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Uric acid and bone metabolism
ZHU Zhangxiang, XING Xuenong
(Department of Endocrinology, Anhui Medical University Affiliated Anhui Provincial Hospital, Hefei 230001, China)

Abstract Bone metabolism is a kind of metabolism in phalangeal cells. The interaction not only exits in the bone cells, also
in the bone marrow erythropoietic cells and stromal cell, for rebuilding and reconstructing bone. Uric acid is an
end product of purine metabolism in vivo. In recent years, the relationship of uric acid levels with cardiovascular
events, central nervous system diseases, metabolic syndrome, bone metabolism and other diseases has attracted
much attention. The effect of uric acid on bone metabolism is still not clear.
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