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Protective Effects of Erxian Decoction on Oxidative Injury of Human Ovarian Granulosa Cells In-
duced by H,O, LI Yang, XIE Li, LIU Jian, NIE Guang-ning, and YANG Hong-yan Department of
Gynaecology , Guangdong Province Hospital of Traditional Chinese Medicine, Guangzhou (510120)
ABSTRACT Objective To evaluate the protective effects and mechanisms of Erxian Decoction
(EXD) on oxidative injury of human ovarian granulosa cells (COV434 )induced by H,O,. Methods The
model of oxidative injury was established by supplement with H,0, (0.5 mmol/L). COV434 cells were di-
vided into control group, model group(H,0, 0.5 mmol/L), the low,medium and high dose group of EXD
(EXDO0.5,1,5 mg/mL + H,0,0.5 mmol/L). Cell growth activity was evaluated by MTT assay. Intracellu-
lar reactive oxygen species (ROS) production was measured by DCFH-DA. The activity of lactic dehydro-
genase (LDH) were determined by microenzyme labeling. The apoptosis and cell cycle of COV434 were
detected using Annexin V-FITC/PI. The involvement of HO-1, NQO-1, P-JNK, P44/42, P-p38, Bax, Bcl-2,
Caspase-9 in the oxidative stress-mediated signaling pathway was explored using Western blot analysis.
Results Compared with the control group, H,O, significantly decreased cell viability which was accom-
panied by an increase in ROS and LDH production, and the percentage of s-phase, early apoptosis, late
apoptosis and total apoptosis increased significantly (P <0.01). Meanwhile,the levels of Bax, Caspase-9,
P-JNK protein were increased (P <0.05). Compared with the model group, the LDH production and the
percentage of S phase in the low, medium and high dose group of EXD were decreased, while the per-
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centage of G2/M phase increased (P <0.05). The medium and high dose group of EXD increased viability
of COV434 and decreased the elevated ROS production and early apoptosis and total apoptosis (P <
0.05, P <0.01). Furthermore, the low and medium dose group of EXD significantly enhanced the expres-

sion of P44/42 (P <0.05). Conclusion

Pretreatment with EXD alleviate H,O,-induced apoptosis in

COV434 cells through both eliminate ROS, relieve oxidative DNA damage and regulating the MAPK - Nrf2
signaling pathway and mitochondrial pathway mediated apoptosis.
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