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[ Abstract] Objective To investigate the correlation of mannan binding bectin (MBL) involvement
in the clearance of HBV. Methods The binding of MBL to HBsAg and complement C2, C4 deposition with
HBsAg were detected by ELISA. Results
levels of detected MBL bound to HBsAg with a dose-dependent manner. In contrast, MBL binding did not
increase when wells were coated with BSA. To determine the nature of MBL binding to HBsAg, MBL was
incubated in wells coated with HBsAg in the presence of either Ca’* or EDTA. The binding of MBL and the

antigen was reduced to baseline levels in the presence of EDTA, indicating that the interaction of MBL and

Incubation with increasing amounts of MBL resulted in increasing

HBsAg was dependent on Ca®*. Preincubation of MBL with mannan at 2 mg/ml in the presence of Ca>* also
substantially reduced the binding of MBL and HBsAg. The wells of microtiter plates coated with HBsAg were
incubated with increasing amounts of MBL and resulted in increasing levels of C4 and C2 deposition on
HBsAg. In contrast, complement C4 and C2 deposition did not increased when wells were coated with BSA.
Conclusions MBL could bind to HBsAg via its multiple carbohydrate recognition domains and activate
complement on HBsAg-MBL complexes through the lectin complement pathway. Therefore, MBL may be
involved in the process of HBV clearance.
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