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MicroRNA-122 is involved in oxidative stress 
in isoniazid-induced liver injury in mice
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ABSTRACT. Many studies have shown that the pathogenesis of liver 
injury includes oxidative stress. MicroRNA-122 may be a marker for the 
early diagnosis of drug-induced liver injury. However, the relationship 
between microRNA-122 and oxidative stress in anti-tuberculosis drug-
induced liver injury remains unknown. We measured changes in tissue 
microRNA-122 levels and indices of oxidative stress during liver injury in 
mice after administration of isoniazid, a first-line anti-tuberculosis drug. 
We quantified microRNA-122 expression and indices of oxidative stress 
at 7 time points, including 1, 3, and 5 days and 1, 2, 3, and 4 weeks. The 
tissue microRNA-122 levels and oxidative stress significantly changed at 3 
and 5 days, suggesting that isoniazid-induced liver injury reduces oxidative 
stress and microRNA-122 expression compared to in the control group 
(P < 0.05). Notably, over the time course of isoniazid-induced liver injury, 
mitochondrial ribosome protein S11 gene, the target of microRNA-122, 
began to change at 5 days (P < 0.05). The tissue microRNA-122 profile 
may affect oxidative stress by regulating mitochondrial ribosome protein 
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S11 gene during isoniazid-induced liver injury, which may contribute to the 
response mechanisms of microRNA-122 and oxidative stress.
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