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Abstract : Objective To investigate the relationship between serum survivin,adenosine triphosphate bind-
ing cassette transporter A1 (ABCA1) and poor coronary collateral circulation (CCC) in patients with single
coronary artery occlusion in acute myocardial infarction (AMI). Methods A total of 155 patients with single
coronary artery occlusion in AMI admitted to Handan Fist Hospital from May 2021 to May 2023 were selected
as the study objects,and were divided into poor CCC group (7 =80) and good CCC group (n=75) according
to their CCC status. Serum survivin and ABCA1 levels were compared between the two groups,univariate and
multivariate Logistic regression models were used to analyze the influencing factors of poor CCC,and the effi-
cacy of serum survivin and ABCA1 in predicting poor CCC was analyzed by receiver operating characteristic
curve. Results Compared with good CCC group,serum survivin and ABCA1 in poor CCC group were signifi-
cantly decreased,and the difference was statistically significant (P<C0. 05). Compared with good CCC group,
Gensini score,creatinine kinase isoenzyme-MB (CK-MB) , Killip heart function grade =1l and history of hy-
pertension in poor CCC group were significantly increased, and the differences were statistically significant
(P<C0. 05). Multivariate Logistic regression model showed that high Gensini score, high CK-MB, Killip heart
function grade = Il and history of hypertension were risk factors for poor CCC (P <C0. 05) , while high sur-
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vivin and high ABCA1 were protective factors (P<C0. 05). The area under the curve,sensitivity and specificity

of the two indexes combined to predict poor CCC were 0. 949,90. 70% and 92. 52% , which were significantly

better than the single detection. Conclusion Serum survivin and ABCAIL are closely relate to poor CCC in pa-

tients with single coronary artery occlusion in AMI, the lower the serum levels of survivin and ABCA1, the

greater the risk of poor CCC,the combine detection of the two has a high predictive value for poor CCC in pa-

tients with single coronary artery occlusion in AMI.
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