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[ Abstract]
It binds to FSH receptor (FSHR) and plays an indispensable role in the reproductive function of human and

? Depatment of Endocrinology

Follicle stimulating hormone (FSH) is a gonadotropin synthesized by pituitary basophils.

mammals. In the past, we attributed postmenopausal osteoporosis (PMOP) to a significant decrease in estro-
gen levels, but the two mature sex hormones during peri-menopause were characterized by a sudden decrease
in estradiol and a significant increase in FSH. Increased FSH is associated with decreased bone mineral den-
sity, a process independent of estrogen. It has been found that FSHR is also expressed in different organs and
tissues outside the reproductive system, such as bone tissue. FSH-FSHR may be a therapeutic target for bone
metabolic diseases. This article reviews the effect of FSH on bone metabolism and its related mechanism.
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