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Abstract: Proprotein convertase 1 (PC1) is an important key enzyme for conversion of proinsulin into in-
sulin. Its deficiency leads to proinsulin conversion disorder and hyperproinsulinemia. Hyperproinsulinemia in
patients with type 2 diabetes mellitus (T2DM) is the performance of primary B-cell dysfunction and is caused
by the conversion disorder of proinsulin into insulin. The imbalance of the ratio of proinsulin and insulin is
an important feature of T2DM and is even an independent predictor of pathogenesis of T2DM. Therefore, the
study of the exact mechanism of PC1 and proinsulin conversion and proinsulin increase has positive signifi-
cance for the prevention and treatment of T2DM.
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