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Abstract: Fas-Fas ligand ( FasL) system represents an important mediator of the external apoptotic
pathway. Recent studies have shown that Fas/Fas ligand not only play a role in immune system homeostasis
but also in the maintenance of bone homeostasis through regulation of apoptosis. The expression and
distribution of Fas-Fas ligand system changes substantially with the estrogen level in the body. A decrease in
estrogen secretion may trigger the external apoptotic pathway mediated by Fas-Fas ligand system, resulting in
the imbalanee of osteoclastic bone resorption and osteoblastic bone formation which contributes dramatically
to the pathogenesis of porosis. Therap

osteoclastic bone resorption and osteoblastic bone formation may pave new ways for the treatment of

ic approaches to modify the Fas/Fas ligand system to balance

post pausal osteoporosis.
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