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Abstract: Objective
fection. Methods

To research the expression and clinical signifance of MASP in patients with different gradient of HBV in-
The 140 patients were divided into six groups by its HbeAg expression and ALT level: Group A (HBeAg posi-
tive, ALT normal) ,group B (HBeAg-negative, ALT normal) , Group C (HBeAg positive, ALT mildly / moderately elevated) , group
D (HBeAg positive, ALT highly / severely increased) , group E (HBeAg negative, ALT mildly / moderately elevated), group F
(HBeAg negative, ALT highly / severely increased) ,and group G was the normal control group. ELISA was used to test the level
of ¢3b in serum of each samples,and the correlation analysis was done with ALT,AST, HBSAg,HBeAg and HBV-DNA. Results
The MASP level of F group was significantly higher than that of group A,C and D (P<C0. 05) ,and the MASP level of group D was
significantly lower than that of the other groups (P<C0.05). The MASP level of G group was significantly higher than that of the
other groups (P>>0. 05),and the level of MASP was positively correlated with ALT, AST, HbsAg and HBV-DNA (P<C0. 05).
Conclusion The serum MASP levels of HBV infected patients are low. The abnormal low level of MASP can be assisted detection
index of increase infection and prognostic.
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