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Abstract: Diabetic kidney disease ( DKD) is a clinical syndrome in
which

glomerulosclerosis. In the progression of DKD, the hypoxia inducible

diabetes leads to  microvascular lesions and  then
factor — lae (HIF —1a) signaling pathway is involved in the occurrence,
development and pathological formation of DKD. Related studies have
shown that the HIF — la pathway is the most critical pathway for the
treatment of DKD with traditional Chinese medicine. Among them,
Chinese medicine monomers, Chinese medicine compounds, and Chinese
patent medicines play a role in preventing interstitial fibrosis and
glomerulosclerosis by regulating the HIF — 1o pathway. Its mechanism is
closely related to inflammation, oxidative stress, cell apoptosis, and
ferroptosis. This article reviews the existing research results on the
treatment of DKD with the intervention of traditional Chinese medicine in
the HIF — 1« pathway in recent years, in order to provide a theoretical
basis for the prevention and treatment of DKD and the development of
new drugs.
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