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[Abstract] Diabetes mellitus is a common chronic metabolic disease in clinic, and long-ehain non-eoding RNAs (LncR-
NAs) play an important role in the occurrence and development of diabetes mellitus and its complications, and it is one of the
hot mechanisms of the current research. In this article, we review the effects of various LncRNAs on the progression of diabe—
tes mellitus and its complications by mediating pathological processes such as inflammatory response, oxidative stress, auto—
phagy, fibrosis, endoplasmic reticulum stress, cell proliferation and apoptosis, and iron death, etc. We summarize the current
progress of research on the improvement of diabetes mellitus and its complications through the modulation of LncRNAs by
single-flavored traditional Chinese medicines (TCMs) and proprietary Chinese medicine (pCms) with the aim of providing
new targets for the R&D of TCM new drugs and providing ideas for the prevention and treatment of diabetes mellitus and its
complications. We hope to provide new targets for the research and development of new Chinese medicines and ideas for the
prevention and treatment of diabetes mellitus and its comp lications.
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