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Abstract: Steroid—induced necrosis of the femoral head is a common and refractory disease in
orthopedics, which is induced by glucocorticoid and caused by many factors. It is difficult to cure and has
poor curative effect, which has a great impact on the quality of life of patients. Traditional Chinese medicine
in the treatment of steroid—induced necrosis of the femoral head can not only improve the symptoms of the
disease, but also eliminate the root causes of the disease, which has obvious advantages. WEI Guikang, a
master of traditional Chinese medicine, summed up the prescription of Gujian Powder (‘B "% #{ ) based on
years of clinical experience, which has a significant effect in treating early steroid—induced necrosis of
the femoral head. Through literature review and analysis, it is concluded that all Chinese herbs and their
effective components in Gujian Powder can participate in the regulation of IL-6, IL-13 , IL-10, TNF- o ,
iNOS, COX-2 and other important factors related to inflammation by regulating the signal pathways closely
related to macrophages, such as NF—k B, Wnt/ 3 —catenin, MAPK, COX and iNOS. However, because the
pathogenesis of steroid—induced necrosis of the femoral head is too complicated at present, this review only
expounds some mechanisms, and there are many traditional Chinese medicines in Gujian Powder, and the
interaction mechanism of various traditional Chinese medicines among the prescriptions is not clear, so it
only expounds some mechanisms of traditional Chinese medicines affecting steroid—induced necrosis of the
femoral head, and the mechanism of its prescriptions needs further study.

Keywords: Gujian Powder (‘B % ); steroid—induced necrosis of the femoral head; signal pathway;
research progress
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