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Abstract; To prokaryotically express WbdA gene and WhkE gene encoding lipopolysaccharide ( LPS) from 043 Xin-
jlang strains of Brucella melitensis, the recombinant plasmids of pET-30a-WbdA and pET-30a-WbkE were constructed with
043 strains as the template and transformed into Escherichia coli BL 21(DE, ). The expressions of WhdA protein and WhkE
protein were induced by IPTG and detected by Western blotting. Bioinformatics analysis showed that the WhdA protein and
WbkE protein of strain 043 shared high homologies with those of 16M strain. WhdA protein has a transmembrane structure

and 20 antigenic determinants, but no signal peptide. The secondary structure is consisted of a-helix. Similarly, the WhkE

protein  has 17 antigenic  determinants, but no
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ESTUE . [E% 973" 41T H ( 2010CB530200) transmembrane domain and signal peptide. The secondary
TR Ar s TLLLT(1989-) ,4r , Hl KA - RFSe A | £33 structure is dominated by a-helix. The 3D models of the
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Fig.2 The enzymatic digestion of recombinant plasmid
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Fig.3 The SDS-PAGE analysis of WbdA fusion protein and WbKE fusion protein
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Fig.4 The Western Blot analysis of purified WhdA and WbKE

fusion proteins
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Fig.5 The prediction of tertiary structures of proteins WhkE
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