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Abstract The paper sums up the mechanism of JAK/STAT signaling pathway in diabetic nephropathy
(DN) and TCM related studies on this pathway, it is pointed out that DN is one of the most serious chronic
complications of diabetes, and also one of the important diseases threatening modern human health, which has
caused many adverse effects on patients' daily life, but the exact mechanism of the occurrence and development of

DN has not been clearly elaborated, the regulatory role of JAK/STAT signaling pathway in DN has been the hot

topic in recent years.
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