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Abstract: Objective To investigate the expression and mechanism of JAK2/STAT3 pathway in HBV —related hepatocellular carcinoma.Methods
From February 2019 to April 2021, 15 patients with HBV —related hepatocellular carcinoma and 15 patients with non—-HBV —related hepatocellular
carcinoma were selected from Shanxi Provincial People’s Hospital. The expression of JAK2, p—JAK2, STAT3 and p—STAT3 protein in cancer tissues
and adjacent tissues was detected by Western blot. The expression of JAK2, p-JAK2, STAT3 and p-STAT3 protein in HepG2 cell line stably
expressing HBx was further detected.Results The expression levels of JAK2, p—JAK2, STAT3 and p—STAT3 proteins in cancer tissues of HBV-HCC
group and HCC group were higher than those in adjacent tissues, and the differences were statistically significant (P<0.05). The expression of JAK2
and STAT3 protein in HBV-HCC group was higher than that in HCC group, but the difference was not statistically significant (P>0.05), while p—-JAK2
and p—STAT3 were up-regulated, the difference was statistically significant (P<0.05). The phosphorylation levels of JAK2 and STAT3 in HBV-HCC
group were significantly higher than those in HCC group and normal control group, and the difference was statistically significant (P<0.05). The
protein expression levels of JAK2, p-JAK2, STAT3 and p—STAT3 in HepG2-HBx group were higher than those in HepG2-vector control group, and
the difference was statistically significant (P<0.05). The phosphorylation levels of JAK2 and STAT3 in HepG2-HBx group were significantly higher
than those in HepG2 —vector group, and the difference was statistically significant (P<0.05).Conclusion HBx protein may be involved in the
occurrence and development of HBV-related hepatocellular carcinoma by abnormally activating JAK2/STAT3 signaling pathway.
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