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Phenotypic consequences of M gene rearrangement of
rabies virus HEP-Flury in mouse neuroblastoma cells

MEI Mingzhu'?, YANG Xianfeng’, LONG Teng’, ZHANG Qiong’, ZHAO Jing’, TIAN Qin’, PENG Jiaojiao’,
LUO Jun’, JIANG Hé’, LIN Yingyi’, LIN Zhixiong', GUO Xiaofeng’
(1 Guangzhou Custom Technology Center, Guangzhou 510623, China; 2 College of Veterinary Medicine,
South China Agricultural University, Guangzhou 510642, China)

Abstract: [Objective] To explore the effects of M gene rearrangement of rabies virus HEP-Flury on gene
transcription and protein expression, reveal the correlation between phenotypic consequences of virus in mouse
neuroblastoma (NA) cells and M gene rearrangement. [Method] The gene transcription, expression, growth and
spread of parent strain rHEP-Flury and M gene rearranged virus stains (M2 and M4) in infected NA cells were
compared by fluorescence quantitative PCR, Western blot, growth and spread experiments of virus in NA cells.

[Result] The transcription and expression of rabies virus structural gene were mainly affected by RNA synthesis
of virus genome. The gene position mainly affected the ratio of transcription in a complete transcription process.

The transcription ratios of leader RNA (LeRNA) and L mRNA of M gene rearranged viruses were significanthy
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higher than those of rHEP-Flury. The growth and spread of M gene rearranged viruses in NA cells were inferiorer

than tHEP-Flury. [ Conclusion] rHEP-Flury has wild-type gene order of rabies virus. Its growth and spread in NA

cells are superiorer to M gene rearranged viruses. The position of structural gene in genome determines its

transcription ratio in a complete transcription process and affects the growth and spread of virus in NA cells.

Key words: rabies virus; HEP-Flury; gene rearrangement; matrix protein; phenotype; neuroblastoma cell
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Fig. 1 Determination of gene order in virus genome
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Fig.2 Transcription and expression of virus gene in neuroblastoma cells infected by different viruses
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Fig. 3 Protein expression in neuroblastoma cells infected
by different viruses
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Fig. 4 Protein expression in neuroblastoma cells infected

by different viruses
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Fig. 5 Growth of rabies virus in neuroblastoma cells
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Fig. 6 Spread of rabies virus in neuroblastoma cells
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