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[ Abstract] Objective: To investigate the protective effect of Ginkgo biloba extract (GBE) on apopto-
sis of neonate rat cardiac myocytes induced by Angll. Methods; The neonate SD rat primary culture
cardiac myocytes were separated and cultured. The injury of rat primary culture cardiac myocytes
(RPCCM) was induced by Angll, and then incubated with GBE and ALKS inhibitor. The experimen-
tal groups were randomly divided into 5 groups as following: group A: negative control group, the
RPCCM + equality volume culture medium, group B: AngIl group, RPCCM + Angll (10~ mol/L),
group C: SB431542 inhibitor action group, RPCCM + SB431542 ( ALKS inhibitor, 6 g/mL) + Angll
(10 mol/L) , group D: GBE low dose group, RPCCM + GBE (2 mg/L) + Angll (10> mol/L),
group E: GBE high dose group, RPCCM + GBE (20 mg/L) + Angll (10> mol/L). The apoptotic
morphology was detected by HE staining in the cardiac myocytes induced by Angll, and the cardiac
myocytes apoptosis were detected by flow cytometry and TUNEL staining. Results; The myocardial ap-
optosis rate in group B (Angll group) was significantly higher than that in other groups(P <0.05).
Compared with group B, the myocardial apoptosis rate in group C, group D and group E were de-
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creased, and there was statistical significance between group C, group E and group B(P <0.01).

Conclusion; GBE can significantly inhibit apoptosis induced by Angll and protect myocardial cells.
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Fig. 1 The neonatal SD rat myocardial cell identified with immunocytochemical methods (200 x )
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