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Research progress of the application of tree shrew models of liver diseases
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[ Abstract)

Liver diseases lead to serious fatality and mortality worldwide. Animal models are effective tools for the

study of liver diseases. Considering the restrictions in application of non-human primate models, tree shrews has been used

as a substitute for non-human primate animals, and show a lot of advantages such as abundant resources, lower cost, close

relationship with humans. In this article we will review the research progress of application of tree shrew models of liver

diseases.
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IR 957 (hepatitis B virus, HBV) B &
e BRFNFR ] Y B B () 1, 7 7 (AT 30 HBV
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i, 2B R B ik K sh 1 1 58 v BEAE 4 R 4 i 1
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NI 995 7% ( hepatitis C virus, HCV) &7
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