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[Abstract] There is a large number of newly synthetic insulin and proinsulin in endoplasmic
reticulum of islet B cells. If correctly folded, proinsulin can be converted into native folded monomeric
proinsulin with activity. Unfolded or misfolded non-native form of proinsulin will be preserved in the endoplasmic

reticulum as the folded polypeptide. Changes of proinsulin folding rate caused by any reasons will result in the

imbalance of proinsulin homeostasis , endoplasmic reticulum stress and islet 3 cells dysfunction.
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