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Progress in the prevention and treatment of glucocorticoid induced osteoporosis
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Abstract.: As a secondary osteoporosis, the morbidity of the glucocorticoid osteoporosis is next only to postmenopausal osteoporosis
and senile osteoporosis.It is the most common iatrogenic disease. The symptoms of glucocorticoid are concealed. It’s not easy to be
discovered early. In the later period, there may be a series of complications such as fracture and osteonecrosis. If effective

intervention is not available, it will bring infinite health risks to patients. This article reviews the epidemiology, prevention and

treatment of glucocorticoid induced osteoporosis, aiming at reinforcing the emphasis on the prevention and treatment of

glucocorticoid osteoporosis in clinical practice, and providing reference for further standardizing the treatment.
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f@ERAEI . A SCHt GIOP B is Uk R I fT 45k, B
FENNEE IR R _EXTF GIOP Bii6 TAERYEHA
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2015 4E P [E KRt X 40 2 DL A\ BES R A
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