap1 4,5 mm
olarak olgiildii. Bu bulgular dogrultusunda LMCA-LAD cross-over PCI basariyla gergeklestirildi. Native damar
perfiizyonunun siirdiiriilebilirligini artirmak amaciyla LIMA greftine vaskiiler plug ile embolizasyon uygulandi. Es
zamanl olarak saptanan sol subklavian arter darlig1 periferik stent ile tedavi edildi. Islem sirasinda veya sonrasinda
major komplikasyon gelismedi.

Sonug:

Girisimler sonrasi native LMCA—-LAD perfiizyonu saglanan hastada klinik semptomlar belirgin olarak geriledi. CABG
sonrast LIMA-LAD grefti ile native koroner arter arasinda gelisen akim yarigsmasi, 6zellikle orta dereceli sol ana ve
LAD lezyonlan varliginda miyokardiyal perfiizyonu olumsuz etkileyerek devam eden iskemiye yol agabilmektedir.
Bu olguda IVUS rehberliginde gergeklestirilen LMCA—LAD cross-over PCI anatomik ve fonksiyonel olarak anlamli
lezyonun dogru sekilde tedavi edilmesini saglarken, es zamanli uygulanan LIMA grefti embolizasyonu native damar
iizerinden antegrad akimu stabilize ederek akim yarigmasinin ortadan kaldirilmasina katkida bulunmustur. Uygun
hasta se¢imi yapildiginda LIMA embolizasyonu, greft kaynakli rekabet¢i akimi sonlandirarak stent agikliginin
korunmasini ve uzun donem miyokardiyal perfiizyonun siirdiiriilebilirligini destekleyen giivenli ve etkili bir
tamamlayici girisimsel strateji olarak degerlendirilebilir.
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LMCA-LAD PCI AND LIMA EMBOLIZATION FOR LIMA-LAD
COMPETITIVE FLOW IN A YOUNG POST-CABG PATIENT

Onur Oztelcan, Ebru Serin, Kudret Keskin
Department of Cardiology, Sisli Hamidiye Etfal Egitim ve Arastirma Hastanesi, Istanbul

Introduction:

Competitive flow between the left internal mammary artery (LIMA) graft and the left anterior descending artery
(LAD) following coronary artery bypass grafting (CABG) may impair myocardial perfusion and lead to symptomatic
ischemia. In this case report, we aimed to present the clinical and interventional outcomes of intravascular ultrasound
(IVUS)-guided left main coronary artery—LAD percutaneous coronary intervention (LMCA-LAD PCI) along with
simultaneous LIMA graft embolization in a young post-CABG patient with ischemia attributed to competitive flow.

Materials and Methods:

A 51-year-old male patient with diabetes mellitus, who had undergone CABG in 2021 for acute coronary syndrome
(LIMA-LAD, aortocoronary obtuse marginal and diagonal grafts), was evaluated for exertional chest pain.
Myocardial perfusion scintigraphy demonstrated ischemia in the apical and septal regions. Therefore, invasive
coronary angiography and bypass graft imaging were performed. [IVUS was used for the anatomical and functional
assessment of the left main coronary artery (LMCA) lesion.

Findings:

Electrocardiography showed normal sinus rhythm with pathological Q waves in the anterior leads. Transthoracic
echocardiography revealed a left ventricular ejection fraction of 50% with hypokinesia in the anteroseptal and apical
segments. Coronary angiography demonstrated 40-50% stenosis in the distal LMCA, 40% stenosis in the proximal
LAD, and total occlusion distal to the anastomosis level. Marked competitive flow was observed in the LIMA-LAD
graft. IVUS evaluation showed a plaque burden of 70% at the distal LMCA lesion, a minimal lumen area of 5.9 mm?,
and a reference vessel diameter of 4.5 mm.

Based on these findings, LMCA-LAD crossover PCI was successfully performed. To enhance the sustainability
of native coronary perfusion, the LIMA graft was embolized using a vascular plug. Concomitantly detected left
subclavian artery stenosis was treated with a peripheral stent. No major periprocedural or postprocedural complications
occurred.

Conclusion:

Following the interventions, native LMCA-LAD perfusion was restored and the patient’s clinical symptoms
improved markedly. Competitive flow between the LIMA-LAD graft and the native coronary artery after CABG
may adversely affect myocardial perfusion, particularly in the presence of intermediate LMCA and LAD lesions,
leading to persistent ischemia. In this case, IVUS-guided LMCA-LAD crossover PCI enabled accurate treatment of
an anatomically and functionally significant lesion, while simultaneous LIMA graft embolization contributed to the
elimination of competitive flow by stabilizing antegrade native coronary flow. With appropriate patient selection,
LIMA embolization may be considered a safe and effective adjunctive interventional strategy to terminate graft-
related competitive flow, preserve stent patency, and support long-term myocardial perfusion.
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MODERN CAGIN CIG GiBi BUYUYEN SORUNU: ERKEN YASTA
KALP KRiZI GECIREN HASTALARIN KLiNiK OZELLiKLERINE
RETROSPEKTIF BAKIS

Biisra (")zyesil, Muhammed Fatih Kaleli, Yakup Alsancak
Necmettin Erbakan Universitesi Tip Fakiiltesi, Kardiyoloji Ana Bilim Dali, Konya

Ozet

Amacg

Koroner arter hastaligi (KAH), 6nemli morbidite ve mortalite nedenlerindendir. Geng hastalarda goriilme siklig1
artmistir. Dislipidemi, hipertansiyon (HT), diyabetes mellitus (DM), sigara, obezite gibi risk faktorlerinin yaninda;
erken yasta ateroskleroz Oykiisii olan bir aile, daha gen¢ yasta miyokard enfarktiisii (MI) ile iligkilidir. Tikanik

olmayan koroner arterlerle MI ve koroner vazospazm genglerde daha yaygindir.

Bu ¢aligmada akut koroner sendrom (AKS) ile bagvuran 45 yas ve altindaki hastalarda, risk faktorlerinin erken
kardiyovaskiiler olaylara etkisini arastirmay1 amagladik.

Yontem

16.10.2025 — 15.01.2026 tarihleri arasinda merkezimize g6giis agrisi ile bagvuran, AKS tanisi ile koroner anjiyografi
(KAG) yapilan 45 yas ve altindaki 70 hastay1 igermektedir.

Veriler; demografik bilgiler, klinik bulgular, kardiyovaskiiler risk faktdrleri ve yonetim yaklasimlaridir. Klinik
degerlendirmede; standart elektrokardiyogram, kardiyak biyomarkerlar, transtorasik ekokardiyografi ve KAG vardir.

Risk faktorleri; HT, DM, kronik bdbrek hastaligit (KBH), hiperlipidemi, obezite, sigara ve ailede erken yasta
ateroskleroz dykiistidiir.

Bulgular

Kokain kullanimi1 sonrasi torsades de pointes ve anterior MI geciren, kardiyopulmoner resiisitasyon oykiisii olan
hasta diginda, biitiin hastalar killip evre-1 olarak siniflandirildi.

29 yasinda en geng hasta ise; sigara ve alkol kullanan sedanter, sagliksiz beslenen, bozulmus uyku hijyenine sahip,
uzun yol soforiiydii.
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Tablo 1. Akut miyokard enfarktiisii geciren genc bireylerin klinik 6zellikleri ve anjiyografik bulgulari (%)

Hastalari 57’si (%81,4) erkek. Hastalardan 14’iline (%63,6) anterior MI, 8’ine (%36) inferior MI, 36’sma (%51,4)
stabil anjina pektoris ile KAG yapildi. Hastalarin 34’{inde (%48,6) non-kritik darlik, 18’inde (%25,7) sol 6n inen arter
(LAD) lezyonu, 6’sinda (%8,6) sirkumfleks arter (CX) lezyonu, 6’sinda (%8,6) sag koroner arter (RCA) lezyonu,
6’sinda (%8,6) ¢oklu damar lezyonu goriildii. Sigara kullanimi 49 hastada (%75,4), HT 15 hastada (%21,4), DM 9

TURKIYE’DE BIRILK |
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Degisken n (%)
Erkek cinsiyet 57 (81,4)
Sigara 49 (75,4)
Aile oykiisii 32 (53,3)
Diabetes mellitus 9(12,9)
Hipertansiyon 15(21,4)
Hiperlipidemi 40 (58,0)
Kronik bobrek hastaligi 3(4.3)
Kroner arter hastalig1 9(12,8
Stabil anjina pektoris 36 (51.4)
ST yiikselmesiz MI 12 (17.1)
ST yiikselmeli MI 22 (31.4)
Non-kritik darlik 34 (48,6)
Lad 18 (25.7)
Cx 6 (8.6)
Rca 6 (8.6)
Coklu damar 6 (8.6)

hastada (9%12.9), hiperlipidemi 40 hastada (9%58,0) ve KBH 3 hastada (%4,3) saptandi. 32 hastada (%53,3) pozitif

aile Oykiisti, 9 hastada (%12,8) perkiitan koroner girisim dykiisii vardi. (Tablo 1)

Tablo 2. Akut miyokard enfarktiisii geciren bireylerin klinik 6zellikleri ve laboratuvar bulgular (%)

Degisken n |Ortalama (Mean) |Minimum Maksimum
Yas (y1l) 70 [41,69 25 45
VKI (kg/m?) 65 129,11 22,3 40,3
EF (%) 69 |55,03 25 60
GFR (ml/dk/1,73 m?) 70 | 88,26 34,3 148,4
Kreatinin (mg/dL) 70 10,94 0,5 2,2
hs-CRP (mg/L) 69 16,53 0,6 48,2
Total Kolesterol (mg/dL) |69 | 188,6 99,7 309,3
Trigliserid (mg/dL) 69 [196,0 52,9 570,3
HDL-K (mg/dL) 69 | 38,09 25,0 72,8
LDL-K (mg/dL) 69 |113,9 35,5 2184
Troponin 66 | 87,4 0,7 1648,0
TSH (pIU/mL) 651,83 0,2 5,1
HbAlc (%) 64 |6,04 5,0 11,5

Hastalarin ortalama yas1 41,69 £ 5,03 yil ve ortalama viicut kitle indeksi (VK1) 29,11 + 3,83 kg/m? idi. Sol ventrikiil
ejeksiyon fraksiyonu ortalama %55,03 & 7,8 idi. Ortalama glomeriiler filtrasyon hiz1 88,26 = 19,9 ml/dk/1,73 m? ve
ortalama kreatinin diizeyi 0,94 + 0,25 mg/dL olup hs-CRP’nin ortalama degeri 6,53 + 9,43 mg/L. Ortalama lipid
degerleri sirasiyla; total kolesterol 188,6 = 49,3 mg/dL, trigliserid 196 + 125,0 mg/dL, HDL-kolesterol 38,09 + 9,4
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mg/dL ve LDL-kolesterol 113,9 & 39,7 mg/dL idi. Ortalama troponin diizeyi 87,4 + 282, ortalama TSH diizeyi 1,83
+ 0,96 plU/mL ve ortalama HbAlc degeri %6,04 + 1,15 idi. (Tablo 2)

Hastalarin %15,7’si saglikli VKi’ne sahipti, %17,1’inde kalp yetmezligi gelisti. Mortalite goriilmedi.
Sonug¢

Geng bireylerde MI, hem aterosklerotik hem de aterosklerotik olmayan nedenlerle karsimiza ¢ikmaktadir. Erkek
cinsiyet degistirilebilir risk faktorleriyle birlestiginde, erken KAH riskini 6nemli 6lgiide artirmaktadir.

Bu hastalarda LDL seviyelerinin ¢ok yiiksek degerlerde olmamasi modern zamanlarda ek risk faktorlerinin daha
etkin olabilecegini diigiindiirebilir.

Bu verilere gore sigara kullanimi en 6nemli risk faktorii olarak karsimiza ¢ikmaktadir. Koruyucu kardiyoloji olarak
bu konuda daha etkin bir strateji yiiriitiilmesi gerekmektedir.

Anahtar Kelimeler: geng yetiskin, erken miyokard enfarktiisii, visk faktorleri
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GENC HASTALARDA NSTEMI’'DE PLATELET-LENFOSIT ORANININ
1 YILLIK MAJOR ADVERS KARDiIYOVASKULER OLAYLARI
ONGORMEDEKI ROLU

Mustafa Ferhat Keten, Kadir Biyikh, Biisra Giivendi Sengor
'SBU Kartal Kosuyolu Y.I.E.A.H., Kardiyoloji Klinigi, Istanbul

Amag

Platelet—lenfosit oram1 (PLR), sistemik inflamasyon ve trombotik aktiviteyi yansitan, kolay erisilebilir bir
biyobelirtectir. Bu ¢alismada, non—ST elevasyonlu miyokard enfarktiisii (NSTEMI) tanist ile izlenen geng hastalarda
bagvuru anindaki PLR diizeyleri ile 1 yillik major advers kardiyovaskiiler olaylar (MACE) arasindaki iliskinin
arastirilmasi amaglanmstir.

Yontem

Bu retrospektif gozlemsel ¢alismaya, NSTEMI tanisi alan 50 yas alt1 208 hasta dahil edilmistir (medyan yas 43
yil, IQR: 38-48). Hastalar bagvuru anindaki PLR diizeylerine gore gruplandirilmistir. Bir yillik takip siiresince, tiim
nedenlere bagli mortalite, yeniden miyokard enfarktiisii ve tekrar revaskiilarizasyonu igeren MACE sonlanim noktas1
kaydedilmistir. PLR ’nin 6ngoriicii performansi alici isletim karakteristigi (ROC) analizi ile degerlendirilmis; 1 yillik
MACE’nin bagimsiz belirleyicilerini saptamak amaciyla tek degiskenli ve ¢ok degiskenli lojistik regresyon analizleri
uygulanmigtir.

Bulgular

Bir y1llik MACE insidanst, yiiksek PLR grubunda diisiik PLR grubuna kiyasla anlamli olarak daha yiiksek bulunmustur
(%26,7’ye kars1 %11,5; p = 0,007). ROC analizinde PLR’nin 1 yillik MACE’yi 6ngérmede anlaml ayirt edici giice
sahip oldugu gosterilmistir (AUC = 0,632; %95 GA: 0,527-0,737; p =0,014). Tek degiskenli analizde PLR ile 1 yillik
MACE arasinda anlamli bir iliski saptanmistir (OR: 1,005; %95 GA: 1,001-1,008; p=0,004). Cok degiskenli analizde
ise PLR, sigara kullanim1 ve diabetes mellitusa gore diizeltme yapildiktan sonra da 1 yillik MACE i¢in bagimsiz bir
ongordiiriiciiolarak kalmistir (OR: 1,005; %95 GA: 1,001-1,010; p = 0,014).

Sonuc¢
Geng NSTEMI hastalarinda bagvuru aninda hesaplanan PLR, 1 yillik major advers kardiyovaskiiler olaylar i¢in

bagimsiz ve kolay uygulanabilir bir risk belirtecidir. PLR, geng hasta popiilasyonunda erken risk siniflamasina katk1
saglayabilecek pratik bir parametre olarak degerlendirilebilir.
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THE ROLE OF PLATELET-LYMPHOCYTE RATIO IN PREDICTING
1-YEAR MAJOR ADVERSE CARDIOVASCULAR EVENTS IN YOUNG
PATIENTS WITH NSTEMI

Mustafa Ferhat Keten, Kadir Biyikh, Biisra Giivendi Sengor
SBU Kartal Kosuyolu Y.I.E.A.H., Kardiyoloji Department, Istanbul

Objective

The platelet-lymphocyte ratio (PLR) is a readily available biomarker reflecting systemic inflammation and thrombotic
activity. This study aimed to investigate the association between admission PLR levels and 1-year major adverse
cardiovascular events (MACE) in young patients with non—ST-elevation myocardial infarction (NSTEMI).

Methods

This retrospective observational study included 208 NSTEMI patients younger than 50 years (median age 43
years, IQR: 38-48). Patients were stratified according to admission PLR levels. Major adverse cardiovascular
events, defined as all-cause mortality, recurrent myocardial infarction, and repeat revascularization, were recorded
during 1-year follow-up. The predictive performance of PLR was assessed using receiver operating characteristic
(ROC) analysis. Univariable and multivariable logistic regression analyses were performed to identify independent
predictors of 1-year MACE.

Results

The incidence of 1-year MACE was significantly higher in patients with high PLR compared with those with low
PLR (26.7% vs 11.5%, p = 0.007). ROC analysis demonstrated that PLR had a significant discriminatory ability
for predicting 1-year MACE (AUC = 0.632, 95% CI: 0.527-0.737, p = 0.014). In univariable analysis, PLR was
significantly associated with 1-year MACE (OR: 1.005, 95% CI: 1.001-1.008, p = 0.004). Importantly, PLR remained
an independent predictor of 1-year MACE after adjustment for smoking and diabetes mellitus in multivariable
analysis (OR: 1.005, 95% CI: 1.001-1.010, p = 0.014).

Conclusion
In young patients with NSTEMI, admission PLR is an independent and easily obtainable predictor of 1-year major

adverse cardiovascular events. PLR may provide incremental value for early risk stratification in this young patient
population.
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GENC MiYOKARD INFARKTUSUNE BiR ORNEK OLGU: KOKAIN
ILISKILI MI

Mehmet Giirler, Ugur Aksu, Ersel Onrat
Afyonkarahisar Saglhik Bilimleri Universitesi Tip Fakiiltesi, Kardiyoloji Anabilim Dali, Afyonkarahisar, Tiirkiye

OZET

Miyokard infarktiisii (MI) ileri yas grubunda daha sik goriilmekle birlikte, geng hastalarda ortaya ¢iktiginda altta
yatan etyolojiler farklilik gdsterebilir.(1-2) Ozellikle madde kullanimi, geng hastalarda akut koroner sendromun
onemli ve goz ardi1 edilmemesi gereken nedenlerindendir. Bu olguda, 36 yasinda geng erkek hastada akut MI gelisimi
ve madde kullaniminin patofizyolojik rolii tartisilmistir.

VAKA

Bilinen kronik hastalig1 ve sigara disinda kardiyovaskiiler yandasi olmayan 36 yasinda erkek hasta, birkac gilindiir
devam eden, gdgiis ortasinda baski tarzinda agri, sol kola yayilim ve eslik eden sikint1 hissiyati ile acil servise
bagvurdu. Acilde nabiz 105/dk, tansiyon 135/85 mmHg seklinde 6lgiildii. Hastaya elektrokardiyografi (EKG) ve

kardiyak marker dahil tetkiklerinin istemi yapildi. EKGde siniis ritmi ve anterolateral derivasyonlarda subakut MI
ile uyumlu ST degisimi izlendi. (Figiir 1)
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Figiir 1: Anterolateral derivasyonlarda subakut MI
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Hasta koroner girisim plan i¢in kateter laboratuvarina alindi. Koroner goriintiilleme esnasinda tromboze %70-80
darlik olusturan LAD proximal lezyon gozlendi. Perkiitan girisim planlanan hastada lezyon tellendikten sonra sonra
LAD’de yavas akim izlendi. Ardindan ventrikiiler fibrilasyona giren hastada kardiyak arrest gelisti. Entlibasyon
ve 5 dakika kadar kardiyopulmoner resiisitasyon uygulandi. Kardiyak atim saglanan hastada isleme devam edildi.
Aspirasyon kateteri kullanarak trombiis aspirasyonu yapildi. intrakoroner absiksimab uygulanan hastada LAD
PCI+ilagh balon ile TIMI-2 akim saglanarak islem sonlandirildi. (Figiir 2)

Figiir 2: Sol on inen arterde (Lad) tromboze lezyon

Hastanin takipleri absiksimab inflizyonu devam edip entiibe sekilde koroner yogun bakimda yapildi. Laboratuvar
sonuglarinda Ldl: 108 mg/dl, Hdl: 40 mg/dl, Trigliserid: 83 mg/dl ve Ip(a): 98 nmol/l saptandi. Faktér V Leiden ve
protrombin gen mutasyon testleri de yapildi ve normal aralikta bulundu. Toplamda 7 giinliikk yogun bakim takibi
sonrasi postop kontrol transtorasik ekokardiyografik(TTE) incelemesinde ejeksiyon fraksiyonu (EF) normal, hafif
mitral yetmezlik izlendi. Hasta aspirin, klopidogrel, metoprolol 25 mg, atorvastatin 40 mg ile taburcu edildi.

TARTISMA:
Geng hastalarda akut miyokard infarktiisii goriildiigiinde, madde kullanim1 mutlaka sorgulanmalidir. Erken tan1 ve
hizli revaskiilarizasyon hayat kurtaricidir. Ayrica bu hastalarda, taburculuk sonrast madde kullaniminin birakilmasina

yonelik multidisipliner yaklasim biiyiik 6nem tasir.

En yaygin kullanima sahip maddelerden olan kokain; norepinefrin ve dopaminin presinaptik geri alimini inhibe
ederek postsinaptik alanda katekolamin birikmesine neden olur ve giiglii bir sempatomimetik ajan olarak hareket eder.
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Bu, kalp hizin1 ve kan basincini doza bagli bir sekilde artirarak kardiyak is yiikiinii ve oksijen talebini 6nemli 6l¢iide
artirir. Ayrica kokain, arteriyel iskemiye katkida bulunan koroner vazokonstriksiyonu indiikler. Vazokonstriktor
etki muhtemelen koroner arterlerdeki diiz kas hiicreleri {izerindeki alfa-adrenerjik reseptorlerin uyarilmasi yoluyla
aracilik edilir ve vaskiiler diiz kas1 katekolaminlere duyarli hale de getirerek vazokonstriksiyonu artirir.

Geng popiilasyonda MI i¢in aterosklerotik, nonaterosklerotik ve tromboembolik hastalik siiregleri olarak kategorize
edilebilen birkag patolojik neden vardir. Erken tani1 ve etiyolojiye yonelik tedavilerin verilebilmesi igin klinisyenlerin
MTI’niin nonaterosklerotik nedenlerini atlamamasi gerekir.

Bu olguda hastanin geng yasta olmasi, klasik risk faktorlerinin sinirli olmasi ve anjiyografide yaygin ateroskleroz
bulgusu olmamasi, siipheli anamnez almamiz bizi madde kullanimina bagli MI tanisina yonlendirdi. Ayrica madde
kullanimu ile olusan MI vakalarinda tromboze lezyonlar ve aritmilerin sik goriilebilecegi akillarda tutulmalidir. Buna
kargilik M. Algamdi ve arkadaslarinin bir ¢alismasinda kullanan kisilerin %45 inin kullanim 6ykiisiinii redettigi
belirtilmistir. (4)

Literatiirde, madde kullanimina bagli MI olgularinda, koroner arterlerin normal veya minimal aterosklerotik oldugu,
akut tromboz ve vazospazmin On planda oldugu bildirilmistir. Bu nedenle geng MI hastalarinda ayrintili madde
kullanim 6ykiisii alinmasi tani ve tedavi agisindan kritik dneme sahiptir. (5-6-7)

SONUC:

Geng hastalarda akut miyokard infarktiisii goriildiigiinde, madde kullanimi1 mutlaka sorgulanmalidir. Erken tani ve
hizl1 revaskiilarizasyon hayat kurtaricidir. Ayrica bu hastalarda, taburculuk sonrasi madde kullaniminin birakilmasina
yonelik multidisipliner yaklasim biiyiik 6nem tasir.

Tartisildigr gibi, bu popiilasyonda MI i¢in aterosklerotik, nonaterosklerotik ve tromboembolik hastalik siiregleri
olarak kategorize edilebilen birkac patolojik neden vardir. Erken tan1 ve etiyolojiye yonelik tedavilerin verilebilmesi
i¢in klinisyenlerin MI’niin nonaterosklerotik nedenlerini atlamamas1 gerekir.
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UST SOLUNUM YOLU ENFEKSiYONU SONRASI GELIiSEN MiYOKARDIT
ILE BIRLIKTE LAD TROMBOZU: OLGU SUNUMU

ihsan Can Ozdestici, Ebru Serin, Kudret Keskin
Sisli Hamidiye Etfal Egitim ve Arastirma Hastanesi, Kardiyoloji Klinigi, Istanbul

GIRIS

Geng erigkinlerde akut gogiis agrisinin ayirici tanisinda miyokardit, perimiyokardit ve akut koroner sendrom (AKS)
onemli yer tutar. Viral enfeksiyonlar sonras1 gelisen gogiis agrist ve yaygin ST elevasyonu siklikla perimiyokarditi
diisiindiirse de, nadir olgularda eslik eden trombotik koroner olaylar tanisal gii¢liik yaratabilir. Bu olguda, miyokardit
On tanisi ile izlenen geng bir hastada gelisen akut LAD trombozu sunulmaktadir.

AMAC

Ust solunum yolu enfeksiyonu sonras1 gdgiis agrisi ile bagvuran, perimiyokardit 6n tanis1 bulunan geng bir hastada
gelisen akut LAD trombozunun tan1 ve tedavi siirecini sunarak miyokardit ile AKS birlikteligine dikkat cekmek.

OLGU

Yirmi dort yasinda erkek hasta, iist solunum yolu enfeksiyonu sonrasi baglayan ve iki giindiir devam eden, baski
tarzinda gogiis agris1 nedeniyle acil servise bagvurdu. Ozgegmisinde 2023 yilinda miyokardit tanisi ile yatis dykiisii
mevcut olup, ayni yil yapilan koroner anjiyografide normal koroner arterler saptanmisti. Fizik muayenesinde patolojik
bulgu izlenmedi. Elektrokardiyografide siniis ritmi ve yaygin ST elevasyonu mevcuttu. Troponin diizeyi 2500’den
18500°e yiikselmis, CRP 138 olarak 6l¢iilmiistii. Yatak basi ekokardiyografide ejeksiyon fraksiyonu %45-50 olup
inferoseptal bazalde hipokinezi izlendi.

Hasta perimiyokardit 6n tanis1 ile koroner yogun bakim iinitesine yatirildi. Izlemde yapilan koroner anjiyografide
LAD’de trombiis ve total okliizyon saptandi. Tel ge¢ilmesini takiben akim saglandi ve 12 saat tirofiban inflizyonu
uygulandu. Islem sonrast EKG’de anteriyor derivasyonlarda T dalga negatifligi izlendi. Troponin ve CRP degerlerinde
gerileme gozlendi. Hiperkoagiilabilite ve otoimmiinite agisindan ileri tetkikler planlandi.

Kardiyak manyetik rezonans goriintillemede lateral ve inferior duvarda subepikardiyal 6dem saptandi ve miyokardit
ile uyumlu bulundu; ge¢ gadolinyum tutulumu izlenmedi. Resmi transtorasik ekokardiyografide ejeksiyon fraksiyonu
%55 olup inferolateral segmentlerde hafif hipokinezi ve sol ventrikiilde grade II spontan eko kontrast mevcuttu.

SONUC
Bu olgu, geng hastalarda perimiyokardit klinigi ile basvuruya ragmen es zamanli veya sekonder gelisebilen trombotik
koroner olaylarin géz ardi edilmemesi gerektigini gostermektedir. Miyokardit ile AKS birlikteligi nadir olmakla

birlikte, erken invaziv degerlendirme ve uygun antitrombotik tedavi ile basarili klinik sonuglar elde edilebilir.
Rekiirren miyokardit 6ykiisii bulunan geng hastalarda hiperkoagiilabilite nedenlerinin arastirilmasi énemlidir.
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LEFT ANTERIOR DESCENDING (LAD) ARTERY THROMBOSIS
ACCOMPANYING MYOCARDITIS FOLLOWING AN UPPER
RESPIRATORY TRACT INFECTION: A CASE REPORT

ihsan Can Ozdestici, Ebru Serin, Kudret Keskin
Department of Cardiology, Sisli Hamidiye Etfal Egitim ve Arastirma Hastanesi, Istanbul

INTRODUCTION

Myocarditis, perimyocarditis, and acute coronary syndrome (ACS) play an important role in the differential diagnosis
of acute chest pain in young adults. Although chest pain and diffuse ST-segment elevation developing after viral
infections often suggest perimyocarditis, concomitant thrombotic coronary events may rarely occur and create
diagnostic challenges. In this report, we present a case of acute LAD thrombosis developing in a young patient who
was initially followed with a presumptive diagnosis of myocarditis.

OBJECTIVE

To highlight the coexistence of myocarditis and ACS by presenting the diagnostic and therapeutic process of acute
LAD thrombosis in a young patient with a preliminary diagnosis of perimyocarditis who presented with chest pain
following an upper respiratory tract infection.

CASE PRESENTATION

A 24-year-old male presented to the emergency department with pressure-like chest pain that began after an
upper respiratory tract infection and had persisted for two days. His medical history included hospitalization for
myocarditis in 2023, during which coronary angiography revealed normal coronary arteries. Physical examination
was unremarkable. Electrocardiography demonstrated sinus rhythm with diffuse ST-segment elevation. Troponin
levels increased from 2,500 to 18,500, and C-reactive protein (CRP) was 138. Bedside echocardiography showed an
ejection fraction (EF) of 45-50% with hypokinesia in the basal inferoseptal segment.

The patient was admitted to the coronary intensive care unit with a presumptive diagnosis of perimyocarditis. During
follow-up, coronary angiography revealed thrombus formation and total occlusion in the LAD artery. After guidewire
passage, coronary flow was restored, and a 12-hour tirofiban infusion was administered. Post-procedure ECG
demonstrated T-wave inversion in the anterior leads. Troponin and CRP levels declined during follow-up. Further
investigations for hypercoagulability and autoimmune disorders were planned.

Cardiac magnetic resonance imaging revealed subepicardial edema in the lateral and inferior walls, consistent with
myocarditis; no late gadolinium enhancement was observed. Formal transthoracic echocardiography showed an EF
of 55%, mild hypokinesia in the inferolateral segments, and grade 11 spontaneous echo contrast in the left ventricle.

CONCLUSION

This case demonstrates that thrombotic coronary events occurring simultaneously or secondarily should not be
overlooked in young patients presenting with a clinical picture suggestive of perimyocarditis. Although the coexistence
of myocarditis and ACS is rare, successful clinical outcomes can be achieved with early invasive evaluation and
appropriate antithrombotic therapy. Investigation of hypercoagulable conditions is important in young patients with
a history of recurrent myocarditis.
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ATRIAL FLUTTER ABLASYONU SONRASI GELISEN AKUT ANTERIOR
STEMI: GENC BIiR OLGU

Yaprak Tepeli ,Ahmet Can Urganci, Alper Candemir, Ege Gokbayrak, Diyar Yavuz, Hamza Bayram, Emre Ketenoglu,
Evrim Simsek

Giris

Elektif kardiyak girisimler sonrasi ortaya ¢ikan fizyolojik stres yaniti; otonomik dengesizlik, katekolamin salinima,
inflamatuvar aktivasyon ve gegici hiperkoagiilabilite ile karakterizedir. Bu siireg, klinik olarak sessiz seyreden koroner
arter hastaligi varliginda plak instabilitesini tetikleyerek akut koroner sendrom gelisimine zemin hazirlayabilir.
Elektrofizyolojik islemler genel olarak gilivenli kabul edilmekle birlikte, islem sonrasi donemde gelisen gogiis
agrisinin, hasta geng yasta ve klasik risk profili diigiik olsa dahi, periprocedural stres iligkili akut miyokard enfarktiisii
acisindan dikkatle degerlendirilmesi gerekmektedir. Bu bildiride, atrial flutter ablasyonu sonrasi erken donemde akut
anterior ST-elevasyonlu miyokard enfarktiisii gelisen geng bir hasta sunulmaktadir.

Olgu

Otuz bes yasinda erkek hasta, yaklasik iki yildir bilinen atrial flutter 6ykiisii nedeniyle elektif ablasyon planiyla yatirildi.
Hastanin bilinen koroner arter hastaligi ve ailede erken yasta koroner arter hastalig1 dykiisii bulunmamaktaydi. Hasta
yaklagik 10 yildir giinde bir paket sigara kullanmaktaydi; alkol veya madde kullanimi &ykiisii yoktu. Giincel ESC
kilavuzlarina gére tromboembolik risk degerlendirmesi yapildiginda, kalp yetersizligi/LVEF <40 nedeniyle CHA:DS:-
VA skoru 1 olarak hesaplandi ve tromboembolik risk agisindan diisiik risk grubunda degerlendirildi.

Ablasyon oncesi transtorasik ekokardiyografide sol atriyum dilatasyonu, global sol ventrikiil hipokinezisi ve sol
ventrikiil ejeksiyon fraksiyonu %28 olarak saptandi. Mitral kapakta orta-ileri derecede (2—3+) egzantrik yetmezlik
mevecuttu. Islem 6ncesi transdzofageal ekokardiyografide intrakardiyak trombiis izlenmedi. Hasta ablasyon éncesinde
apiksaban ve metoprolol 50 mg tedavisi almaktaydi.

Atrial flutter ablasyonundan bir glin sonra servis izlemi sirasinda akut gégiis agris1 gelisti. Elektrokardiyografide
anterior derivasyonlarda ST elevasyonu saptanmasi iizerine hasta acil olarak koroner anjiyografiye alindi.
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Koroner anjiyografide sol ana koroner arter ve sag koroner arter normal izlendi; sirkumfleks arterde plakli gériiniim
mevcuttu. Sol 6n inen arterin distal segmentinde %100 trombotik okliizyon saptandi.

Sorumlu lezyon floppy tel ile gegilerek 1.5 X 20 mm balon ile perkiitan transluminal koroner anjiyoplasti uygulandi.
Balon sisirilmesi sirasinda belirgin mekanik direngle karsilasilmasi, lezyonun yalnizca taze trombiisten ziyade kalsifik
ve organize plak yapisi igerdigini disiindiirdi. Distal damar ¢apmin 2 mm’nin altinda olmasi nedeniyle stent
implantasyonu yapilmadi. islem sonrasi1 TIMI 3 akim sagland.

Laboratuvar incelemelerinde total kolesterol 179 mg/dL, LDL kolesterol 117 mg/dL, HDL kolesterol 38 mg/
dL, trigliserid 121 mg/dL ve HbAlc %5.5 olarak saptandi. hs-CRP 0.579 mg/L ve lipoprotein(a) <7 mg/dL idi.
Homosistein diizeyi 18.91 umol/L ile yiiksek bulundu. STEMI sonrasi hastaya kisa siireli iglii antitrombotik tedavi
(aspirin, klopidogrel ve apiksaban) basland1 ve bir hafta sonra apiksaban ve klopidogrel ile tedaviye devam edildi.

Tartisma

Bu olguda akut koroner olayin mekanizmasi degerlendirilirken tromboembolik nedenler 6n planda diisiiniilmemistir.
Islem oncesi transdzofageal ekokardiyografide trombiis saptanmamasi, hastanin oral antikoagiilan tedavi altinda
olmasi, koroner anjiyografide sirkumfleks arterde plakli goriiniim bulunmasi ve balon anjiyoplasti sirasinda lezyonun
kalsifik/plak karakterini diisiindiiren mekanik direng ile karsilagilmasi, olayin aterosklerotik plak riiptiirii ile uyumlu
oldugunu desteklemektedir. Ayrica sigara kullanimi, diisitk HDL kolesterol ve yiliksek homosistein diizeyi, geng yasa
ragmen subklinik aterosklerotik zemin varligini diisiindiirmektedir. Giincel kilavuzlara gore diisiik tromboembolik
risk kategorisinde yer almasina ragmen gelisen bu akut koroner olay, antikoagiilasyonun aterosklerotik plak riiptiiriine
bagli miyokard enfarktiisiinii 6nleyemeyebilecegini gdstermektedir. Elektif ablasyon sonras1 periprocedural stresin,
mevcut kirilgan plagin riiptiiriinii tetiklemis olmasi olasidir.

Sonug¢

Bu olgu, geng yasta ve diisiik tromboembolik risk profiline ragmen, subklinik ateroskleroz zemininde elektif kardiyak
islem sonrasi akut miyokard enfarktiisii gelisebilecegini gostermektedir. Balon anjiyoplasti sirasinda lezyonun
mekanik 6zelliklerinin degerlendirilmesi, akut koroner olayin patofizyolojisini anlamada 6nemli ipuclar1 saglayabilir.
Geng hastalarda elektif islemler sonrasinda gelisen gogiis agrisi, diisiik klasik risk profiline ragmen akut miyokard
enfarktiisii acisindan dikkatle degerlendirilmelidir.

89



SK
03Kt

v o E AS o 0_,‘.) Ulusal AILEVi .
< ~ @ o Nadir Hostalklar HIPERKOLESTEROLEM
o -~ Rirerestierosis <" Dernedi DERNEG

SRNel Society

e e GeNC Kalp Krizleri

TUm Yonleriyle: 20-21Subat 2026 | Novotel Bosphorus, istanbul

NN

TURKIYE’DE BIRILK |
TURKIVE DEBIRNEK

NSTEMI TANILI GENC HASTALARDA PLATELETCRITIN KLINiK VE
PROGNOSTIK DEGERIi

Ali Evsen
Kardiyoloji Klinigi / Kardiyoloji, Dagkap1 Devlet Hastanesi, Diyarbakir

Ozet
Amacg

Trombosit aktivasyonu, akut koroner sendromlarin gelisiminde temel bir mekanizmadir ve plateletcrit (PCT),
dolasimdaki toplam trombosit hacmini yansitan, kolaylikla elde edilebilen bir hematolojik parametredir. Yiiksek PCT
diizeylerinin akut koroner sendromlarda inflamasyon ve olumsuz klinik sonuglarla iliskili oldugu bildirilmis olmakla
birlikte, 6zellikle hastane i¢i sonuglar acisindan geng NSTEMI hastalarindaki klinik 6nemi heniiz net degildir. Bu
calismada, geng NSTEMI hastalarinda PCT diizeyleri ile hastane i¢i major advers klinik olaylar (MACE) arasindaki
iligkinin degerlendirilmesi amac¢lanmistir.

Yontemler

Caligmaya, NSTEMI tanisi ile hastaneye yatirilan toplam 125 geng hasta (erkek <45 yas, kadin <55 yas) dahil edildi.
Hastalar, bagvuru anindaki medyan PCT degerine gore diisiik (<0,25) ve yiiksek (=0,25) PCT gruplarma ayrildi.
Gruplar arasinda demografik, klinik ve laboratuvar 6zellikler karsilagtirildi. Hastane i¢i MACE; kardiyojenik sok,
aritmi, akut bobrek hasar1 ve hastane i¢i mortalite olarak tanimlandi. PCT diizeyleri ile hastane i¢i olaylar arasindaki
iligki, lojistik regresyon analizi ve ROC egrisi analizleri kullanilarak degerlendirildi.

Bulgular

Diisiik ve yiiksek PCT gruplar arasinda yas ve cinsiyet agisindan anlamli bir fark saptanmadi. Hipertansiyon, diyabet
ve sigara kullanimi siklig1 her iki grup arasinda benzerdi. Dislipidemi, yiiksek PCT grubunda daha sik gozlendi
(%36,7’ye karst %17,5; p=0,050). Yiikksek PCT grubundaki hastalarda trombosit sayisi (p<0,001) ve ortalama
trombosit hacmi (p=0,010) daha yiiksek, hemoglobin diizeyleri ise daha diisiik bulundu (p=0,029). Diger hematolojik
parametreler acisindan gruplar arasinda anlamli bir fark izlenmedi. Hastane ig¢i klinik sonuglar degerlendirildiginde;
revaskiilarizasyon, kardiyojenik sok, aritmi, akut bobrek hasari ve hastane i¢i mortalite oranlari PCT gruplari arasinda
anlaml farklilik gostermedi (tiim p>0,05). Buna paralel olarak, bu sonuglar1 kapsayan hastane ici MACE insidanst
da iki grup arasinda benzerdi (%25,4’e kars1 %16,1; p=0,271) (Tablo 1). Yasa gore diizeltilmis ¢ok degiskenli
lojistik regresyon analizinde, yiiksek PCT diizeyleri hastane i¢i major advers klinik olaylarla bagimsiz olarak iligkili
bulunmadi (OR 1,71; %95 GA 0,70-4,20; p=0,24) (Tablo 2). Yiiksek PCT’nin hastane i¢i MACE ile bagimsiz bir
iliskisi saptanmazken, ROC egrisi analizi de smurl1 ayirt edici performans gosterdi (Sekil 1).
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Sonuc¢

Bu ¢alismada, geng NSTEMI hastalarinda PCT diizeylerinin trombosit aktivasyonu ile ilgili laboratuvar belirtegleriyle
iliskili oldugu, ancak hastane ici MACE 6ngérmede uygun bir biyobelirte¢ olmadigi gosterilmistir. Onceki ¢calismalarda
plateletkrit ile olumsuz klinik sonuglar arasinda iliski bildirilmis olmakla birlikte, bu ¢alismalarin ¢ogu ileri yasta
ve yiiksek riskli hasta popiilasyonlarini igermektedir. Geng hastalarda komorbidite yiikiiniin daha diisiik olmasi1 ve
sonug degerlendirmesinin hastane i¢i donemle sinirli tutulmasi, bu kohortta plateletkritin belirgin bir prognostik etki
gostermemesini agiklayabilir. Bu nedenle plateletkrit, geng NSTEMI hastalarinda kisa déonem klinik sonuglardan
ziyade trombosit aktivitesini yansitan bir biyobelirte¢ olarak degerlendirilmelidir.

Anahtar Kelimeler: Plateletcrit, ST segment elevasyonsuz miyokard enfarktiisii, majér advers klinik olaylar

Tablo 1. Plateletcrit Gruplarina Gore Demografik, Klinik ve Laboratuvar Ozellikler

Degiskenler Diisiik PCT Yiiksek PCT P degeri
<0.25 >0.25
(n=62) (n=63)
Demografik ve Klinik Ozellikler
Yas (yil) 40.0 (37.0-43.0) 42.0 (37.3-48.0) 0.182
Cinsiyet (%) 12 (21.1%) 15 (25.0%) 0.774
Hipertansiyon (%) 41 (71.9%) 44 (713.3%) 0.873
Sigara (%) 25 (43.9%) 34 (56.7%) 0215
Dislipidemi (%) 10 (17.5%) 22 (36.7%) 0.050
DM (%) 12 (21.1%) 15 (25.0%) 0.774
LVEF (%), median(IQR) 60 (55-60) 60 (60-60) 0.171
| Biyokimyasal Parametreler
WBC 9.3 (7.6-11.0) 9.7 (8.8-12.3) 0.099
Notrofil 5.6 (44-17) 6.4 (5.3-9.1) 0.056
|_Lenfosit 221827 2.4 (1.5-2.9) 0.643
Hemoglobin 14,3 (13,3-15,4) 13,6 (12,2-14,9) 0,029
Platelet sayisi 214.0 (194.0-234.0) 282.0 (265.8-322.3) <0.001
MPV (f1) 8.70 (7.70-9.40) 9.20 (8.67-9.60) 0.010
Hastane I¢i Klinik Sonuclar
Revaskiilarizasyon 44 (77.2%) 46 (716.7%) 0.873
|_Kardiyojenik sok 2 (3.5%) 1 (1.7%) 0.612
Aritmi 8(14%) 10 (16.7%) 0.890
Akut bobrek hasari 4 (7.0%) 711.7%) 0.530
Mortalite 2 (3.5%) 4 (6.7%) 0.680
MACE 10(16.1) 16(25.4) 0.271

Kisaltmalar: PCT, plateletcrit; LVEF, sol ventrikiil ejeksiyon fraksiyonu; WBC, beyaz kan hiicreleri (10%L); MPV, ortalama
trombosit hacmi; MACE, majér advers klinik olaylar.

Tablo 2. Hastane i¢i Major Klinik Olaylar i¢cin Lojistik Regresyon Analizi

Degiskenler OR (95 % CI) p degeri
High PCT (=0.25) 1.71 (0.70-4.20) 0.24
Yas 1.02(0.97-1.07) 0.42

Degerler olasilik orant (OR) ve %95 giiven aralifi (GA) olarak sunulmustur. Hastane i¢i major klinik olaylar;
revaskiilarizasyon gereksinimi, kardiyojenik sok, aritmi, akut bobrek hasari ve hastane i¢i mortalitenin varligi olarak
tanmimlanmigtir. Cok degiskenli lojistik regresyon modeli yas i¢in diizeltilmistir.
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Sekil 1. Plateletcritin Hastane i¢i Major Advers Klinik Olaylar1 Ongérmedeki Ahei isletim Karakteristigi (ROC) Egrisi.

ROC egrisi, plateletcrit’in hastane i¢i major klinik olaylar: ongormedeki ayirt edici giiciinii gostermektedir (AUC=0,524; %95
GA: 0,393-0,655; p=0,706).

CLINICAL AND PROGNOSTIC VALUE OF PLATELETCRIT IN YOUNG
PATIENTS WITH NSTEMI

Ali Evsen
Cardiology Clinic / Cardiology, Dagkapi State Hospital, Diyarbakir

Abstract
Objective

Platelet activation is a key mechanism in acute coronary syndromes, and plateletcrit (PCT) is an easily obtainable
hematological parameter reflecting the total circulating platelet volume. While elevated PCT has been associated with
inflammation and adverse outcomes in acute coronary syndromes, its clinical relevance in young NSTEMI patients,
particularly regarding in-hospital outcomes, remains unclear. In this study, we aimed to evaluate the association
between PCT levels and in-hospital major adverse clinical events (MACE) in young patients with NSTEMI.
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Methods

A total of 125 young patients hospitalized with NSTEMI (men <45 years; women <55 years) were included in the
study. Patients were stratified into low (<0.25) and high (>0.25) PCT groups based on the median PCT value at
admission. Demographic, clinical, and laboratory characteristics were compared between groups. In-hospital MACE
were defined as cardiogenic shock, arrhythmia, acute kidney injury, and in-hospital mortality. The association between
PCT levels and in-hospital events was assessed using logistic regression and ROC curve analyses.

Results

Age and gender were similar between the low and high PCT groups. Hypertension, diabetes, and smoking status did not
differ between groups. Dyslipidemia was more frequent in the high PCT group (36.7% vs. 17.5%; p=0.050). Patients
with high PCT had higher platelet counts (p<<0.001) and mean platelet volume (p=0.010) but lower hemoglobin levels
(p=0.029). Other hematological parameters were comparable. When in-hospital clinical outcomes were evaluated,
rates of revascularization, cardiogenic shock, arrhythmia, acute kidney injury, and in-hospital mortality did not differ
significantly between PCT groups (all p>0.05). Accordingly, the incidence of in-hospital MACE encompassing these
outcomes was similar between the two groups (25.4% vs. 16.1%, p=0.271)(Table 1). In the age-adjusted multivariable
logistic regression analysis, high PCT was not independently associated with in-hospital major adverse clinical events
(OR 1.71; 95% CI 0.70—4.20; p=0.24) (Table 2).High PCT was not independently associated with in-hospital MACE,
and ROC analysis showed limited discriminatory performance (Figure 1).

Conclusion

In this study, PCT levels in young NSTEMI patients were associated with laboratory markers related to platelet
activation but did not serve as an appropriate biomarker for predicting in-hospital MACE. Although an association
between plateletcrit and adverse clinical outcomes has been reported in previous studies, most of these investigations
included older and high-risk patient populations. The lower burden of comorbidities in younger patients and the
restriction of outcome assessment to the in-hospital period may explain the lack of a pronounced prognostic effect of
plateletcrit in this cohort. Therefore, plateletcrit should be considered a biomarker reflecting platelet activation rather
than short-term clinical outcomes in young patients with NSTEMI.

Keywords: Plateletcrit, non-ST segment elevation myocardial infarction, major adverse clinical events.

Table 1. Demographic, Clinical, and Laboratory Characteristics According to Plateletcrit Groups

Variables Diisiik PCT Yiiksek PCT P value
<0.25 >0.25
(n=62) (n=63)
Demographic and Clinical Characteristics
Age (year) 40.0 (37.0-43.0) 42.0 (37.3-48.0) 0.182
Gender (%) 12 (21.1%) 15 (25.0%) 0.774
Hypertension (%) 41 (71.9%) 44 (73.3%) 0.873
Smoker (%) 25 (43.9%) 34 (56.7%) 0.215
Dyslipidemia (%) 10 (17.5%) 22 (36.7%) 0.050
Diyabetes mellitus (%) 12 (21.1%) 15 (25.0%) 0.774
LVEF (%), median(IQR) 60 (55-60) 60 (60-60) 0.171
Biochemical Parameters
WBC 9.3 (7.6-11.0) 9.7 (8.8-12.3) 0.099
Neutrophil 5.6 (4.4-7.7) 6.4 (5.3-9.1) 0.056
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Lymphocyte 22(1.82.7) 24 (1.52.9) 0.643

Hemoglobin 14,3 (13,3-15,4) 13,6 (12,2-14,9) 0,029

Platelet count 214.0 (194.0-234.0) 282.0 (265.8-322.3) <0.001

MPV(fL) 8.70 (7.70-9.40) 9.20 (8.67-9.60) 0.010

In-hospital Clinical Outcomes

Revascularization 44 (77.2%) 46 (76.7%) 0.873

Cardiogenic shock 2 (3.5%) 1 (1.7%) 0.612

Arrhythmia 8(14%) 10 (16.7%) 0.890

Acute kidney injury 4 (7.0%) 7 (11.7%) 0.530

Mortality 2 (3.5%) 4(6.7%) 0.680

MACE 10(16.1) 16(25.4) 0.271

Abbrevations: PCT: Plateletcrit, LVEF: Left ventricular ejetion fraction, WBC: White Blood Cells (10°/L), MPV: Mean platelet
voliime, MACE: Major adverse clinical events.

Table 2. Logistic Regression Analysis for In-Hospital Major Adverse Clinical Events

Variables OR (95 % CI) p value
High PCT (>0.25) 1.71 (0.70-4.20) 0.24
Age 1.02(0.97-1.07) 0.42

Values are presented as odds ratios (ORs) with 95% confidence intervals (CIs). In-hospital major adverse clinical events (MACE)
were defined as the occurrence of cardiogenic shock, arrhythmia, acute kidney injury, or in-hospital mortality. The multivariable
logistic regression model was adjusted for age.

Abbrevations: PCT: Plateletcrit.

ROC Curve
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Figure 1. Receiver Operating Characteristic (ROC) Curve of Plateletcrit for In-Hospital Major Adverse Clinical Events.

The ROC curve illustrates the discriminatory ability of plateletcrit for predicting in-hospital major adverse clinical events
(AUC=0.524; 95% CI: 0.393-0.655; p=0.706).
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AKUT KORONER SENDROM SONRASI TANI ALAN ESANSIYEL
TROMBOSITOZ OLGUSU

Ali Sezgin
Kardiyoloji Klinigi, Ankara Etlik Sehir Hastanesi, Ankara

Giris: Iskemik kalp hastalig1 diinya genelinde dnde gelen 6liim nedenlerindendir. Prematiir koroner arter hastaligi
erkeklerde 55 yasindan, kadinlarda 65 yasindan 6nce ortaya ¢ikar ve siklikla trombofili gibi altta yatan durumlarla
iligkilidir. Akut koroner sendrom genellikle plak riiptiirii ve tromboz sonucunda geligir. Miyeloproliferatif bir hastalik
olan esansiyel trombositoz, trombotik riskte artisa yol agar.

Amac: Bu olgu sunumunda, esansiyel trombositoza bagli olarak akut koroner sendrom gelisen 26 yasindaki bir erkek
hasta sunulmustur.

Gerec¢ ve Yontem: GoOgis agrist ile bagvuran geng erkek hasta; EKG, kardiyak biyobelirtegler, ekokardiyografi,
koroner anjiyografi ve laboratuvar testleri ile degerlendirildi. Trombosit yliksekliginin sekonder nedenleri digland1
ve tedavi kardiyoloji—hematoloji is birligi ile yiiriitiildii.

Bulgular: Bilinen kronik hastaligi, ilag kullanimi veya sigara Oykiisii olmayan gen¢ erkek hasta, acil servise
retrosternal yanici ve baski tarzinda, yayilim gdstermeyen gogiis agrisi ile bagvurdu. Bagvuru aninda kan basinci
normal, hafif tagikardik (103 atim/dk), oksijen satiirasyonu ve solunum sayis1 normaldi. Yakin zamanda gegirilmis
ist solunum yolu enfeksiyonu 6ykiisii, iskemiden ziyade peri-miyokardit olasiligini diislindiirdii; ancak yatak basi
ekokardiyografide segmenter duvar hareket kusuru veya perikardiyal efiizyon saptanmadi. Akut koroner sendrom
(AKS) dislanamadig i¢in hasta yakin izleme alind1.

Laboratuvar degerlendirmesinde hemoglobin 13 g/dL, 16kosit 20.000/mm? ve belirgin trombositoz (1.216.000/mm?)
saptandi; bobrek ve karaciger fonksiyon testleri normaldi. ilk EKG’de akut iskemik degisiklik izlenmedi. Kardiyak
biyobelirteglerde artis (troponin 8,3’ten 21 ng/mL’ye yiikseldi, CK-MB 67 ng/mL) iizerine NSTEMI tanis1 konularak
koroner anjiyografi yapildi. Anjiyografide proksimal sol 6n inen arter (LAD) ve sag koroner arterde trombotik total
okliizyon saptandi. Hastaya heparin ve tirofiban infiizyonu baslandi, ardindan ¢iftli antiplatelet tedavi ve enoksaparin
verildi.

Ileri degerlendirmede geng yasta ani kardiyak &liim aile dykiisii ve belirgin splenomegali saptandi. Hematolojik
incelemelerde reaktif trombositoz, otoimmiin hastaliklar, trombofili ve miyeloproliferatif mutasyonlar diglandi.
Esansiyel trombositoz tanist konularak hidroksiiire ile sitorediiktif tedavi baslandi. Bir aylik takip anjiyografisinde
koroner arterlerin normal oldugu goriildii, trombosit sayist 591.000/mm?*’e geriledi ve hasta semptomsuz olarak
izlenmeye devam edildi.

Sonug: Trombosit sayisinin 450.000/mm? iizerinde olmasi trombositoz olarak tanimlanir ve reaktif veya klonal
(esansiyel trombositoz (ET) gibi) olabilir. ET, sekonder nedenler dislandiktan sonra konulan bir dislama tanisidir.
Hastalarin ¢ogu asemptomatik olmakla birlikte kanama veya tromboz geligebilir; tromboz yaklasik %20 oraninda
goriiliir ve arteriyel olaylar daha siktir. ET nin ilk bulgusunun AKS olmasi nadirdir. Tedavide sitorediiktif tedavi,
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antitrombotik yaklasim ve secilmis olgularda revaskiilarizasyon yer alir. Hedef trombosit sayisi genellikle 6zellikle
geng hastalarda 400.000-600.000/mm? araligidir. Yiiksek risk 6zellikleri arasinda ileri yas, gegirilmis tromboz ve cok
yiiksek trombosit diizeyleri bulunur. Diisiik aterosklerotik yiik nedeniyle perkiitan koroner girisimin (PCI) faydasi
sinirlt olabilir; girisim Oncesi sitorediiksiyon komplikasyon riskini azaltabilir. Daha genis ¢caligmalara ihtiyag¢ vardir.

Anahtar Kelimeler: akut koroner sendrom, esansiyel trombositoz

CASE OF ESSENTIAL THROMBOCYTOSIS DIAGNOSED AFTER ACUTE
CORONARY SYNDROME

Ali Sezgin
Department of Cardiology, Ankara Etlik City Hospital, Ankara

Introduction: Ischemic heart disease is the leading cause of death worldwide. Premature disease occurs before 55
years in men and 65 years in women, often due to underlying conditions such as thrombophilia. Acute coronary
syndrome usually results from plaque rupture and thrombosis. Essential thrombocytosis, a myeloproliferative
disorder, increases thrombotic risk.

Aim: This report describes a 26-year-old male who developed acute coronary syndrome secondary to essential
thrombocytosis.

Materials — Methods: A young male with chest pain was evaluated using ECG, cardiac biomarkers, echocardiography,
coronary angiography, and laboratory tests. Secondary causes of thrombocytosis were excluded, and management
was performed with cardiology—hematology collaboration.

Findings: A young male with no known chronic disease, medication use, or smoking history presented to the
emergency department with retrosternal burning and pressure-like chest pain without radiation. On admission, blood
pressure was normal, with mild tachycardia (103 beats/min), and normal oxygen saturation and respiratory rate. A
recent upper respiratory tract infection raised suspicion of peri-myocarditis rather than ischemia; however, bedside
echocardiography revealed no segmental wall motion abnormality or pericardial effusion. As acute coronary syndrome
(ACS) could not be excluded, the patient was closely monitored.Laboratory evaluation showed hemoglobin 13 g/
dL, leukocyte count 20,000/mm?, and marked thrombocytosis (1,216,000/mm?), with normal renal and liver function
tests. Initial ECG demonstrated no acute ischemic changes. Rising cardiac biomarkers (troponin 8.3 to 21 ng/mL,
CK-MB 67 ng/mL) led to a diagnosis of NSTEMI, and coronary angiography was performed. Angiography revealed
thrombotic total occlusion of the proximal left anterior descending and right coronary arteries. The patient was
treated with heparin and tirofiban infusion, followed by dual antiplatelet therapy and enoxaparin.Further evaluation
revealed a family history of sudden cardiac death at a young age and significant splenomegaly. Hematological
workup excluded reactive thrombocytosis, autoimmune disease, thrombophilia, and myeloproliferative mutations. A
diagnosis of essential thrombocythemia was established, and cytoreductive therapy with hydroxyurea was initiated.
One-month follow-up angiography showed normal coronary arteries, platelet counts decreased to 591,000/mm?, and
the patient remained asymptomatic under ongoing follow-up.
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Conclusion: Thrombocytosis is defined as a platelet count > 450,000/mm? and may be reactive or clonal, including
essential thrombocytosis (ET), which is a diagnosis of exclusion after secondary causes are ruled out. Although
many patients are asymptomatic, ET may cause bleeding or thrombosis, with thrombosis occurring in about 20% of
cases and arterial events being more common. ACS as the initial presentation of ET is rare. Management includes
cytoreductive therapy, antithrombotic treatment, and selective revascularization. Target platelet counts are generally
400,000-600,000/mm?3, especially in younger patients. High-risk features include advanced age, prior thrombosis,
and very high platelet counts. Due to low atherosclerotic burden, the benefit of PCI may be limited, and cytoreduction
before intervention may reduce complications. Further studies are needed.

Anahtar Kelimeler: acute coronary syndrome, essential thrombocytosis
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HIPERTRIGLISERIDEMI VE TROMBOFILIK GENETIK
POLIMORFIiZMLERLE BiRLIKTE SEYREDEN TEKRARLAYAN
KORONER RESTENOZ OLGUSU

F. Sevde Nur Kilavuz, Ersel Onrat
Afyonkarahisar Saglhk Bilimleri Universitesi Hastanesi

Giris

Koroner arter hastaligi (KAH), multifaktdriyel etiyolojiye sahip olup genetik yatkinlik, dislipidemi ve trombofilik
durumlar hastaligin gelisiminde ve klinik seyrinde énemli rol oynamaktadir. Ozellikle agir hipertrigliseridemi ve
herediter trombofilik mutasyonlarin birlikte bulundugu olgularda erken yasta koroner arter hastaligi, yaygin damar
tutulumu ve perkiitan koroner girisimler sonrasi restenoz riski artabilmektedir. Bu olgu sunumunda ; belirgin
hipertrigliseridemi, ailesel erken koroner arter hastalig1 dykiisii ve trombofilik genetik polimorfizmler saptanan, uzun
donem izleminde tekrarlayan koroner restenoz gelisen bir olgu sunulmaktadir.

Olgu Sunumu

Kirksekiz yasinda erkek hasta hafif eforla ortaya ¢ikan, baski tarzinda gdgiis agrisi sikayeti ile acil servise bagvurdu.
Acil serviste c¢ekilen elektrokardiyografsinde (EKG) inferior derivasyonlarda ST elevasyonu goriildii. Hasta akut
inferior miyokard infarktiisii (STEMI) 6n tanis1 ile katater laboratuvarina alindi. yapilan koroner anjiyografide sag
koroner arterde (RCA) %70-80 darlik olusturan kalsifik plak ve RCA yaygin hasta , sirkumfleks arterde (Cx) %99
darlik yapan akut tromboze lezyon goriiliirken sol 6n inen arterin (LAD) %30 darlik yapan plak izlendi. Cx ve
RCA’ya perkiitan transluminal koroner anjiyoplasti (PTCA) ve ilag¢ kapli stent (DES) implantasyonu uygulandi. Tam
aciklik saglanarak iglem sonlandirildi.

Sekil 1: 12 derivasyonlu elektrokardiyografide DII, DIII, AVF derivasyonlarinda ST segment elevasyonu; V1-V2-V3 derivasyonlarinda
resiprokal ST segment depresyonu izlenmektedir.
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Sekil 3: ila¢ kaph stent (DES) uygulama sonrasi Cx arter goriiniimii

Sekil 4: Koroner anjiyografide RCA’da %70-80 darhik yapan lezyon
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Ozgegmisinde hiperlipidemi ve obezitesi olan hastanin sigara ve alkol kullanim &ykiisii yoktu. Soyge¢misinde;
babasida miyokard infarktiisii ve kuzeninde koroner arter baypas greftleme (CABG) oykiisii bulunmaktaydi.

Koroner anjiyografi sonrasi laboratuvar incelemelerinde CK-MB Kiitle 10,7. ug/L, hs-Troponin T 0,723 ng/L,
total kolesterol 238 mg/dL, LDL kolesterol 60 mg/dL, HDL kolesterol 37 mg/dL ve trigliserid diizeyi 811 mg/dL,
Lipoprotein(a) diizeyi 40 mg/dL olarak saptandi. Yapilan ekokardiyografik incelemede ejeksiyon fraksiyonu %50
(inferior duvar hafif hipokinetik) olarak hesaplanirken major kapak patolojisine rastlanmadi. Hastaya asetilsalisilikasit
100 mg, klopidogrel 75 mg , metoprolol 50 mg , atorvastatin 40 mg, fenofibrat 250 mg ve izosorbid mononitrat 50
mg tedavileri verilerek taburculugu yapildi.

Fenofibrat ve yiiksek potent statin tedavisi ile yakin klinik takibe alinan hastaya, 3 y1l sonra rutin poliklinik bagvurusunda
efor dispnesi tariflemesi iizerine kontrol koroner anjiyografi planlandi. Ekgsinde inferior derivasyonlarda 1mm st
depresyonu mevcuttu. Yapilan koroner anjiyografide LAD’de %30 darlik yapan plak, Cx arterde stentici %90 darlik
yapan, RCA stent i¢i ve stent sonrast %90 darlik yapan plak saptandi. Steni¢i restenoz nedeniyle hastaya tekrar PTCA
uygulandi.

Geng yasta miyokart infarktiisii gecirip restenoz gelisen hastada etiyoloji arastirilmasi agisindan genetik testler istendi.
Trombofili ve genetik incelemelerde PAI-1 4G/5G polimorfizmi, Faktér V Leiden (G16191A) heterozigot mutasyonu
ve MTHFR C677T heterozigot mutasyonu saptandi. Apolipoprotein E genotip analizi APOE E3/E3 olarak raporlandi.
immiinolojik degerlendirmede antiniikleer antikor (ANA), IgG ve IgM diizeyleri normal sinirlarda bulundu.

Hastaya asetilsalisilikasit 100 mg, tikagrelor 90 mg, metoprolol 50 mg, rosuvastatin 40mg , ezetimib 10 mg, fenofibrat
250 mg , trimetazidin dihidroklorid 35 mg baslanarak taburculugu yapildi.

Tartisma

Stent i¢i restenoz, koroner stent implantasyonunu takiben 3 ile 12 ay arasinda stent segmentinde liimenin yeniden
daralmasidir ve genellikle neointimal hiperplazi sonucu gelisir. Ciplak metal stentlerde (BMS) daha sik goriiliirken,
ila¢c salimimh stentler (DES) ile insidans1 %75 civarinda azalmistir. Kullanilan stent tipi , takip siiresi ve lezyonun
kompleks olmas1 gibi degisenlere gore %3-20 arasinda stent i¢i restenoz oranlar1 DES i¢in bildirilmistir. Bununla
birlikte diyabet, kii¢liik damar ¢ap1, uzun lezyonlar ve yetersiz stent agilimi énemli risk faktorleridir.

Faktor V Leiden heterozigot mutasyonu ve PAI-1 4G/5G polimorfizmi, trombotik egilimi artirarak koroner arter
hastaliginin progresyonuna ve perkiitan girisimler sonrasi restenoz gelisimine katkida bulunabilir. Ayrica MTHFR
C677T heterozigot mutasyon hiperhomosisteinemiye yatkinlik olusturarak endotel disfonksiyonu ve aterosklerotik
stireci hizlandirabilir. Literatiirde bu genetik faktdrlerin birlikte bulundugu hastalarda tekrarlayan koroner olaylar ve
girisim basarisizliklarinin daha sik goriildiigii bildirilmektedir.

Sonug¢

Bu olguda, erken yasta baglayan ve yaygin koroner arter tutulumu ile seyreden koroner arter hastaligi, belirgin
hipertrigliseridemi ve trombofilik genetik polimorfizmlerle birlikte degerlendirilmistir. Trigliserid diizeylerinin 800
mg/dL iizerinde olmasi, aterojenik dislipidemi ve rezidiiel kardiyovaskiiler risk agisindan énemlidir. Ozellikle LDL
diizeylerinin kontrol altinda olmasina ragmen trigliserid yiiksekliginin devam etmesi, klasik statin tedavisinin tek
basina yetersiz kalabilecegini diisiindiirmektedir.
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Yiiksek riskli bu hasta grubunda agresif lipid diisiiriicii tedavi, yakin klinik takip ve bireysellestirilmis tedavi
stratejileri 6nem tasimaktadir. Benzer hastalarda yalnizca standart lipid profili degil, lipoprotein(a) ve genetik
trombofili parametrelerinin de degerlendirilmesi, risk siniflamasinda yol gosterici olabilir.

Anahtar Kelimeler: Koroner arter hastaligi, Hipertrigliseridemi, Faktor V Leiden, Trombofili, Koroner restenoz
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NON-OBSTRUKTIF KORONER ARTERLERLE BiRLIKTE STEMI
PREZENTASYONU: OLGU SUNUMU

Dr. Giilru Ece Ustiinay, Dr. Mustafa inceoglu, Dog. Dr. Mustafa Oguz, Prof. Dr. Ahmet Liitfullah Orhan
Saglik Bilimleri Universitesi Sultan Abdiilhamid Han Egitim ve Arastirma Hastanesi, Kardiyoloji, istanbul

Olgu Sunumu

Glioblastoma multiforme grade 4 tanisi olan 42 yasinda erkek hasta palyatif bakim ihtiyact nedeniyle {i¢ aydir
anesteziyoloji yogunbakiminda izlenmekteydi. Hasta, ani kan basinci diisiisii ve ciddi bradikardi gelismesi iizerine
tarafimiza danisildi. Hasta stabilize edildikten sonra kontrol elektrokardiyografi (EKG) ¢ekildi. EKG’de D2-3, aVF,
V4-6 derivasyonlarinda yaygin ST elevasyonu saptandi (Sekil 1). Hasta acilen kateter laboratuvarina alind1. Yapilan
koroner anjiyografide sorumlu lezyon saptanmadi (Sekil 2) ve ST elevasyonlar1 hastanin mevcut intrakraniyal
timoriine bagh olarak gelisen “ndrojenik sersemlemis miyokard” (NSM) olarak degerlendirildi. Yapilan acil
yatak bas1 ekokardiyografide (EKO) hastanin ejeksiyon fraksiyonu %30 global hipokinezi izlendi. Hasta bir hafta
sonra takip amaciyla yeniden degerlendirildi. EKG’de siniis tasikardisi saptandi (Sekil 3) ve EKO normal olarak
degerlendirildi (Sekil 4).

Bulgular

Akut koroner sendromda (AKS) goriilen EKG degisiklikleri; perikardit, miyokardit, sag dal blogu, akut vazospazm ve
sol ventrikiil hipertrofisi gibi diger kardiyovaskiiler patolojiler tarafindan taklit edilebilir (1). Ayrica akut pankreatit,
mide perforasyonu, 6zofagus riiptiirii, hiperkalemi ve subaraknoid kanama gibi koroner kokenli olmayan durumlarda
da ST segment degisiklikleri izlenebilir (2). Artmis intrakraniyal basingta en sik goriilen EKG bulgulari uzamig
QT araligy, ters T dalgalar1 ve siniis bradikardisidir. ST elevasyonu veya depresyonu, belirgin U dalgalar1 da artmis
intrakraniyal basing ile iligkili olarak tanimlanmis olmakla birlikte primer neden olarak intrakraniyal tiimore bagli ST
elevasyonu ile bagvuran olgular nadirdir (3). Norolojik patolojiler, beyin hasari sonucu artmis katekolamin diizeylerine
bagl olarak otonom sinir sistemi disfonksiyonuna yol agabilir. Bu siireg; gegici sol ventrikiil disfonksiyonu, EKG
degisiklikleri ve kardiyak enzim yiiksekligi triadi ile karakterize edilen NSM tablosunun temelini olusturur (4).

Amacg

Bu olgu sunumu, AKS ile kolaylikla karigabilen, gereksiz invaziv girisimlere ve hasta prognozunun koétiilesmesine
yol agabilecek bir patolojiye dikkat ¢ekilmesi amaglanmigtir.

Sonug¢

Bu olgu, intrakraniyal patolojisi olan hastalarda EKG bulgularinin yaniltic1 olabilecegini ve hastalarm kapsamli bir
sekilde degerlendirilmesi gerektigini hatirlatmaktadir.
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STEMI PRESENTATION WITH NON OBSTRUCTIVE CORONARY
ARTERIES: CASE REVIEW

Dr. Giilru Ece Ustiinay, Dr. Mustafa inceoglu, Assos. Prof. Mustafa Oguz, Prof. Dr. Ahmet Liitfullah Orhan
Saglik Bilimleri Universitesi Sultan Abdiilhamid Han Egitim ve Arastirma Hastanesi, Cardiology, Istanbul

Case Review

A 42 year old man with a history of glioblastoma multiforme wild type grade 4 was an inpatient at anesthesiology for
three months for his palliative care. The patient was presented to our department on an emergency basis because of
sudden drop in his blood pressure and heart rate. After he was stabilized a control ECG was taken. His ECG showed
diffuse ST elevations in D2-3, aVF, V4-6 (Figure 1). Patient was taken to the catheter laboratory immediately. The
angiography showed no culprit lesions (Figure 2) and his ST elevations were understood to be as “neurogenic stunned
myocardium” relating to his known intracerebral tumor. An initial echocardiogram with emergency usg was done at
bedside which showed global hypokinesia with an ejection fraction of 30. Same patient was evaluated for follow-up
a week later. Electrocardiogram showed sinusal tachycardia without any ST segment changes (Figure 3) and normal
echocardiogram findings (Figure 4).

Findings

ECG changes which are seen in acute coronary syndrome can be mimicked by other cardiovascular pathologies such
as pericarditis, myocarditis, right bundle branch block, acute vasospasm and hypertrophy of the left ventricle (1)
or with circumstances that are not related to a coronary phenomenon such as acute pancreatitis, gastric perforation,
esophageal rupture, hyperkalemia, and subarachnoid hemorrhage. (2) With increased intracranial pressure (ICP)
mostly seen ECG findings are prolonged QT interval, inverted T waves and sinus bradycardia. Even though ST
elevation/depression, prominent U waves have already been recognized as other ECG changes that can be seen with
ICP, cases presenting with ST elevation caused by an intracranial tumor as a primary reason are not usually reported.
(3) Neurologic pathologies can lead to malfunction of autonomic nervous system by increased catecholamine levels
as a result of brain damage. This surge is considered to be the eventual cause of “neurogenic stunned myocardium”,
a triad consistent of a brief left ventricular disfunction period, changes in electrocardiogram and elevation in cardiac
enzymes. (4)

Objective

With our case report, we aimed to draw attention to a pathology that can easily be confused with acute coronary
syndromes and may cause unnecessary invasive procedures as well as worsen the outcome of the patient.

Conclusion

This case reminds us the ECG findings can be misleading for patients that have intracranial pathologies and should
be evaluated throughly before reaching a definitive diagnosis.
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ACUTE MYOCARDIAL INFARCTION AND ACQUIRED ATRIAL SEPTAL
DEFECT IN AYOUNG MALE FOLLOWING EXCESSIVE ENERGY DRINK,
ALCOHOL, AND CIGARETTE CONSUMPTION: A CASE REPORT

Fethullah Kayan, MD
Department of Cardiology, Saglik Bilimleri University Diyarbakir Gazi Yasargil Training and Research Hospital, Diyarbakir,
Turkey.

Abstract:

Concomitant excessive consumption of energy drinks, particularly when combined with heavy cigarette smoking
and alcohol intake, may lead to platelet activation, thrombosis, coronary vasospasm, arrhythmias, and acute coronary
syndromes.

A 22-year-old previously healthy male patient with no known cardiovascular disease or history presented to the
emergency department with chest pain after consuming a large amount of cigarettes, energy drinks, and alcohol
during a social event.

Initial evaluation revealed no significant elevation in early troponin levels, and the initial electrocardiogram did not
demonstrate ischemic changes. Based on these findings, the patient was admitted to the coronary intensive care unit
with a preliminary diagnosis of possible acute myopericarditis.

During follow-up, the patient’s troponin levels significantly elevated, and subsequent ECG findings were consistent
with a subacute anterior myocardial infarction. Coronary angiography revealed a thrombotic lesion causing 95%
stenosis extending from the distal left main coronary artery (LMCA) to the proximal left anterior descending artery
(LAD). Successful stent implantation was performed, achieving TIMI grade 3 flow and complete coronary reperfusion.

At one-month follow-up, the patient was found to have developed a 6 mm atrial septal defect (ASD) post-myocardial
infarction. The ASD was not closed, as it was thought to mitigate pulmonary capillary wedge pressure elevation by

allowing left-to-right shunting. The patient was managed conservatively with medical therapy.

In conclusion, in cases of chest pain occurring after excessive consumption of energy drinks, alcohol, and cigarettes,
the possibility of an acute coronary syndrome should be considered and promptly ruled out.

Keywords: energy drink, acute coronary syndrome, myocardial infarction, chest pain, coronary thrombosis
Introduction

Cardiovascular diseases (CVD) persist as the foremost cause of global morbidity and mortality, accounting for an
estimated 17.9 million deaths annually, representing approximately 32% of all worldwide deaths (1). Notably, there

has been a troubling rise in the incidence of CVD among younger populations, a phenomenon largely attributed to
evolving lifestyle behaviors and an increase in modifiable risk exposures (2,3).
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Coronary artery disease (CAD) remains the most prevalent and clinically impactful subtype within the spectrum
of CVD. Well-established risk factors for CAD include hypertension (HT), diabetes mellitus (DM), dyslipidemia,
tobacco use, advancing age, and genetic predisposition (4). Acute myocardial infarction (AMI), one of the most severe
clinical manifestations of CAD, arises from myocardial ischemia that culminates in necrosis, typically secondary to
partial or complete coronary artery occlusion by thrombus formation, often on a ruptured or eroded atherosclerotic

plaque (5).

Beyond traditional risk factors, attention has increasingly focused on novel contributors to CAD, particularly
in younger individuals. Among these, energy drink consumption has emerged as a significant concern due to its
widespread popularity and potential adverse cardiovascular effects (6).

Initially launched in Japan in 1945, energy drinks have experienced exponential global market growth. By 2021,
global consumption surpassed 25 billion liters, with market projections estimating a valuation exceeding 125 billion
USD by 2030 (7,8). These beverages are predominantly consumed by adolescents and young adults seeking enhanced
physical performance, increased alertness, and mood elevation (9).

The principal pharmacologically active ingredients in energy drinks are caffeine and taurine. Caffeine acts as a
central nervous system stimulant by antagonizing adenosine receptors and augmenting intracellular cyclic adenosine
monophosphate (cAMP) via phosphodiesterase inhibition, resulting in increased heart rate, heightened blood pressure,
and greater myocardial oxygen demand (10). Taurine, a sulfur-containing amino acid, is implicated in modulating
intracellular calcium handling and supporting myocardial contractility (11). The combined effects of these constituents
may predispose individuals to arrhythmias, coronary vasospasm, and other hemodynamic disturbances (12,13).

The concurrent consumption of energy drinks with alcohol and tobacco compounds these cardiovascular risks further.
Alcohol intake is known to facilitate arrhythmogenesis, promote endothelial dysfunction, and enhance thrombogenic
potential (14). Meanwhile, cigarette smoking accelerates atherogenesis, increases platelet activation, and induces
vascular endothelial injury (15). The synergistic interaction of these substances can significantly exacerbate the risk
of acute cardiovascular events, particularly in young individuals who may otherwise lack conventional risk factors

(16).

Recent clinical reports have described occurrences of acute coronary syndromes (ACS), myocardial infarction,
and sudden cardiac death temporally associated with excessive consumption of energy drinks, particularly when
combined with alcohol and smoking (17-19). Proposed pathophysiological mechanisms include coronary vasospasm,
heightened platelet reactivity, hypercoagulability, and acute intraluminal thrombosis (20).

In this context, we report a case of a 22-year-old previously healthy male who developed an acute coronary syndrome
following substantial consumption of energy drinks in conjunction with alcohol and cigarettes. We also discuss the
resulting complications, underscoring the importance of considering excessive energy drink intake as a potential
precipitating factor for ACS in young individuals.

Case Description:
A 22-year-old male patient presented to an external medical center with chest pain following excessive

consumption of cigarettes, alcohol (vodka), and energy drinks. Laboratory tests revealed troponin levels of 1.0,
1.37, and 4.14 ng/mL (upper limit: 0.3 ng/mL). The initial electrocardiogram (ECG) showed sinus rhythm with
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no ischemic changes. Given the patient’s young age, absence of risk factors, and comorbidities, acute myocardial
infarction, pulmonary embolism, and aortic dissection were initially deemed unlikely. Due to troponin positivity,
the patient was referred to a coronary intensive care unit (CICU) at another center with a preliminary diagnosis of
possible acute myopericarditis. After two days of monitoring in the CICU, troponin levels escalated to >25,000
ng/L. An alert clinician noted ECG findings (Image 1) consistent with subacute anterior myocardial infarction (MI).
Notably, transthoracic echocardiography (TTE) had not been performed up to this point.

Image 1: ECG on day 2 of CICU admission, demonstrating ST elevation and pathological Q waves in
anterior leads, consistent with subacute anterior MI.

The patient was diagnosed with subacute anterior MI and initiated on 300 mg aspirin, 600 mg clopidogrel, and
enoxaparin 0.6 mL subcutaneous once daily, then transferred to an advanced center for coronary angiography. On
arrival, the ECG showed sinus rhythm, pathological Q waves in anterior leads, and 1-2 mm ST elevation. Blood
pressure was 110/65 mmHg, heart rate was 72 beats per minute, and oxygen saturation was 95%. TTE revealed
an ejection fraction (EF) of 15-20%, severe hypokinesis in the mid-apical septum, apex, and anterior mid-apical
segments, normal cardiac chamber sizes, and an intact interatrial septum. Coronary angiography (Image 3) identified
a 95% stenotic, thrombotic lesion with associated vasospasm extending from the distal left main coronary artery
(LMCA) to the proximal left anterior descending (LAD) artery, with TIMI 2-3 flow in the LAD. The circumflex (CX)
and right coronary artery (RCA) were normal.

.

Image 2: Initial coronary angiography showing a 95% stenotic, thrombotic lesion with vasospasm from the
distal LMCA to the proximal LAD.

108



E AS ’;) Ulusal AILEVi
@ wi Nadir Hostalklar @ HIPERKOLESTEROLEMi
Q osis -

Rdfs Dernedi DERNEG]
Etyolojiden Klinige, G K 'l K > 'l >
Tedaviden Korunmaya eng a- p I'lZ erl
TUm Yonleriyle: 20-21Subat 2026 | Novotel Bosphorus, Istanbul
TURKIYE'DE BIRILK | N
TORKIYEIDEDIR 1K

Intracoronary glycoprotein IIb/Illa inhibitor (abciximab) was administered as a bolus followed by a 24-hour
intravenous infusion. Follow-up coronary angiography after 24 hours (Image 4) showed significant resolution of the
thrombus, with residual 30% stenosis in the distal LMCA and 60—70% atherosclerotic stenosis in the proximal LAD.

Image 3: Coronary angiography after 24-hour abciximab infusion, showing thrombus resolution with
residual 30% stenosis in the distal LMCA and 60—70% stenosis in the proximal LAD.

Due to the unstable plaque and its association with acute coronary syndrome, predilatation was performed, followed
by implantation of a drug-eluting stent extending from the mid-LMCA to the proximal LAD, achieving complete
patency and TIMI 3 flow (Image 5).

Image 4: Post-stent angiography demonstrating complete patency and TIMI 3 flow in the distal LMCA to
proximal LAD.

Pre-discharge TTE showed an EF of 15-20% with segmental wall motion abnormalities. At the 30-day outpatient
follow-up, the patient’s functional capacity was NYHA Class I. TTE revealed an EF of 30%, persistent segmental
wall motion abnormalities, and a newly identified 6 mm atrial septal defect (ASD) with left-to-right shunting (Image
5, Video 1). The left cardiac chambers were mildly dilated, while the right cardiac chambers remained normal in size.
No pericardial effusion was observed.
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Image 5: TTE at 30-day follow-up showing a 6 mm ASD with left-to-right shunting.
Discussion

While traditional risk factors such as hypertension, diabetes mellitus, dyslipidemia, smoking, and advanced age
are well-established contributors to acute myocardial infarction (AMI), emerging evidence suggests that excessive
exposure to certain substances—including energy drinks, alcohol, and tobacco—can act as potent prothrombotic and
vasospastic triggers, particularly in young individuals without conventional risk factors.

Energy drinks have attracted significant attention due to their potential cardiovascular effects. Multiple studies have
demonstrated that energy drinks may prolong the corrected QT interval (QTc), induce coronary vasospasm, promote
platelet hyperactivity, and increase the risk of acute thrombotic events, including AMI, sudden cardiac arrest, and
spontaneous coronary artery dissection (21). The primary active components responsible for these effects are caffeine
and taurine, which synergistically elevate catecholamine levels, promote endothelial dysfunction, and enhance
platelet aggregation (22,23).

The concomitant use of energy drinks with alcohol and cigarette smoking further exacerbates cardiovascular risks.
Alcohol is known to facilitate arrhythmogenesis, impair endothelial function, and create a pro-inflammatory, pro-
thrombotic milieu (24). Smoking accelerates atherosclerosis, increases oxidative stress, and promotes platelet
activation, thereby potentiating thrombotic risk (25). The combined use of these substances may significantly amplify
the likelihood of an acute coronary event even in young, ostensibly healthy individuals (26,27).

Areview by Goldfarb et al. (28) emphasized that energy drinks can provoke life-threatening arrhythmias and ischemic
events even in structurally normal hearts, particularly when consumed excessively or in combination with other
stimulants or depressants. Epidemiological studies also suggest that up to 70% of young adults consuming energy
drinks concurrently engage in binge drinking and smoking, further compounding their cardiovascular risk profile
(29).
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In our case, the patient initially presented with chest pain attributed to anxiety, which represents a common diagnostic
pitfall in young individuals lacking traditional risk factors. Delayed serial ECG monitoring and underestimation
of significantly elevated serial troponin levels contributed to the late recognition of subacute anterior MI. This
underscores the necessity of maintaining a high index of suspicion for acute coronary syndromes in young patients
with atypical risk exposures, particularly involving substance use.

A remarkable aspect of this case was the development of an atrial septal defect (ASD) during follow-up. While ASDs
are typically congenital, acquired forms—although exceedingly rare—have been described following AMI. Proposed
mechanisms include increased left-sided intracavitary pressures, ischemic injury to the atrial septum, and mechanical
stretch resulting in septal rupture (30). In our patient, it is hypothesized that severe left ventricular dysfunction with
elevated intracavitary pressures contributed to ASD formation. Considering the presence of moderate to severe heart
failure, immediate closure of the ASD was deferred to avoid potential elevations in pulmonary capillary wedge
pressure that could precipitate recurrent decompensation.

To exclude potential underlying predispositions, we also performed a comprehensive thrombophilia and coagulation
disorder panel, which revealed no abnormalities. The absence of genetic or acquired thrombophilic factors strengthens
the argument that the acute coronary thrombosis in this young patient was most likely precipitated by the acute,
excessive intake of energy drinks, alcohol, and cigarettes, rather than an inherent coagulation abnormality.

This case highlights important clinical lessons. First, clinicians should recognize that AMI can occur in very young
patients without traditional risk factors, particularly in the context of excessive energy drink, alcohol, and cigarette
consumption. Second, serial ECG and troponin monitoring are crucial in young patients presenting with chest pain,
regardless of initial diagnostic impressions. Third, rare but serious complications such as acquired ASD should be
considered during follow-up, especially in patients with severe ischemic injury and ventricular dysfunction.

Although prior case reports have described energy drink-related coronary events, to our knowledge, this is the
first reported case of AMI in a 22-year-old patient associated with an acquired ASD following combined excessive
consumption of energy drinks, alcohol, and cigarettes, and with a documented absence of thrombophilic disorders.

Further large-scale studies are warranted to elucidate the exact mechanisms by which energy drinks and associated
substances precipitate acute coronary events in young individuals, and to identify possible genetic or environmental
co-factors. Additionally, public health strategies should emphasize awareness regarding the cardiovascular risks of
energy drinks, particularly in adolescents and young adults prone to poly-substance use.

Clinicians should maintain a high index of suspicion for acute coronary syndromes in young patients presenting
with chest pain, especially when there is a history of poly-substance use. Serial electrocardiographic and biomarker
evaluations remain essential regardless of age or initial clinical assumptions.

This case also emphasizes the need for increased public awareness regarding the cardiovascular hazards associated
with energy drink consumption, particularly among adolescents and young adults. Future large-scale studies are
warranted to further elucidate the pathophysiological mechanisms linking these substances to acute coronary events
and to explore preventive strategies for this vulnerable population.
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Conclusion

In conclusion, this case highlights the potential for acute myocardial infarction to occur in very young individuals
without conventional cardiovascular risk factors, precipitated by excessive consumption of energy drinks in
combination with alcohol and cigarette smoking.
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SPONTAN KORONER ARTER DIiSEKSIYONU: AKUT MiYOKARD
ENFARKTUSUNDE DINAMIK BIR KLiNiK VE ANJIYOGRAFIiK SUREC

Selcuk Cakmak, Serhat Kesriklioglu, Yakup Alsancak
Necmettin Erbakan Universitesi Tip Fakiiltesi Kardiyoloji Anabilim Dall

Giris: Spontan koroner arter diseksiyonu (SCAD), 6zellikle gen¢ kadinlarda goriilen, nadir fakat 6nemli bir akut
koroner sendrom (AKS) nedenidir. Tanisal giigliikler ve tedavideki belirsizlikler nedeniyle yonetimi zorlayicidir.
Bu nedenle, klasik kardiyovaskiiler risk faktorleri olmayan genglerde AKS ayiric1 tamisinda SCAD g6z Oniinde
bulundurulmalidir.

Amagc: Kirk bes yasinda, bilinen hemorajik serebrovaskiiler olay, panik bozukluk ve hipotiroidi dykiileri bulunan
kadin hasta; gogiis agris1 sikayeti ile bagvurdu. Bagvuru EKG’sinde siniis ritmi mevcut olup, V1-V6 derivasyonlarinda
T negatifligi izlendi. Ekokardiyografide sol ventrikiil ejeksiyon fraksiyonu normal smirlarda olup, segmenter duvar
hareket kusuru saptanmadi. Yapilan HS troponin diizeyi 660 ng/L olarak 6l¢iildii (URL:14 ng/L).

Gere¢ — Yontem: NSTMI tanisiyla yapilan koroner anjiyografide sol on inen arterde (LAD) diyagonal arter
dal1 sonrasinda trombiis ile uyumlu goriiniim ile birlikte total okliizyon izlendi. Diger koroner arterler normal
goriiniimdeydi. Koroner arterlerde belirgin aterosklerotik lezyon izlenmemesi ve anjiyografik bulgular aterosklerotik
olmayan bir mekanizmay1 diisiindiirmesiyle; oncelikle Tip 4 SCAD olasilig1 degerlendirilmekle birlikte, belirgin
trombiis yiikii nedeniyle koroner emboli ayirici tanisi da géz dniinde bulunduruldu (Sekil 1A).Hemodinamik olarak
stabil, ST elevasyonu olmayan ve agrisi rahatlayan hastada, baslangicta konservatif tedavi tercih edildi. Hastaya
trombiis hakimiyeti dolayisiyla tirofiban baslandi ve prasugrel ile ylikleme yapildi. Aspirin, yiiksek doz statin, beta-
bloker ve proton pompa inhibitorii igeren tedavi altinda takip edildi. Dérdiincii giinde yapilan kontrol anjiyografide,
LAD govdesinde Tip 1 SCAD ile uyumlu goriiniim izlendi (Sekil 1B). Persistan anjiyografik lezyon ve LAD
proksimal yerlesimi nedeniyle, DES implante edildi (Sekil 2). Takibinde klinik seyri stabil olan hasta; medikal tedavi
ile taburcu edildi.

Figiir 1

Figiir 1A: i1k koroner anjiyografide LAD; diyagonal dal sonrasi trombiis ile uyumlu goriiniim esliginde
total okliizyon. Figiir 1B: Kontrol anjiyografide, LAD govdesinde Tip 1 spontan koroner arter diseksiyonu
(SCAD) ile uyumlu goriiniim.
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Figure 2

Figiir 2: LAD’ye ila¢ salimiml stent implantasyonu sonrasi final koroner anjiyografi.

Bulgular: SCAD, tanisal zorluklar ve tedavideki belirsizlikler nedeniyle yonetimi karmasik bir AKS alt grubudur.
Anjiyografik serilere gore goriilme sikligi %0,3—1,1 arasindadir. Olgularin yaklasik %70’ini kadin hastalar
olusturmakta olup, en sik tutulan LAD’dir. SCAD etiyolojisi heterojen olup; fibromiiskiiler displazi, bag dokusu
hastaliklari, hormonal faktorler, gebelik ve dogum sonrast dénem ile emosyonel veya fiziksel stres tetikleyici
faktorlerdendir. Hastamizda belirgin aterosklerotik risk faktorii bulunmamakla birlikte, panik bozukluk ve emosyonel
stres olasi tetikleyiciler olarak degerlendirildi. Tedavi yaklasimi; klinik stabilite, etkilenen damar, diseksiyonun
yaygimligina gore bireysellestirilmelidir. Hemodinamik olarak stabil ve sinirli tutulum gosteren olgularda konservatif
tedavi 6n planda tutulurken, devam eden iskemi, proksimal damar tutulumu veya genis miyokard alanini tehdit
eden lezyonlarda perkiitan girisim gerekebilir. Bu olguda baslangicta konservatif yaklasim tercih edilmis; ancak
kontrol anjiyografide persistan ve belirginlesen LAD lezyonu saptanmasi iizerine perkiitan miidahale basariyla
uygulanmistir. Bu yaklasim, SCAD yonetiminde dinamik degerlendirme ve bireysellestirilmis karar verme siirecinin
onemini vurgulamaktadir.

Sonuc¢: SCAD, geng kadinlarda goriilen nadir bir hastaliktir. Hastalarin gogu akut koroner sendrom ile bagvurur. Bu
durumla iliskili yiiksek &liim oran1 géz 6niine alindiginda, SCAD’mn erken taninmast ve teshisi dnemlidir. Ozellikle
geng ve standart aterosklerotik risk faktorleri bulunmayan hastalarda gogiis agrisinin ayirici tanisinda SCAD tanist
da dikkate alinmalidir.
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KORONER YAVAS AKIM FENOMENININ ONGORUSUNDE TRiIGLIiSERID-
GLUKOZ INDEKSIi: YENI BiR PREDIKTIiF BELIiRTEC Mi?

Omer Dogan', Mehmet Nail Bilen?
'Istanbul Universitesi-Cerrahpasa Kardiyoloji Enstitiisii/Kardiyoloji Anabilim Dal1
’Basaksehir Cam ve Sakura Sehir Hastanesi/Kardiyoloji Klinigi

Giris: Koroner yavas akim fenomeni(KYA), epikardiyal koroner arterlerde anlamli darlik olmaksizin kontrast
maddenin distal segmentlere gegisinin gecikmesi ile karakterize bir mikrovaskiiler disfonksiyondur.Klinik olarak
benign goriinmesine ragmen, KYA rekiirren anjina, miyokard enfarktiisii ve aritmilerle iliskili bulunmustur.
Patofizyolojisinde endotel disfonksiyonu, inflamasyon ve insiilin direncinin IR) rolii éne ¢ikmaktadir. Trigliserid-
glukoz(TyG) indeksi, aglik trigliserid ve glukoz degerlerinden hesaplanan ve IR’nin yansiticist olarak kabul edilen
basit bir gostergedir.Son yillarda TyG indeksinin kardiyovaskiiler risk 6ngoriisiinde kullanilabilecegine dair bulgular
artmigtir. Ancak TyG ile KYA arasindaki iligki yeterince aragtirilmamastir.

Amag: Bu ¢alismanin amaci, TyG indeksinin koroner yavas akim fenomeni ile iligkisini incelemek ve bu indeksin
KYA’y1 6ngormedeki prediktif degerini degerlendirmektir.

Gerec — Yontem: Bu retrospektif gozlemsel ¢alisma, Ekim 2020—-Eyliil 2022 tarihleri arasinda koroner anjiyografi
yapilan 187 hastayr kapsamustir. Hastalarin 91’1 KYA grubunu, 96’s1 normal koroner akimi(NKA) olan kontrol
grubunu olusturmustur. KYA tanist, epikardiyal darlik saptanmayan olgularda diizeltilmis Thrombolysis in Myocardial
Infarction (¢TFC) sayimina gore konulmustur. TyG indeksi su formiil ile hesaplanmigtir: TyG=In[ A¢lik trigliserid(mg/
dL) x Aclik glukoz(mg/dL)/2].Klinik, demografik ve biyokimyasal veriler tibbi kayitlardan elde edilmistir.Gruplar
arasi farklar uygun parametrik ve non-parametrik testlerle karsilagtirllmig; KYA ile iligkili bagimsiz belirtecler ¢ok
degiskenli lojistik regresyon analiziyle belirlenmistir. TyG’nin tanisal performansi ROC analiziyle degerlendirilmistir.
p < 0,05 istatistiksel anlamlilik sinir1 olarak kabul edilmistir. Etik onay Basaksehir Cam ve Sakura Sehir Hastanesi
Etik Kurulu’ndan alinmstir.

Sekil 1

A total of 1433 cases, who underwent coronary
angiography, were screened from medical records

1246 Cases excluded

- CSF following percutaneous coronary angioplasty
- Signi nt organic valvular heart disease

ng ive heart failure

ase
- Autoimmune and neoplastic diseases

- Severe chronic renal or hepatic insufficiency
- Active infections

187 patients included in the study after the application
of exclusion criteria

PR -

Coronary slow flow Normal coronary flow
(91 patients) (96 patients)

Figure 1. The flow diagram of the study.
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Bulgular: KYA grubunda erkek cinsiyet (%79,1 vs. %40,6; p < 0,001), sigara kullanim1 (%64,8 vs. %39,6; p=0,001)
ve hiperlipidemi (%65,9 vs. %42,7; p=0,001) anlaml1 olarak daha yiiksekti. KYA’l1 hastalarda ejeksiyon fraksiyonu
daha diistik saptandi (57,0£5,0 vs. 62,0+5,4; p < 0,001).Laboratuvar bulgularina gére KYA grubunda aglik glukozu
(113+43,8 vs. 93423,6 mg/dL; p < 0,001), trigliserid (210,4+£90,1 vs. 110,1£30,3 mg/dL; p < 0,001), iirik asit
(5,8+0,8 vs. 4,2+0,7 mg/dL; p < 0,001) ve TyG indeksi (5,0+0,2 vs. 4,3£0,6; p < 0,001) anlaml1 derecede yiiksekti.
Anjiyografik olarak diizeltilmis TFC degerleri LAD, LCx ve RCA’da KYA grubunda belirgin sekilde artmisti (p
< 0,001). TyG ile tiim koroner arterlerin TFC degerleri arasinda orta diizeyde pozitif korelasyon bulundu(r=0,44;
p < 0,001).Cok degiskenli lojistik regresyon analizinde TyG indeksi(OR: 11,2; %95 GA: 2,39-20,29; p < 0,001),
ejeksiyon fraksiyonu(OR: 0,77; p=0,013), iirik asit(OR: 7,77; p=0,001) ve cinsiyet(p=0,005) KYA’nin bagimsiz
ongordiiriiciileri olarak saptandi. ROC analizinde TyG i¢in AUC=0,951(p < 0,001; %95 GA: 0,923-0,980) olup 4,76
kesim degerinde duyarlilik %88, 6zgiillik %89 olarak hesapland.

Tablo 1

Table I. Demographic and clinical characteristics of the study population.

Patients with Patients with
coronary slow flow normal coronary flow

Parameters [n=91) (n = 96) p-value
Age (years) 51.5+£96 50.6 £9.9 0.514
Male, n (%) 72 (79.1) 39 (40.6) < 0.001
Smoker, n (%) 59 (64.8) 38 (39.6) 0.001
Ejection fraction, % 570+ 50 62.0+54 < 0.001
Medical history, n (%)
Diabetes mellitus 7(17) 5(5.2) 0.488
Hypertension 14 (15.6) 13 (13.5) 0.697
Hyperlipidemia 60 (65.9) 41 (42.7) 0.001
Treatment, n (%)
Beta blocker 15 (16.5) 5(5.2) 0.017
ACE-I/ARB 10 (11) 14 (14.6) 0.463
Acetylsalicylic acid 22(24.2) 11 (1L.5) 0.023
Laboratory findings
Fasting glucose (mg/dl) 113.0 £ 43.8 93.0 &+ 23.6 <0.001
Triglyceride/glucose index 5002 43£06 <0.001
Triglyceride (mg/dl) 210.4 +90.1 110.1 £30.3 < 0.001
AST (IU/L) 248+9.2 2444103 0.754
ALT (IU/L) 260+99 238+11.1 0.186
Uric acid (mg/dl) 5808 42+07 < 0.001
Creatinine (mg/dL) 0.8=0.1 0.8+0.2 0.443
Sodium (mEg/L) 139.5+2.7 138.8+£29 0.125
Potassium (mEq/L) 44+04 43+04 0.357
Total cholesterol (mg/dl) 208.0 =40.7 191.7 £ 46.5 0.016
LDL cholesterol (mg/dl) 124.9 + 34.3 110.0 £37.8 0.008
HDL cholesterol (mg/dl) 34555 43,5+ 10.8 <0.001
Hemoglobin (g/dL) 14.6 £ 1.6 13.7£ 1.9 0.001
Angiographic data
LADFC 435+58 31.2+£2.0 <0.001
LCXFC 29.3+41 214+ 1.6 <0.001
RCA FC 30,0+£74 195+ 1.8 <0.001

LAD, left anterior descending; CX, CX circumflex artery; RCA, right coronary, ACE-I, angiotensin-converting enzyme
inhibitor; ARB, angiotensin-receptor blockers; AST, aspartate aminotransferase; ALT, alanine aminotransferase; LDL, low-
density lipoprotein; HDL, High-density lipoprotein; LAD, left anterior descending artery; LCX, circumflex artery; RCA, right
coronary artery; FC, corrected TIMI frame count.
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Tablo 2
Table Il. Univariate and multivariate logistic regression analyses of predictors of slow coronary flow.
Univariate Multivariate
Parameters OR 95% CI P OR 95% ClI P
Age 1.009 0.980-1.039 0.552

Gender 5.538 2.894-10.600 <0.001 0.451 0.206-0.782 0.005

Smoke 2.814 1.554-5.095 0.001 1.500 0.188-11.949 0.702

EF 0.834 0.781-0.889 <0.001 0.769 0.626-0.946 0.013

TG/glucose index 9.956 3.459-18.868 <0.001 11.219 2.387-20.290  <0.001

Uric acid 9.361 5.043-17.376 <0.001 7767 2.776-19.755 0.001

Hemoglobin 1323 1.111-1.575 0.002 0.851 0.369-1.960 0.704

EF, gjection fraction; TG, triglyceride.
Tablo 3
Table lll. Demographic and clinical characteristics of the study population.

Spearman LAD-FC LCX-FC RCA-FC
TG/G index r 0.448 0.437 0.437
P <0.001 <0.001 <0.001

TG/G, triglyceride/glucose index; LAD, left anterior descending artery; LCX, circumflex artery; RCA, right coronary artery; FC,
corrected TIMI frame count.
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Sonu¢: TyG indeksi, koroner yavas akim fenomeninin giiclii ve bagimsiz bir prediktorii olarak bulunmustur.
TyG’nin kolay hesaplanabilir ve diisiik maliyetli olmasi, klinik pratikte KYA agisindan yiiksek riskli hastalarin
erken tanimlanmasinda yararli olabilecegini gostermektedir.Bulgular, insiilin direncinin KYA patofizyolojisindeki
roliinii desteklemekte ve TyG’nin kardiyovaskiiler risk dngoriisiinde kullanilabilirligini vurgulamaktadir.Sonuglarin
dogrulanmasi i¢in genis 6rneklemli, prospektif ¢aligmalara ihtiyag¢ vardir.
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RENAL FONKSIYONUN EKG YANSIMASI: MORFOLOJi-VOLTAJ-P
DALGASI SURESIi (MVP) SKORU ILE BOBREK FONKSiYONU
ARASINDAKI iLiSKI

Melike Kaya', Abdullah Omer Ebeoglu?, Sevval ilke Ebeoglu', Melih Goziinke?, Tanya Camuz', Hasan Ali Barman',
Omer Dogan'

'Istanbul Universitesi-Cerrahpasa Kardiyoloji Enstitiisii

’[stanbul Bagcilar Egitim ve Arastirma Hastanesi

Giris: Kronik bobrek hastaligi (KBH), atriyal yapisal ve elektriksel yeniden yapilanma {izerinden atriyal fibrilasyon
(AF) ve iligkili tromboembolik olaylara zemin hazirlayan yiiksek riskli bir klinik spektrumdur. Atriyal elektriksel
disfonksiyonun yilizey EKG ile erken ve pratik bicimde saptanabilmesi, 6zellikle eGFR’si azalan hasta popiilasyonunda
risk smiflamasi ve hedefli izlem stratejileri agisindan kritik 6nem tasir. P-dalgasinin morfolojisi, voltaji ve siiresi
atriyal iletim heterojenitesini yansitan olgiitlerdir. Bu parametreleri tek bir kompozit 6l¢iitte birlestiren Morphology—
Voltage—P-wave duration (MVP) skoru, atriyal elektriksel yeniden yapilanmanin erisilebilir bir gostergesi olarak dne
¢ikmakla birlikte renal fonksiyonla iligkisi net degildir.

Amag: Farkli eGFR diizeylerinde renal fonksiyon ile MVP skoru arasindaki iliskiyi degerlendirmek ve MVP’nin
KBH’de subklinik atriyal elektriksel disfonksiyon/aritmi yatkinligin1 yansitan erisilebilir bir belirte¢ olma
potansiyelini incelemek.

Gere¢c — Yontem: Tek merkezli, retrospektif-kesitsel gozlemsel ¢alismaya Ocak 2025-Temmuz 2025 arasinda
degerlendirilen ve inceleme sirasinda sinis ritminde olan 90 eriskin dahil edildi. eGFR’ye gore hastalar > 60, 30—
59 ve < 30 mL/dk/1.73 m? olarak gruplandi. Standart 12 derivasyon EKG’den P-dalgas1 morfolojisi/voltaji/siiresi
temel alinarak MVP skoru hesaplandi; ekokardiyografik, demografik ve laboratuvar degiskenler kaydedildi. eGFR
ile MVP arasindaki iliski korelasyon analizi ile, bagimsiz belirleyiciler ise ¢cok degiskenli dogrusal regresyon ile
degerlendirildi.

Bulgular: MVP skoru, eGFR kétiilestikce belirgin ve kademeli bicimde artt1 (sirasiyla 1.33+0.61; 2.63+1.03;
4.64+1.26; p < 0.001). eGFR ile MVP arasinda giiglii ters yonlii korelasyon saptandi (r=0.774; p < 0.001). Cok
degiskenli analizde eGFR (p=0.519; p < 0.001), sol atriyum ¢ap1 (f=0.396; p < 0.001) ve erkek cinsiyet (f=0.133;
p=0.029) daha yiiksek MVP skorunun bagimsiz belirleyicileri olarak kaldi; model MVP varyansinin %63 iini
acikladi (diizeltilmis R>=0.63).
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$ekil 1. Glomeriiler filtrasyon hizi (eGFR) kategorilerine gére MVP skorlarinin
karsilastirilmasi
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Estimated Glomerular Filtration Rate (mL/min/1.73 m*)

Sekil 2. MVP skoru ile tahmini glomeriiler filtrasyon hizi (eGFR) arasinda
negatif korelasyon (R? = 0.572, p < 0.001)

Sonug: Renal fonksiyon azalmasi, atriyal boyutlanma ve cinsiyetten bagimsiz olarak daha yiiksek MVP skoru ile
giiclii bicimde iliskilidir. Bulgular, MVP skorunun KBH’de atriyal elektriksel yeniden yapilanmanin erken ve diigiik
maliyetli bir EKG belirteci olarak klinik risk stratifikasyonuna katki saglayabilecegini diisiindiirmektedir. Prospektif
ve ¢ok merkezli ¢aligmalarla MVP’nin AF ve klinik sonlanimlart 6ngérme performansinin dogrulanmasi, KBH
hastalarinda kisisellestirilmis izlem ve 6nleyici stratejiler i¢in rasyonel bir zemin olusturabilir.
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EMOSYONEL STRES SONRASI GELISEN OSTEAL LAD KAYNAKLI
ANTERIOR ST YUKSELMELI MiYOKART ENFARKTUSU (STEMI)’YE
BAGLI VENTRIKULER FiBRILASYON

Gokhan Sonmez, Emre Berk Erkip
Kiitahya Saglik Bilimleri Universitesi,Kardiyoloji Anabilim Dali

Giris: Geng eriskinlerde emosyonel stresin tetikledigi akut miyokard infarktiisii nadir goriilmekle birlikte, ciddi
komplikasyonlar ile seyredebilir.

Amagc: Bu olguda, emosyonel stres sonrasi gelisen ve primer osteal sol 6n inen arter (LAD) total okliizyonuna
bagl anterior ST yiikselmeli miyokard infarktiisii (STEMI) tablosunun, ventrikiiler fibrilasyon ile komplike seyrini
sunmay1 amagladik.

Gere¢ — Yontem: Emosyonel stres sonrasi gelisen osteal LAD kaynakli anterior ST Yiikselmeli Miyokart Enfarktiisii

Bulgular: Otuz yasinda erkek hasta, sigara kullanim1 disinda bilinen kardiyovaskiiler risk faktorii olmaksizin, yogun
emosyonel stres sonrasi ani baglayan, sol kola yayilan baski tarzinda gogiis agrisi ve ¢arpint1 sikayeti ile acil servise
bagvurdu. Hastanin bilinen KAH veya ailesel erken yas kardiyovaskiiler hastalik dykiisii bulunmamaktaydi.Bagvuru
aninda hastanin genel durumu iyi, bilinci agik ve koopereydi.Vital bulgular:*Kan basinci: 120/80 mmHgeNabiz:
90/dk+Oksijen satiirasyonu: %97+Viicut 1sis1: 36,5°CEKG’de siniis ritmi mevcuttu. V1-V4 derivasyonlarinda
belirgin ST segment elevasyonu ve hiperakut T dalgalar izlendi (Sekil 1). Bu bulgular ile hasta akut anterior ST
yiikselmeli miyokart enfarktiisii (STEMI) tanist ald1 ve gecikmeksizin primer perkiitan koroner girisim (PKG)
planlandi.Koroner Anjiyografi ve GirisimHasta acil olarak kateter laboratuvaria alindi. Koroner anjiyografide:*Sol
ana koroner arter (LMCA): NormaleSol 6n inen arter (LAD): Osteal segmentte %100 total okliizyoneSirkumfleks
arter (CX): Normal*Sag koroner arter (RCA): NormalOsteal LAD tikanikliginin genis miyokart alanini beslemesi
ve yiiksek riskli anatomik lokalizasyonu nedeniyle hizli reperfiizyon hedeflendi (Sekil 2).Sol koroner sistem EBU
3.5 guiding kateter ile kaniile edildi. Lezyon tel ile gecildikten sonra, 2.25 x 15 mm balon ile perkiitan transliiminal
koroner anjiyoplasti (PTCA) uygulandi (Sekil 3). Balon dilatasyonu sonrasi minimal akim saglandi.Periprocedural
KomplikasyonGirisim sirasinda hasta ani olarak ventrikiiler fibrilasyon gelistirdi. Hizli sekilde defibrilasyon
uygulanarak siniis ritmi yeniden saglandi. Hemodinamik stabilite korunarak isleme devam edildi.Ardindan LAD
osteal lezyonuna 3.5 x 22 mm ilag salinimli stent implante edildi. TIMI 3 akim elde edildi ve rezidiiel darlik izlenmedi
(Sekil 4). Islem komplikasyonsuz sekilde tamamlandi.Laboratuvar ve Gériintiileme Bulgular1 Hs troponin diizeyi
12 ng/L iken, 48. saatte 1874 ng/L’ye yiikselerek tipik enfarktiis egrisi gdsterdi.Lipoprotein(a): 0,275 g/L (0-0,3)
Ekokardiyografi:*Sol ventrikiil ejeksiyon fraksiyonu (EF): %40¢Apeks ve anterior duvarda hipokinezieHafif mitral
yetersizlikePerikardiyal efiizyon saptanmadiizlem siirecinde seri EKG’lerde ST segmentlerinde belirgin rezoliisyon
izlendi.Klinik SeyirHasta koroner yogun bakim {initesinde yakin izleme alindi.

122



05Ky
3 o

= o EAS H[g?:l?rl Hostaliklar
‘0 N Ainorsesiorasi Derne
RN RS Society
remmen omeasa G€NC Kalp Krizleri
Tedaviden Korunmaya — p
Tum Yt')nleriyle: 20-21$ubat 2026 | Novotel Bosphorus, istanbul
TURKIYE’DE BIRILK | Nk
_
Sekil -1: Anterior derivasyonlarda ST segment Sekil- 4:islem sonrasi LAD’de TIMI-3 Akim

elevasyonu T sivriligi

Sonu¢: Bu olgu, gen¢ hastalarda emosyonel stresin
akut koroner trombozu tetikleyebilecegini ve bunun
Sekil-2: LAD proksimalden total oklude goriintiisii  ciddi miyokard hasari ile yasami tehdit eden ventrikiiler
aritmilerle komplike olabilecegini gdstermektedir.
Ozellikle osteal LAD tikamkligi, genis miyokart
alanini etkilemesi nedeniyle yiiksek mortalite ve aritmi
riski tagimaktadir.Geleneksel kardiyovaskiiler risk
faktorlerinin yoklugunda dahi, emosyonel stres sonrasi
gelisen gogiis agrist ciddiyetle degerlendirilmelidir.
Bu olgu, erken EKG degerlendirmesi ve hizli primer
PKG’nin, gen¢ popiilasyonda dahi mortaliteyi ve
kalici miyokart hasarmi belirgin sekilde azalttigin
vurgulamaktadir.
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PROGRESSIVE DEEP VEIN THROMBOSIS UNDER THERAPEUTIC LOW
MOLECULAR WEIGHT HEPARIN IN A PREGNANT PATIENT WITH
HOMOZYGOUS FACTOR V LEIDEN MUTATION

Can Baba Arin
Dr. Siyami Ersek Thoracic and Cardiovascular Surgery Training and Research Hospital, Department of Cardiology, Istanbul,
Tiirkiye

Introduction: Pregnancy is a physiologically hypercoagulable state associated with an increased risk of venous
thromboembolism. This risk is markedly amplified in the presence of inherited thrombophilia, particularly homozygous
factor V Leiden mutation. Low molecular weight heparin is the standard treatment for venous thromboembolism
during pregnancy; however, thrombus progression despite therapeutic anticoagulation is rare and represents a
significant management challenge. We present a high-risk pregnant patient who developed progressive deep vein
thrombosis under therapeutic low molecular weight heparin therapy.

Aim: To present a high-risk pregnant patient with homozygous factor V Leiden mutation who developed progressive
deep vein thrombosis despite therapeutic low molecular weight heparin therapy, highlighting the challenges in
management.

Materials — Methods: A 30-year-old pregnant woman at 16 weeks of gestation presented with pain and swelling
of the left lower extremity. Doppler ultrasonography demonstrated deep vein thrombosis in the left lower extremity.
Therapeutic anticoagulation with enoxaparin sodium 6000 IU administered subcutaneously twice daily was initiated.
Thrombophilia screening was performed to determine the underlying etiology, and the patient was followed clinically
and radiologically with serial Doppler ultrasonography.

Findings: Thrombophilia screening revealed a homozygous factor V Leiden mutation. Despite approximately two
months of therapeutic low molecular weight heparin treatment, the patient showed no clinical improvement. Follow-up
Doppler ultrasonography demonstrated persistence of the existing thrombus and the development of a new thrombus
in the left lower extremity. These findings indicated thrombus progression under therapeutic anticoagulation. The
patient was considered to be at high risk for pulmonary embolism.
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Progressive deep vein thrombosis under therapeutic low molecular weight heparin
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[kiTarafli Alt Ekstremito Vandz Sistem Renkli Doppler Ultrasonografi Incelemesi
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Color Doppler ultrasonography demonstrating persistence of the initial thrombus with newly
developed thrombus formation in the left lower extremity veins despite therapeutic low molecular weight
heparin therapy.

Progression of deep vein thrombosis despite therapeutic LMWH
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Follow-up color Doppler ultrasonography demonstrating progression of deep vein thrombosis with newly
developed thrombus formation under therapeutic low molecular weight heparin therapy.
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Clinical And Radiological Findings Of The Case

Parameter Finding
Age 30 years
Gestational age 16 weeks

Homozygous factor V

flhenbophnis Leiden mutation

Deep vein thrombosis of

Initial imaging left lower extremity

Persistent thrombus with

Follow-up imaging new thrombus formation

Summary of clinical course and Doppler ultrasonography findings

Conclusion: Homozygous factor V Leiden mutation is associated with a markedly increased risk of venous
thromboembolism during pregnancy. Thrombus progression despite therapeutic low molecular weight heparin
represents treatment failure and necessitates urgent reassessment of anticoagulation strategy. This case emphasizes
the importance of individualized and multidisciplinary management approaches in high-risk pregnant patients with
inherited thrombophilia.
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FORGED IN THE DEPTHS: AUTONOMIC AND CARDIAC ADAPTATIONS
IN ELITE COMBATANT DIVERS AFTER INTENSIVE TRAINING CAMP

Siiha Asal', Sahhan Kilig!, Yavuz Aslan?, Mertan Acar®, Samet Yavuz’, Mert Babaoglu*, Serkan Dilmen’, Akin Torun®,
Murat Selguk’, Tufan Cinar®

'Corlu State Hospital, Department of Cardiology, Tekirdag, Tiirkiye

’Health Sciences University Sultan 2. Abdulhamid Han Training and Research Hospital, Department of Undersea and
Hyperbaric Medicine, Istanbul, Tiirkiye

3Turkish Naval Forces Underwater and Salvage Command, Istanbul, Tiirkiye

“Health Sciences University Sultan 2. Abdulhamid Han Training and Research Hospital, Cardiology, Istanbul, Tiirkiye
SBayrakli City Hospital, Department of Cardiology, Izmir, Tiirkiye

°Liv Hospital Vadiistanbul, Department of Cardiology, Istanbul, Tiirkiye

"Health Sciences University Sehit Prof. Dr. Ilhan Varank Training and Research Hospital, Department of Cardiology, Istanbul,
Tiirkiye

8University of Maryland Medical Center Midtown Campus, Internal Medicine, Baltimore, United States of America

Introduction: Armed forces require well-trained, physically and mentally fit personnel. Elite combatant divers are
selected from highly fit candidates and undergo rigorous training involving extreme stress. This training is repeated
periodically throughout their careers, subjecting divers to significant physical and psychological demands. Optimal
cardiovascular and autonomic function are crucial for their performance. This study aimed to evaluate the effects of
an intensive training camp on heart rate variability (HRV), echocardiographic parameters, and mood states in elite
military divers.

Aim: This study assessed the physiological and psychological impact of an intensive military diving training camp,
focusing on autonomic balance, cardiac function, and mood state adaptations. By analyzing HRV parameters,
echocardiographic measurements, and mood scale assessments, we aimed to determine whether such training
enhances cardiovascular efficiency and psychological resilience in elite combatant divers.

Materials — Methods: Seven elite combatant divers underwent assessments before and after an intensive training
camp at a Naval Forces Base. The program included static apnea, dynamic apnea, and freediving with varying weights,
both with and without oxygen supply. HRV parameters, including time-domain and frequency-domain indices, were
measured after a 1-day resting period using the Polar H10 device. Transthoracic echocardiography was performed
to evaluate cardiac structure and function. The Brunel Mood Scale (BMS) was used to assess psychological state.
Statistical analyses determined pre- and post-training differences.

Findings: Significant changes in HRV indices were observed, indicating improved parasympathetic activity and
reduced sympathetic dominance. Resting heart rate significantly decreased (p=0.045), RMSSD increased (p=0.028),
and parasympathetic nervous system activity improved (p=0.018). Mean RR interval increased (p=0.028), while LF/
HF ratio declined (p=0.018), reflecting enhanced autonomic regulation. SDNN and stress index remained unchanged.
Echocardiographic findings showed no significant alterations in left ventricular ejection fraction (p=0.34) or other
key structural parameters, confirming preserved myocardial function.Regarding mood states, the BMS showed a
significant increase in vitality (p=0.017), while fatigue, anger, and tension remained stable, suggesting enhanced
psychological resilience.
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Table 1-Heart rate variability parameters

Heart Rate Variability | Pre-exercise (n=7) Post-exercise (n=7) P value
Parameter
Heart rate 68 (63-74) 62 (61-64) 0.045
RMSSD 43 (34-57) 57 (43-64) 0.028
PNS -0,17 (-0,68-0,45) 0,54 (0,34-1) 0.018
SNS -0,18 (-0,37-0,20) 0,62 (-0,75-0,52) 0.176
Mean RR 879,74 (807,3-944,9) 985,47 (936,4-1055,3) | 0.028
SDNN 55,1 (47,1-78,8) 50,5 (46,6-67) 0.237
Poincare SD1 30,7 (23,7-40,2) 40,2 (30,4-45,1) 0.028
Poincare SD2 71,8 (62,2-86) 61,5 (55,5-85,2) 0.091
Stress index 8,2 (6,45-8,56) 8,1(6,2-8,3) 0.866
RR 9(8,1-11,2) 11,6 (10,1-17,2) 0.018
LF power 2304 (1830-5436) 1376 (793-2822) 0.063
HF power 653 (324-1050) 1076,3 (588-1447) 0.345
LF % 80,8 (76,8-86,9) 65,7 (54,6-70) 0.018
HF% 19,2 (13-23) 34,2 (29,9-45,4) 0.018
LF/HF ratio 4,2 (3,3-6,7) 1,92 (1,20-2,34) 0.018
Table 2-Brunel mood score results
Brunel Mood Scale Pre-exercise (n=7) Post-exercise (n=7) P value
Anger 0(0-1) 0 (0-0) 0.180
Confusion 0(0-0) 0 (0-0) 1
Depression 0(0-0) 0 (0-0) 1
Tired 0(0-3) 0 (0-0) 0.577
Tension 0(0-2) 0 (0-0) 0.180
Vigour 8 (7-8) 15 (12-16) 0.017

Conclusion: An intensive training camp improved autonomic regulation, as evidenced by favorable HRV adaptations,
without compromising myocardial function. Psychological well-being also improved, as reflected by increased
vitality. These findings highlight the importance of structured training programs in enhancing both cardiovascular
and mental resilience in elite combatant divers.
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