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[ Abstract] Diabetes kidney disease is a common and serious complication of diabetes, but the treatment
for diabetes kidney disease is still limited. The complement system is the core of innate immunity. The over acti-
vation of the complement system can lead to systemic diseases and inflammatory reactions. More and more evi-

dence show that the complement system activation is involved in the occurrence and development of diabetes kid-

ney disease. This article will introduce the role of the complement system in diabetes kidney disease and the pos-

sibility of taking the complement system targeted therapy as a therapeutic target for diabetes kidney disease.
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