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Alkol tuketimi ve alkolizm ylksek bir mortalite ve morbiditeye sahip saglik sorunlarina yol agmaktadir. Asiri dozda alkol
tlketimi 6nemli bir kalp dokusu hasari olusturarak ani 6limlere neden olmaktadir. Alkolin olusturdugu kalp dokusu hasarinin
mekanizmasi tam olarak bilinmese de reaktif oksijen tlrlerinin olusumu, asetaldehidin protein adduktlari olusturmasi,
mitokondri fonksiyonlarinin degismesi gibi sebeplerin kalp dokusuna zarar verdigi distinilmektedir. Kardiyovaskdler
hastaliklar gelismis ve gelismekte olan Ulkelerde goérilen élimlerin baglica sebeplerinden birisidir. Kardiyovaskiler hastaliklar
icinde en sik gorileni de miyokart infarktlist (MI)'dur. MI, yetersiz doku perfiizyonundan kaynaklanan uzamis iskemi sonucu
meydana gelen geri dontstimsiiz miyokart hiicre hasari ve nekrozudur. Calismada MI'a bagl apoptotik hiicre 6lumu Gzerine
kronik alkol kullaniminin etkisi ve kalpain inhibitoérii-1 kullaniminin rat kalp dokusu tzerindeki koruyucu roli biyokimyasal,
histolojik ve morfometrik olarak ortaya konulmaya calisildi. Calismamizda erkek Wistar Albino cinsi ratlar kullanildi. Ratlar
kontrol, ¢bzlci, alkol, miyokart infarktls, alkol+miyokart infaktlsu ve alkol+miyokart infarktlisi+inhibitdér grubu olmak
lizere 18'er rattan olusan 6 gruba ayrildi. Rat kalplerinde miyokartiyal hasarin yol agtigi apoptozun géstergesi olarak sitokrom
c duizeylerinin kontrol grubu ile karsilastirildiginda alkol, MI ve alkol+MI gruplarinda (p<0,001) ve kaspaz 3 dizeylerinin alkol
(p>0,05), MI (p<0,001) ve alkol+MI (p<0,001) gruplarinda istatiksel olarak artmis oldugu, sitokrom c saliniminda rol
oynayan mitokondriyal kardiyolipin igeriginin alkol, MI ve alkol+MI gruplarinda azalmis oldugu (p<0,001) ve apoptozun
tetiklenmesinde rol aldigi bilinen sistein proteazlardan kalpain diizeylerinin arttigi ve bu artisin istatiksel olarak anlamli
olmadigi (p>0,05) bulundu. Alkol+MI grubu ile karsilastirildiginda inhibitér grubunda kalpain dlzeyleri (p<0,05), kaspaz
dlzeyleri (p<0,001) ve sitokrom c diizeylerinin (p<0,001) azaldigi, kardiyolipin igeriginin (p<0,001) arttigi gérulmustir. MI
gostergesi olarak EKG (elektrokardiyogram) olgimleri yapildi ve kan serumlarinda kreatin kinaz MB (CK-MB) dlzeyleri
olglldld. Serum CK-MB enziminin kontrol grubuna goére MI (p<0,001), alkol (p<0,001) ve alkol+MI gruplarinda (p<0,05)
arttigi ve inhibitér grubunda MI grubuna gore disme (p<0,05) oldugu gozlendi. Histolojik 6zellikler ve doku hasarinin
incelenmesi sonucu, alkollin tek basina sadece hemoraji ve 6dem bulgularinda arttirici etkisi gdzlendi. MI ise tim
histopatolojik kriterler agisindan ciddi hasar yaratmisti. Alkoltin MI ile birlikte bu hasarlari biraz daha arttirdigi gézlendi.
Alkol+MI grubuna kalpain inhibitoru ile tedavi uygulandiginda, kalpain inhibitériinin istatistiksel olarak sadece miyokartiyal
fragmentasyon ve cizgilenme kaybinda azalmaya yardimci oldugu, diger histopatolojik kriterler agisindan ise anlamli olmayan,
ancak iyilesmeye yardimci olabilecek bir ajan oldugu izlendi. Morfometrik inceleme sonucu, alkol ve MI ile artan infarkt alani
yuzdesi alkol+MI grubunda gok daha fazlayken, alkol+MI+kalpain inhibitér grubunda azalmistir. Sonug olarak MI'a bagl
apoptotik hicre 6lumi Gzerine kronik alkol kullaniminin etkisinin hiicre 6lumunt tetikleme kapasitesine sahip oldugu,
biyokimyasal, histolojik ve morfometrik incelemeler sonucu kalpain inhibitériiniin apoptozu azaltabilecedi bulundu. Kalpain
inhibitéru 1'in alkol ve MI nedeniyle olusan miyokartiyal apoptozu ortadan kaldirabilecek terapotik yaklagimlara katki
saglayabilecedini diisinmekteyiz.

Excessive alcohol consumption and alcoholism causes healht disorders with high mortality and morbidity. Excessive acute
alcohol consumption causes sudden deaths due to serious injuries in cardiac tissues. Although exact mechanism of cardiac
tissue damage caused by alcohol is unknown reactive oxygen species, protein adducts formed by acetaldehyde and
mitochondrial dysfunction are proposed as possible mechanisms. Cardiovascular disease is one of the main reasons for deaths
in the developed and developing countries. Myocardial infarction (MI) is the most common form of cardiovascular diseases. MI
is irreversible myocardial cell damage and necrosis caused by prolonged ischemia due to inadequate tissue perfusion. In this
study, the effect of chronic alcohol abuse on apoptotic cell death due to MI and the protective role of calpain inhibitor 1 on the
heart tissue of rats were determined by biochemical, histological and morfometric methods. Male Wistar Albino rats were used
and six groups with eighteen rats in each (control, vehicle, alcohol, myocard infarction, alcohol+myocard infarction and
alcohol+inhibitor +myocard infarction) were included in our study. As an indicator of myocardial damage result of chronic
alcohol consumption and MI caused apoptosis in the heart tissue of rats, compared with control group cytochrome c levels
(p<0,001) were found to be high significantly in alcohol, MI and alcohol+MI groups and caspase 3 levels were found to be
high significantly in alcohol (p>0,05), MI (p<0,001) and alcohol+MI (p<0,001) groups, the levels of mitochondrial cardiolipin
contents that play role in release of cytochrome c a were found to be low significantly in alcohol, MI and alcohol+MI groups
(p<0,001) and the levels of the proteases that play role in triggering apoptosis, such as capain, were found to be high and
not statistically significant (p>0,05). Increased calpain (p<0,05), caspase (p<0,001) and cytrochrome c (p<0,001) levels in
alcohol+MI group were decreased compared with alcohol+MI+calpain inhibitory group. ECG (electrocardiogram)
measurement was made and blood serum of creatine kinase MB (CK-MB) levels were measured as a marker of MI. Serum CK-
MB levels were increased significantly in MI (p<0,001), alcohol (p<0,001) and alcohol+MI (p<0,05) groups compared with
control group and decreased inhibitory group significantly (p<0,05) compared with MI group. As a result of histological
features and examination of tissue damage, only alcohol was increased hemoragy and edema. MI was created serious
damage for the purposes of histopathological criteria. This damage was slightly increased together with alcohol+MI. When
alcohol + MI group treated with calpain inhibitor, the calpain inhibitor a statistically significant reduction in myocardial
fragmentation and loss streak to help, other histopathological criteria are not significant, however, was found to be an agent
that can help you improve. Result of morphometric examination, percentage of infarct size increased with alcohol and MI
group but this increment was higher too in alcohol+MI group and percentage of infarct size decreased alcohol + MI + calpain
inhibitor group. As a result of, we found that chronic alcohol abuse is capable of triggering apoptotic cell death due to MI,
calpain inhibitory with biochemical, histological and morfometric experiment may reduce apoptosis. We think that calpain
inhibitor 1 may contribute to eliminate therapeutic approaches myocardial apoptosis due to alcohol and MI.
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