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Abstract

The necrosis and apoptosis of hepatocytes
play an important role in the pathogenesis of
liver injury. In recent years, numerous studies
have shown that hepatocyte stress, such as
endoplasmic reticulum stress, mitochondrial
stress and oxidative stress, may occur in
the process of liver injury. The research on
endoplasmic reticulum stress has become a new
hot topic. This paper will review the role of
endoplasmic reticulum stress in hepatocytes in
the pathogenesis of a variety of liver injuries.
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