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The advances of mTOR signal pathway in diabetes kidney disease
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Abstract: Diabetic nephropathy, one of the main causes of end-stage renal disease, not only brings a heavy burden
to a family, but also becomes a big prolem to society nowadays. Preventing and curing the disease have become an
urgent problem to be solved. However, the pathogenesis of diabetes kidney disease is so complex that it is extremely
hard to deal with, in which mTOR signaling pathway plays an important role. This review mainly summarizes the

effect of mTOR signal pathway on diabetes kidney disease and elaborates the possible mechanism, hoping to give

some reference to the peers.
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