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[ Abstract] The incidence of bone mass loss and osteoporosis is superior in HIV infection people than
in ordinary crowd. The risk factors for bone mass loss and osteoporosis in HIV infected people include HIV
itself, Antiviral agents etc, in addition to the risk factors the ordinary crowd face. The expression of gp120
on bone metabolism is one of the important mechanisms of osteoporosis caused by HIV itself. This review
summarized the progress in the impression and mechanism of human immunodeficiency virus envelope

glycoprotein gp120 on bone metabolism, in order to facilitate further study of the effects of HIV itself to bone

S,
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metabolism.
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