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Mechanism of action of acupuncture and moxibustion in treating insulin
resistance in type 2 diabetes mellitus based on intestinal microbiota and
its metabolites
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(Abstract] The intestinal microbiota is closely associated with the pathogenesis of type 2 diabetes mellitus (T2DM), in which
abnormal bile acid (BA) and short—chain fatty acid SCFA) metabolism as well as inflammatory responses are all involved. Acupuncture
and moxibustion may regulate BA metabolism to enhance the expression of takeda G protein—coupled receptor 5 (TGRS) and
glucagon-like peptide-1 (GLP-1); modulate SCFA metabolism to increase its total amount and alleviate inflammation; and regulate
inflammatory responses to inhibit relevant signaling pathways. Based on intestinal microbiota and its metabolites, this paper delves
into the mechanism of action by which acupuncture and moxibustion treat insulin resistance (IR) in T2DM, aiming to provide new
directions for T2DM treatment.
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BB R R WA BEMT 5 & T2DMY, JHIE
B RN IR , ZNHAE 53 W A\ il J il N )k
A=) RT XFR RAR T R A TAE M, A2 B G H IR
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A-fiff—B— FUIHAR (tauro—B-muricholic acid sodium, T-
B-MCA) . 41 JIH& (lithocholic acid, LCA)]II & &,
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M AERST T2DM BIVER] CAO SESIIF5E L1 | B gt
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3 e
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