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[ Abstract)

Tree shrews get more and more concerns due to many of its physiological, biochemical and anatomical

characteristics similar to those of human beings. Therefore, tree shrews models of human diseases such as viral diseases,

neurological diseases and tumors attract more and more attention of researchers. In this article we will review the recent ad-

vances in application of tree shrew models in research on human viral diseases.
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7 BR%%E (Adenovirus,ADV)
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