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Regulation of PUFA in the Diet to Bone Cell Function
Song Lin— liang
Medical College, Jinan University, Guangzhou 510632, Guangdong, China
ABSTRACT: Bone is a unique tissue providing support, movement and mineral balance for the body. Three types of cells are responst
ble for the formation of cartilage and bone: the chondwcyte, osteoblast and osteoclast. These cells regulated by multiple factors maintain the opt-
mal bone mass. The disorder of inemal equilibrium mechanisn, especially in the elderly, often results in a loss of bone mass or cattilage dam-
age. Many phamacological agents have been used for preventing or alleviating these pathologies; however, there is one point which is often over
looked but quite important; that is, the regulation of the diet. This article mainly reviews the regulation effects of Polyunsaturated Fatty Acids in
the diet on the bone cell function.
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