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Abstract: Objective To investigate serum complement C3b levels of patients with chronic hepatitis B and its clinical signifi-
cance. Methods 140 hepatitis B virus(HBV)-infected patients with chronic hepatitis B were enrolled and divided into 6 groups ac-
cording to their serum levels of HBV e antigen(HBeAg) and alanine aminotransferase( ALT): group A(HBeAg: positive, ALT:
normal) ,group B(HBeAg: negative. ALT: normal) ., group C(HBeAg: positive, ALT: mildly or moderately elevated) , group D
(HBeAg: positive, ALT: highly elevated) . group E(HBeAg: negative, ALT: mildly or moderately elevated), group F(HBeAg:
negative, ALT: highly or severely elevated). Another 20 healthy people were served as the control group. Enzyme-linked immu-
nosorbent assay(ELISA) was employed to detect HBeAg, fluorescence quantitative polymerase chain reaction(PCR) was used to
measure HBV-DNA, rate method was adopted to detect ALT and biotin/avidin double-antibody sandwich ELISA was used to meas-
ure complement C3b. Results Serum C3b, ALT,aspartate aminotransferase( AST) levels of patients in group D and group F were
significantly higher than those in group A.B,C,E(P<C0. 05). Compared group D with group F,serum C3b, AST levels were not
statistically different(P>>0. 05). Serum C3b levels of healthy people in control group were markedly lower than those in group A,
B.C,D,E,F(P<C0.05). C3b levels was positively correlated to ALT,AST and HBsAg levels(P<C0. 05) and showed no significant
correlation with HBeAg and HBV-DNA levels(P>>0. 05). Conclusion Complement C3b is related to degrees of HBV infection and
hepatocyte damage rather than activity of viral replication,and can be used as an auxiliary detection indicator of HBV infection and
prognosis.
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