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[ Abstract] Leucine-rich alpha-2-glycoprotein-1 (LRG1) is an important member of the leucine-rich-

alpha-2-glycoprotein family. Its main role is to influence various biological functions by regulating the trans-
forming growth factor-B pathway. Recent studies have found that LRGI1 is closely related to diabetic vascular
complications. It not only participates in the pathological process of microvascular complications such as dia-
betic nephropathy and diabetic retinopathy, but also participates in the occurrence and development of dia-
betic macrovascular complications such as peripheral vascular diseases and cardiovascular and cerebrovascu-

lar diseases. It provides a new direction and target for the prevention and treatment of diabetic microvascular

and macrovascular complications.
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