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Expression of the P Dimer of Rabbit Hemorrhagic Disease Virus Capsid Protein

and Analysis of Its Binding Ability to Receptor
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Abstract: Rabbit hemorrhagic disease virus (RHDV) is a member of the Caliciviridae family
(Lagovirus genus). Similar to human norovirus (Caliciviridae, Norovirus genus) , RHDV binds
histo-blood group antigens (HBGAs) and this is thought to be important for infection. The aim of
this study was to determine whether the P domain of RHDV capsid protein (VP60) could form
dimers and to analyze its binding ability to HBGAs receptor. The P domain gene containing hinge
(HP) was amplified and cloned into pET-28a (+) expression vector and introduced into Esche-
richia coli BLL21 (DE3). The recombinant HP protein, confirmed by SDS-PAGE and Western
blot,was effectively expressed in form of inclusion bodies by inducing with IPTG. The recombi-
nant protein was then purified with HisTrap affinity chromatography, which could form dimers
after purification. The HBGAs binding assay showed that the P domain bound H type HBGA
with the same patterns as those of the intact viral capsids. Further structural studies with P do-

main are needed in order to better understand the HBGA binding mechanisms and virus-receptor
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Fig. 1 The amplified fragment of HP gene by PCR
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Fig.3 SDS-PAGE analysis of the expression and purifica-
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Fig. 4 Identification of dimerization with HP protein
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