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[ Abstract |

first choice for the four major first-line anti-tuberculosis drugs. A series of studies have shown that isoniazid has hepatotoxicity,

Isoniazid(INH) is one of the most important drugs for the prevention and treatment of tuberculosis,and is the

and the mechanism of liver injury remains unclear. The relationship between hepatotoxicity of isoniazid and its metabolites, mito-
chondrial dysfunction,oxidative stress and lipid peroxidation were described in this paper. Mechanism of isoniazid on hepatotox-

icity at the current stage was reviewed,and the research progress was summarized, which provided reference for further revea-

ling the mechanism of hepatotoxicity of isoniazid.
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