17B-HSD13 has Sex-based differential expression in Hepatitis C Virus-induced Cirrhosis and Hepatocellular Carcinoma
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Males with HCV-Cirrhosis and HCC express less 17B-HSD13 than females 17B-HSD13 demonstrates significant correlation to AST

and Bilirubin
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SUMMARY

This novel report shows sex-based differences in 17-HSD13 during normal as

Figure 3.3 IHC demonstrates 17B-HSD13 expression in human liver across normal, cirrhotic and HCC. Images show the presence of 17B-HSD13 in the cytoplasm of well as HCV Cirrhosis-HCC development.
hepatocytes. Figure adapted from Su et al, 2018
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We hypothesized that chronic HCV infection leads to dysregulated
17B-HSD 13 expression in male cirrhosis and progression to HCC.

METHODOLOGY

A In normals, males have higher expression of 17- @@
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