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Function of P53 gene in the bone metabolism in rheumatoid arthritis
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Abstract: Rheumatoid arthritis (RA) is a kind of autoimmune diseases, with the pathological manifestation of invasive hyperplasia
of pannus destroying the synovial membrane and the bone, which is similar to the pathologic hyperplasia in tumors. Now more
attention has been paid to the possible involvement of oncogenes in RA. The disorder of bone metabolism happens during the whole
course of RA, and it could present as local bone erosion, osteoporosis (OP) , or even pathological fractures. However, p53 gene,
the oncogene with early discovery and wild distribution, plays a more and more important role in the autoimmune diseases. In this
article, we illustrate the effect and mechanism of pS3 in the RA and bone metabolism. We also point out some existed problems,
hoping to be useful for the future researches.
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