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Hepatoprotective Effects of N-acetylcysteine Injection on Tetrachloride-induced Injury in Primary Rat
Hepatic Cells

HUANG Binnan', WU Yangz, GE Qiuful, GUO Dianwul(I.Hangzhou Minsheng Pharmaceutical Co., Ltd, Hangzhou
310011, China; 2.Hangzhou BIODOOR Biotechnology Co., Ltd, Hangzhou 310011, China)

ABSTRACT: OBJECTIVE To investigate the effects of N-acetylcysteine (NAC) injection on tetrachloride (CCly)-induced
injury in primary rat hepatic cells. METHODS Primary cultured hepatic cells were induced injury by CCl,. The cells were
incubated with NAC(100, 20, 4 pumol-L™") for 20 h. The expressions of aspartate transaminase(AST) in hepatic cells were
determined by MTT assay. RESULTS After incubated with NAC for 20 hours, neither viability of primary rat hepatic cells
decreases significantly, nor released AST from hepatic cells increases significantly in medium. However, in 4-100 pmol-L™",
NAC reversed concentration-dependently the CCly-decreased viability, and the ECs, was about 20 pmol-L™"; in 100 pmol-L™,
NAC inhibited effectively CCly-increased AST in primary rat hepatic cells, and attenuated obviously the change of hepatic cell

morphous. CONCLUSION NAC has a protective effect on tetrachloride-induced injury.
KEY WORDS: N-acetylcysteine; hepatoprotective effect; primary culture; rat hepatic cell; tetrachloride-induced injury
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