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Study on Interactions of Vesicular Stomatitis
Virus with Monocyte and MoDC
Z0U Shengli' s NIE Zuoming', WU Xiang fu', Fang Xinkui®, SUN Tao®
(1. School of Life Science, Zhejiang Sci-Tech University, Hangzhou 310018, China; 2. Shanghai
Municipal Veterinary Key Laboratory, Shanghai Jiao Tong University, Shanghai 200240, China)

Abstract: In order to explore the interactions between VSV (Vesicular stomatitis virus) and immune
cells of natural host, three recombinant VSVs, including the wild-type VSV-GFP, the VSV with M51
deletion (VSV,M51-GFP) and the VSV with triple mutations of M51 deletion, V221F and S226R (VSV-

M;-GFP), were used to infect the pig monocyte and monocyte-derived dendritic cell. The plaque

experiment was done to make virus growth curve. Then confocal laser scanning microscope and Flow

cytometry were used to assess the cell infection status. The change in cytokines expression in MoDC was

detected by ELISA assay kit. The results show that three viruses can infect monocyte and MoDC, and virus

infection rate of Monocyte is only 8. 38%. The three viruses are unable to replicate in quantity in monocyte, but

cannot proliferate in monocyte. Compared with wild-type VSV, the pathogenicity of VSV,M51 and VSV-M;

decreases successively. They can effectively activate the expression of TNF-a, IL.-8, IFN-a in MoDC, and the virus

activation capacity is positively correlated with the degree of M protein mutation.

Key words: vesicular stomatitis virus; dendritic cell; MoDC; interaction; matrix protein M
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