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ABSTRACT: Metabolic syndrome (MetS) is associated with chronic kidney disease (CKD) development. Insulin resistance (IR)
plays a central role in the MetS and is associated with increased risk for CKD in nondiabetic patients. The mammalian target of
rapamycin complex 1 (mTORC1) pathway senses and integrates a variety of environmental cues to regulate organismal growth and
homeostasis. The pathway regulates many major cellular processes and is implicated in an increasing number of pathological conditions,
including cancer, obesity, and type 2 diabetes. Overexpression of mTORCI1 in type 2 diabetes is thought to be one of the mechanisms of

IR. However, the role of mTORCI1 on insulin signaling pathway in CKD is less clear. Here, we review the mTORC]1 pathway under the

condition of IR in CKD to provide help for the prognosis of CKD patients.
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