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Protection of Fufang Danshen Diwan on Injured PC12 Cells by H,O,
FENG Jie, PEI Bao-xiang ( Medical Supply Store , Drugs Supply Center, Medicine Safeguard Department of
People’s Liberation Army General Hospital, Betjing 100853, China)

ABSTRACT Objective To study the protection of fufang danshen diwan on injured PC12 cells by H,0, and mechanisms
of which treating ischemic cerebrovascular disease .  Methods
caused by H,0, was observed.  Results 6.25,12.50 and 25.00 pg - mL" of fufang danshen diwan significantly suppressed
PC12 cells apoptosis induced by 100 and 500 pmol - L' H,0,(P <0.01).

Protection of fufang danshen diwan on injured PC12 cells

Conclusion The results show that fufang danshen

diwan can simulate the proliferation of PC12 cells and protect cell apoptosis induced by H202.
KEY WORDS Fufang danshen diwan; H,0,; Apoptosis; Proliferation
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