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[ Abstract]

because of excessive use of steroid in the clinic. But the exact pathogenesis of steroid induced osteonecrosis

The patients of steroid induced osteonecrosis of femoral head increased year by year

of femoral head remained uncertain. Generally believed that the occurrence of osteonecrosis was the result

of combined action in many factors, and the theory of apoptosis became a focus. The article reviewed the

mechanism of apoptosis in steroid induced osteonecrosis of femoral head.
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