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Molecular Mechanism and Intervention of Chinese Medicine of Carbon Tetrachloride Induced Liver
Injury

YIN Lianhong, YU Hao, PENG Jinyong*(College of Pharmacy, Dalian Medical University, Dalian 116044, China)

ABSTRACT: Liver disease has become one of the common diseases threatening human health. Carbon tetrachloride (CCly) is a
common compound for liver toxicity, which can induce liver diseases, such as acute liver injury, liver fibrosis, cirrhosis and liver
cancer etc. Currently, the experimental animals with liver injury induced by CCl, have been widely used for screening liver
protection drugs. Pharmacological researches find that many Chinese medicines have therapeutic effect on the diseases. The
research progress of molecular mechanism and intervention of Chinese medicines of liver injury induced by CCl, are reviewed in

this paper to provide a basis for clarifying the mechanism of liver disease and its prevention and treatment.
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Fig. 1 The relation between enzymes and CCl; induced
liver injury
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Fig. 2 The relation between inflammatory factors and CCly induced liver injury
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Fig. 3 The relation between oxidative stress and CCly
induced liver injury
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apoptosis of hepatic cells induced by CCly
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