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[Abstract] Ginsenoside is one of the main active ingredients extracted from ginseng. It has pharmacolog-

ical effects on anti-oxidative stress,anti-inflammation, anti-apoptosis, anti-fatigue, labour pains,nerve protec-

tion and others. According to its structure,it can be divided into different types. Studies have found that gin-

senoside Rgl can play an effective role in multiple organ and diseases. With the deepening of research,the ap-

plication of ginsenoside Rgl in liver injury has been gradually discovered. This paper reviews its role in liver

diseases,providing a theoretical basis for further development and utilization.
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O DR ) 2 A A 4 I 0 T T A 45 A B A (sterol
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TR Ay =B E L X TR 04 52 ) S5 A, >4 i 460 M 4 IR
D R IR A Az B R S R A IR, IEE G
BT, B 2208 o 5 E R 5 &K AZ 4K (insulin recep-
tors,IRs) 254, J8 oh B & 2 Z K ) (insulin recep-
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PI3-K) . PI3-K i) #% & A # i B(Akt/PKB) , #
B Akt/PKB — 77 i B R AL 30E FOXOT, AT i
Yo S A DR gl 7R s B TN TR 1R R U 8% ( phosphoenol-
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