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Effects of Polypeptide K-YFAE on Proliferation and Hypoxia

Tolerance of H9C2 Cardiomyocytes
WANG Kao—shan, ZHU Li"

(College of Medicine, Yangzhou University, Y angzhou 225008, Jiangsu, China)

Abstract: To observe the effects of polypeptide K-YFAE on the proliferation and hypoxia tolerance of H9C2
cardiomyocytes, HOC2 cardiomyocytes were cultured in vitro and divided into control and polypeptide groups.
In the control group, only 10% dimethyl sulfoxide (DMSO) and fetal bovine serum (FBS) were used, and in the
polypeptide groups, different concentrations (10 pmol/L, 20 pmol/L and 50 pwmol/L) of polypeptide K-YFAE
were added. After 7 days, CCK-8, flow cytometry and qPCR were conducted to observe the effects of K-YFAE
on the proliferation of H9C2 cardiomyocytes. After hypoxia treatment in three—gas incubator, the cells were
grouped, for apoptosis detection by both TUNEL assay and flow cytometry, and for apoptosis—related genes by
qPCR. The results showed that, compared with the control group, the intervention of K-YFAE promoted H9C2
cardiomyocytes to enter the proliferation phase and decreased their apoptosis, which means that K-YFAE
may not only promote the proliferation of HO9C2 cardiomyocytes, but also increase their hypoxia tolerance.
Key words: polypeptide K-YFAE; HIC2 cardiomyocytes; cysteine—rich intestinal protein 2 (Crip2); Wnt sig—
naling pathway; heart development; heart regeneration
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Fig.3 Detection of HIC2 cardiomyocyte proliferation by flow cytometry
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