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[Abstract] Objective To preliminarily discuss the characteristics of by influencing on different genotypes
of Hepatitis E virus (HEV) whether they can spread nucleotide and/or amino acid mutation sites across species
or not. Methods Eighty—seven HEV whole genome sequences were obtained from DNA sequences GenBank
database. They were divided into H and Z categories according to the characteristics of different host selections. H
category contained genotypes 1 and 2, and Z category consisted of genotypes 3 and 4. Comparison analyses of all
the whole HEV genome sequences in the two categories were conducted by using the ALIGNX software, so as to
look for suspicious nucleotide or amino acid mutation sites which could influence the differences in host selection or
pathogenicity between the two catagories of HEV strains. Results A total of 26 suspicious nucleotide or amino
acid mutation sites were found in this study, and they might be involved in determining host selective differences in
HEV with different genotypes. These mutation sites included 16 in ORF1 region, 7 in ORF2 region, 1 in ORF3, 1 in
5'UTR and 1 in 3'UTR, particularly, the mutants at G11A/C (5'UTR region), T511S (E2s protein determinant region)
and E78D (ORF3 region) mutation sites were more important than those at other sites. Conclusion The discovery
of 26 suspicious specific nucleotide or amino acid mutation sites provides important clues for studying the differences
in host selectivity and pathogenicity of HEV with different genotypes.
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