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The reseach on the relationship between hepatitis B virus infection and extrahepatic tumor
LIANG Chengge ,LIU Shuhong
(Department of Hepatology ,Central Hospital of Chongqing Three Gorges ,
Wanzhou ,Chongqging 404000,China)

Abstract: Objective To investigate the infection status and virological index of hepatitis B virus (HBV)
in patients with extrahepatic tumor,and to discuss the correlation between HBV infection and extrahepatic
tumor. Methods 500 extrahepatic tumor patients were collected from January 2016 to June 2017 in hospital as
case group. 500 non-cancer patients were randomly included in the same period as the control group. HbsAg,
anti-HBs and anti-HBc in case group and control group were retrospectly analyzed. Results The positive rate
of HbsAg in pancreatic cancer and lymphoma were significantly higher than control group (OR=2.231,95%
CI.1.149-4.332,P=0.015;0R=3.009,95%CI:1.622-5.580,P=0.000). However, there were no significant
difference in thyroid cancer and renal cell carcinoma (P>>0. 05). The positive rate of anti-HBs in thyroid carci-
noma and lymphoma were significantly higher than control group (OR=0. 626,95% CI:0. 395-0. 990, P =
0.044;0R=0.626,95% CI.:0.338-0.867,P=0.010),but there were no significant difference in breast canc-
er,kidney cancer and pancreatic cancer (P >>0. 05). There was significant difference between extrahepatic
tumor and control group (OR=1.841,95% CI.1. 245-2. 721, P=0. 020). Among extrahepatic tumor, the
breast cancer, thyroid cancer, kidney cancer, pancreatic cancer and lymphoma were significantly higher than
control group (P<C0. 05). Conclusion HBYV infection was closely related to extrahepatic tumor.
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