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Analysis of the relationship between hepatitis B virus infection and serum rheumatoid factor
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Abstract: Objective

Methods

To explore the relationship between hepatitis B virus(HBV) infection and serum rheumatoid factor(RF).
A total of 190 HBV infected patients from January 2013 to December 2014 in Wanning People’s Hospital were selected
as the observation group,50 people accepted physical examination were recruited as the control group. All the objects were detected
RF,alanine transaminase( ALT),quantitative Hepatitis B e antigen (HBeAg) , HBV DNA quantification, the results were compared
in the two groups. Results The positive rates of the observation group and the control group were 4. 0% and 26. 32% , the differ-
ence had significant(P<C0. 05). The RF positive rate of liver cancer patients, liver cirrhosis and chronic liver cirrhosis patients were
33.33%,30.00% and 20.00% respectively,there were no significant difference (P>>0.05). The RF positive rate of HBeAg-nega-
tive chronic hepatitis B virus infection and the HBeAg-positive chronic hepatitis B virus infection were 16. 67 % ,30. 77 % respective-
ly,the difference was significant(P<C0. 05). The RF positive rate of HBV-DNA positive patients and HBV-DNA negative patients
were 28.57%,23.53%. The RF positive rate of ALT abnormalities and ALT normal group were 32. 31% ,13. 33% , the difference
was significant (P<C0. 05). Conclusion There is correlation between RF and ALT level, HBeAg levels, the detection of RF could
provide an effective basis for clinical treatment.
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