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Study of the expression levels of MBL .MASP.and C3b and the clinical significance for hepatitis B infection patients”
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Abstract;: Objective To study the expression of MBL,MASP and C3b in patients with hepatitis B virus infection with different
degree and its clinical significance. Methods 140 patients with chronic hepatitis B were divided into six groups based on HBeAg and
ALT levels:group A(HBeAg positive, ALT normal), group B(HBeAg negative, ALT normal), group C(HBeAg positive, ALT
mild/moderate rise) ,D group (HBeAg positive, ALT height/severe rise) , group E(HBeAg negative, ALT mild/moderate rise) ,
group F(HBeAg negative, ALT height/severe increase). ELISA test was used to detect the expression levels of MBL, MASP and
C3b in normal control(namely group G) and patient groups,and the correlations with MBL, MASP and C3b were analyzed. Results
MBL level of group A was higher than those of group C and D(P<C0. 05),and which of control group G was higher than the
other five groups except group B(P<C0. 05). MASP level in group D was the lowest while group G was the highest, which in group
F was higher than those in group A and C(P<C0. 05). C3b level in control group G was the lowest(P<C0. 05) , which in group D and
F showed no statistical difference (P>>0. 05), but both of them were higher than other 4 patient’s groups. MBL and MASP had
MBL removes HBV . its

low level expression will increase the severity of hepatitis B. The high level of C3b may worsen HBV infection. Hepatitis B patients

moderate positive correlation,C3b showed weakly negative correlation with MASP and MBL. Conclusion

MASP level may have relation with the level of patients abnormal reduce and liver damage degree, virus infection and replication.
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