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Effect of Mitochondrial ATP - sensitive Potassium Channel Opener on Myocardial Cells in Rats with Coronary Heart Disease and Its Mecha-
nism. Xie Yuxia, Jiang Haibing, Yang Jie, et al. The Second Department of Cardiovascular Medicine, Affiliated Hospital of Traditional
Chinese Medicine of Xinjiang Medical University, Xinjiang Medical University, Xinjiang 830000, China

Abstract Objective To investigate the effect and mechanism of mitochondrial ATP — sensitive potassium channel opener on myo-
cardial cells in rats with coronary heart disease. Methods Fifty SD rats were randomly divided into control group, model group and di-
azoxide low, medium and high dose groups, with 10 rats in each group. Except the control group, the rats in the other groups were fed
with high — fat diet for 6 weeks, and the pituitrin was injected intraperitoneally at a dose of 30 wg/kg, and injected once every 24 hours for
3 times to construct a rat coronary heart disease model. The serum inflammatory factors TNF — «, IL - 18, IL -6 were detected after the
model. Myocardial tissue structure changes were observed by HE staining. Myocardial apoptosis was detected by in situ nick end transfer-
ase labeling. Expression levels of Kir6.2 and ERK 1/2 was detected by Western blot. Results  The model of coronary heart disease was
successful. Compared with the model group, serum inflammatory factors TNF - «, IL — 18 and IL - 6 were significantly decreased in each
group (P <0.05). HE staining showed that each gave the myocardial tissue damage of the rats in the drug group was improved to some
extent, and the number of cardiomyocyte apoptosis was significantly decreased (P <0.05). Compared with the model group, the expres-
sion of Kir6.2 in each drug group was significantly increased in a dose — dependent manner. The expression of ERK1/2 was also signifi-
cantly decreased (P <0.05). Conclusion The mitochondrial ATP — sensitive potassium channel opener diazoxide can treat coronary
heart disease in rats, which may reduce inflammation and inhibit cardiomyocyte apoptosis by inhibiting the expression of ERK1/2.
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