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Optimization of induced expression and purification of CDB3 receptor binding region fusion protein of Clostridium diffi-
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[Abstract] Objective

region fusion protein of Clostridium difficile toxin B,to analyze the forms of its expression,and to lay the foundation

cile toxin B”
To investigate the best condition for the induced expression of CDB3 receptor binding
for the preparation of monoclonal antibodies. Methods The fusion protein were induced to expression at different
conditions,including the optical density at 600 nm(OD600) of bacterial before induction, the induction temperature,
the concentration of inducer isopropy-f-D-thiogalactoside (IPTG) and the induction time. Then, the orthogonal test
was used to determine the optimal conditions for the expression of fusion protein,and the expression level and the
form of its expression were analyzed by sodium dodecylsulphate-polyacrylamide gel electrophoresis and identified by
Western blot. Results The optimal conditions for the induced expression of CDB3 receptor binding region fusion pro-
tein of Clostridium difficile toxin B were the OD600 of bacterial before induction with 0. 8, the concentration of IPTG
of 0.6 mmol/L,the induction time of 12 h,and the induction temperature of 30 ‘C. The main form of expression was
soluble protein and the purity could be more than 90%. Conclusion This study successfully induced the expression of
CDB3 receptor binding region fusion protein of Clostridium difficile toxin B and the fusion protein was expressed a-
bundantly. The main form of expression was soluble protein and was successfully purified, which could lay the foun-
dation for the preparation of monoclonal antibodies.
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