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Research progress on genetic susceptibility to thrombotic non-cirrhotic portal hypertension’
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Abstract : Extrahepatic non-cirrhotic portal hypertension (NH-PH) ,a disease of portal hypertension repre-
sented by extrahepatic non-cirrhotic portal vein thrombosis and budd-chiari syndrome, both of which are
caused by splanchnic vein thrombosis and share a variety of common genetic susceptibility factors. The review
summarized the research progress on genetic susceptibility to thrombotic NH-PH in recent decades, collating
the reported genetic susceptibility genes and their mutation loci,as well as suggesting other potential gene tar-
gets. The results of the study provided screening targets for subsequent large-sample validation in clinic,and
delivered new ideas for the development of early diagnostic methods and pathogenesis of NH-PH.
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