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Abstract:Objective To investigate the correlation between serum homeodomain interacting protein ki-
nase 2 (HIPK2) ,annexin A5 (ANXAS5) and coronary stenosis and prognosis in patients with acute myocardial
infarction (AMD). Methods A total of 277 AMI patients who received interventional treatment in this hospi-
tal from January 2021 to July 2023 were selected as the AMI group,and another 140 cases with normal or very
mild stenosis in coronary angiography during the same period were selected as the control group. According to
the degree of coronary artery stenosis (Gensini score) , the AMI patients were divided into mild coronary arter-
y stenosis group (86 cases), moderate coronary artery disease group (111 cases) and severe coronary artery
disease group (80 cases). According to the prognosis,they were divided into poor prognosis group (80 cases)
and good prognosis group (197 cases). Enzyme-linked immunosorbent assay was used to detect the serum
HIPK2 and ANXADS5 levels. Spearman correlation analysis was used to analyze the correlation between serum

HIPK2 and ANXADS levels and Gensini score in patients with AMI. Multivariate unconditional Logistic regres-
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sion was used to determine the relationship between serum HIPK2 and ANXAS5 levels and prognosis of AMI
patients. Receiver operating characteristic (ROC) curve was used to analyze the predictive efficiency of serum
HIPK2 and ANXAS5 levels on prognosis of AMI patients. Results
um HIPK2 level in the AMI group increased and the ANXAS5 level decreased,and the differences were statisti-

Compared with the control group.the ser-

cally significant (P <C0. 05). The serum HIPK2 levels in the mild coronary artery stenosis group, moderate
coronary artery stenosis group and severe coronary artery stenosis group increased successively, while the
ANXAS levels decreased successively, and the differences were statistically significant (P <0. 05). Gensini
score was positively correlated with serum HIPK2 level and negatively correlated with serum ANXAS5 level in
AMI patients (P<C0.05). The Gensini score of AMI patients was positively correlated with the serum HIPK2
level (+=0.785,P<0.05),and negatively correlated with the serum ANXAS5 level (r=—0. 798, P <C0. 05).
Compared with the good prognosis group,the serum HIPK2 level in the poor prognosis group increased (P <<
0.05) ,and the ANXAS5 level decreased (P<C0. 05). After adjusting for confounding factors,high HIPK2 was
an independent risk factor for poor prognosis in AMI patients (P <C0. 05) ,and high ANXA5 was an independ-
ent protective factor (P<C0. 05). The area under the curve of the combined prediction of serum HIPK2 and
ANXADS levels for the prognosis of AMI patients was 0. 875, which was greater than 0. 778 and 0. 784 predic-
ted by serum HIPK2 and ANXAS5 levels alone (P <C0. 05). Conclusion The serum HIPK2 level is increased
and the ANXAS level is decreased in patients with AMI, which is related to the aggravation of coronary steno-

sis and the poor prognosis. The combination of serum HIPK2 and ANXAS5 levels is more effective in predic-

ting the prognosis of patients with AMI.
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