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ABSTRACT Objective: To investigate the effect of extract of ginkgo biloba leaf on neonatal SD rat myocardial cells during hypoxic
injury and its possible mechanism. Methods: Neonatal 1 d SD rats' myocardial cells were cultured and the nitrogen incubator was used to
mimic hypoxia model in vitro. Primary cultures were divided into three groups: blank group, hypoxia group, hypoxia and medicine inter-
ference group. For the hypoxia group and hypoxia plus medicine interference group, cells were cultured in hypoxia incubator for 12 h,
then the expression of Bcl-2 and Bax were detected by western blot and the cell apoptosis was detected with in situ TUNEL assay. Results:
The apoptosis of neonatal SD rat myocardial cells were detected after 12 h hypoxia (hypoxia: 75.21 %+ 1.21 %, control: 1.38 %=* 0.45
%, P<0.05, n=20). Meanwhile, hypoxia also reduced expression of Bcl-2 (0.125 fold VS control group, P<0.05) and elevated expression
of Bax (3.011fold VS control group, P<0.05). Moreover, the extract of ginkgo biloba leaf could significantly inhibit the apoptosis of
neonatal SD rat myocardial cells exposed to hypoxia (EGb761:23.17 % = 0.43 %, hypoxia: 73.13 % £ 1.22 %, P<0.05, n=20) and sig-
nificantly invert the expression of Bel-2 (5.716 fold VS hypoxia group, P<0.05) and Bax (0.273fold VS hypoxia group, P<0.05). Conclusion:
Apoptosis-related factors such as Bcl-2 and Bax may play an important role in the process of hypoxia-induced myocardial cells injury,
which may lead to myocardial cells apoptosis. The extract of ginkgo biloba leaf could reduce the expression of Bax and elevate the ex-
pression of Bcl-2, and accordingly protect myocardial cells from hypoxia induced apoptosis.
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Fig.1 The effect of hypoxia on myocardial cells of neonate rat
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Fig.2 The effect of hypoxia on protein expression of Bax and Bcl-2
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Fig.3 The effect of EGb761 on myocardial cells of neonatal rat under hypoxia condition
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