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WFZER R OBEEL (F30) : We generated and characterized a recombinant rotavirus expressing
cDNA-derived VP4 with a modified cleavage site recognized by furin as well as trypsin.
Unexpectedly, the VP4 cleavage site mutant virus could not undergo multicycle replication
without an exogenous protease. Furthermore, the mutant virus showed lower infectivity
even in the presence of trypsin compared with the parental virus carrying authentic VP4.
These results suggest that intracellular cleavage of VP4 by furin may be disadvantageous
for rotavirus infectivity.
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