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[ Abstract] Nonalcoholic fatty liver disease (NAFLD) is the most common chronic liver disease cur-
rently, and about one-third of which will develop nonalcoholic steatohepatitis (NASH). Most scholars be-
lieve that the pathogenesis of NASH is mainly related to the abnormal accumulation of liver fat and oxidative
stress. Nuclear factor E2-related factor 2 (Nrf2) is a key factor in intracellular antioxidant stress response,
and P62 is a multifunctional protein, which can activate Nrf2 through many ways. It is found that inhibition
of P62-Nrf2 pathway could aggravate steatosis, inflammatory response and fibrosis of liver. It has been repor-
ted that some drugs used in other diseases, including niclosamide ethanolamine and ezetimibe, can inhibit
the development of NASH by activating this pathway.
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