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Recent advances on the pathogenesis of hepatic encephalopathy

ZHANG Jun-chang, WANG Yong-gang, LIN Fang, MU Jin-song (Critical Care Center, the Fifth Medical
Center of the PLA General Hospital, Beijing 100039, China)

Abstract: Hepatic encephalopathy (HE) is a common complication of acute liver failure and liver cirrhosis. HE
presents as a spectrum of neuropsychiatric symptoms ranging from subtle fluctuating cognitive impairment to
coma. HE can be divided into minimal HE (MHE), overt HE (OHE) and coma. According to the type of basic
liver diseases, HE is divided into A, B and C types. The 1-year incidence of patients with type B OHE who
underwent transjugular intrahepatic portosystemic shunt (TIPS) is estimated to be 10%~50%. HE is a very
poor prognostic factor with a 1-year mortality of 54%~85%. The pathogenesis of HE is not clear. This review
explains the pathogenesis of HE, which is helpful for clinical diagnosis and treatment.
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