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Study of Astragaloside IV in Promoting Autophagy and Inhibiting Ischemia —induced Cardiomyocytes
Apoptosis

QU Yuchun, WANG Dawei, YAN Xia, HUANG Weixin, WANG Jin (The Second Clinical Medical School,
Guangzhou University of Chinese Medicine, Guangzhou 510120 Guangdong, China)

Abstract: Objective To observe the effect of astragaloside IV on the autophagy of cardiomyocytes induced by
ischemia, and to explore the myocardial protection and mechanism of astragaloside 1V. Methods The neonatal
ischemia cardiomyocyte model was established. By using the methods of molecular biology and immunocytochemistry,
the changes of cardiomyocyte autophagy and injury in ischemia model before and after being treated with astragaloside
IV were observed. Results The process of cardiomyocyte autophagy could be activated by ischemia which will induce
the death of cardiomyocyte. The astragaloside IV medicated serum could recover the cardiomyocyte injury induced by
ischemia obviously. Astragaloside IV at 10 and 20 wmol-L™" recovered the activity of cells to 80 % (P < 0.05) and 85 %
(P < 0.05), and decreased the number of apoptotic cells to 2.6(P < 0.05) and 1.8(P < 0.05) times of normal
group, respectively. The above effects were dose—dependently. Furthermore, the astragaloside IV medicated serum
could promote the expression of autophagy protein LC3 and inhibit the expression of Beclin 1 protein. Aastragaloside IV
at 10 and 20 pwmol L™ increased the level of autophagy protein LC3 to the 1.5(P < 0.05) and 1.7(P < 0.05) times of
normal group. Conclusion Astragaloside IV can recover the cardionmyocytes activity which is decreased by ischemia,
and decrease the myocardial cell apoptosis induced by ischemia. The mechanism may be related with promoting the
autophagy of cardiomyocytes induced by ischemia.
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Figure 1  Myocardial cell activity of different groups
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Figure 3 Astragaloside promoted the LC3 expression in

cardiomyotyte induced by ischemia 8 h
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