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Focus on inflammation and diabetic kidney disease: exploring new ideas for clinical treatment
Yang Bo, Zhang Ping, Zhang Yi-Ying, Chang Xiao-Tong*

Key Laboratory of Clinical Laboratory Diagnostics, Hebei North University, Zhangjiakou, Hebei 075000, China

"Corresponding author, E-mail: changxt1212@vip.sina.com

This work was supported by the Science and Technology Research Project of Higher Education Institutions in Hebei Province
(ZD2018076), and the Natural Science Project of Hebei North University (X]2024029)

[Abstract] Diabetic kidney disease (DKD) is one of serious complications of diabetes mellitus, and its occurrence and
progression are closely associated with chronic low-grade inflammation in the body. Studies have confirmed that reducing the body's
inflammatory response can improve renal injury in DKD. Based on this, treatment regimens using anti-inflammatory drugs for DKD
have emerged. However, since existing drugs cannot target specific tissues, they easily cause adverse reactions after administration. As
a new medical approach, gene therapy has advantages such as significant therapeutic effects, good targeting, and fewer adverse
reactions. Animal experiments have demonstrated that gene therapy can effectively alleviate renal injury in DKD, showing great
application potential. This review elaborates on the important role of inflammatory responses in the occurrence and development of
DKD, summarizes the current status and limitations of clinical application of existing anti-inflammatory drugs for DKD, as well as the
research progress of gene therapy in DKD models, aiming to provide references for the development of precise anti-inflammatory

therapies for DKD.
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Fig.1 Inflammatory signal transduction pathways associated with DKD
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Fig.3 Composition and anti-inflammatory mechanism of cholinergic anti-inflammatory pathway in diabetic kidney disease (DKD)
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Fig.4 Inflammatory mechanisms and therapeutic perspectives of diabetic kidney disease (DKD)
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