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Primary evaluation of anti-HEY diagnestic reagent by experimental infection animal model with hepatitis
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{ Abstract]) Ohjective
mankeys with HEV. Methods
separately. The alanine aminotransferase (ALT) level of all monkeys were detected belore and alter the
process of infection. HEV RNA in stool specimens was tested by reverse iranseriptase-polymerase chain

reaction {RT-PCR) assay. Anti-1IEV Tg(3 in serum was detected by GL-TgG and WT-IgGG. Results HEV
RNA presented in the stool of all the 8 monkeys after infection. The ALT level of 1 monkey infected with

To evaluate anti-HEV diagnostic kits by experimental infecting rhesus
Eight rhesus monkeys were infected with genotype 1 and 4 HEV

genotype 1 HEV and 2 monkeys infected with genotype 4 HEV appeared abnormally after infection. Tested
by GL-IgG.2 of the 4 munkeys infected with genolype 1 HEV and 1 of 4 monkeys infected with genolype
4 HEV seroconverted to anti-HEV IgG. However, when tested hy WT-IgG, all ihe inlecied monkeys
seroconverted to anti-HEY IgG. The antiHEV IgG tested by WT-IgG was positive during the whole
observation period,and the anti-TIEV [g(; measured by GL-Ig(; only remained 12 weeks after infection.
Detected by GL-IgG and WT-1g(GG, scropositive conversion of the anti-HEV gt happenéd almost at the
same time. Conclusion  Both GL-IgG and WT-1gG could detect the anti-HEV 1gG of cxperimentally
infected rhesus monkeys but the WT-IgG had @ higher aen::mvnly for detection of ani-HEV TgG than
GL-1gG.
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