F26% FH10H
2024 4§ 10 A

A FHPEBZT NP FIR
JOURNAL OF LIAONING UNIVERSITY OF TCM

Vol. 26 No. 10
Oct ., 2024

DOI: 10.13194/j.issn.1673-842x.2024.10.024

B A HARTE H 25 B ia BE IR A S AL LR PR 2 i 1 H

B, AR, B S, I, K Y B R
(LA mdEERIFLER, LT 101399; 2. F E F ER SR 2T ER, 7T 100053 )

WE ERRR TG T o EHF LRk, PAHSSAEER I THERGBTH N, Ad, PHRrL
e MEREAZSA,EERYT PR R ARIRACIERE, TR FH A ik X & A P 25657 BRI R T
AR R A2 T A A 69 5ot 1548 T P 2406 U7 BB AR A R R 0 FF 2 N 0% R A T Bk, LR RAT LRI P 2 T vAiE
AT I A AR AR B T KT R B R B RR R R AR R MRS B e AT AR S B A AR B E
M B ARIF S5 SR B ARG BERR BT LNER, L FBIREIRAFHARE P SRR T
PURIIR & P o R SEE, AR AL B IAAS = P 2 Br e R IS AR EL a9 AR A ALRI R B A, A P kR A
BT EIRALIE I X AE

KRR IR SRR B ARM F 8L AU R

FE 2SS R259 TERARERD: A NEHRS: 1673-842X(2024) 10-0118-05

Application of Modern Omics Technology in Exploring the Mechanism of
Preventing and Treating Glucose and Lipid Metabolism Disorders in TCM

WEI Jiahua', FANG Xinyi’>, MIAO Runyu’, ZHANG Yanjiao’, ZHANG Yuxin®, TIAN Jiaxing’
( 1.Shunyi Hospital , Beijing Hospital of Traditional Chinese Medicine, Beijing 101399, China;
2.Guang’ anmen Hospital , China Academy of Chinese Medical Sciences, Beijing 100053, China )

Abstract: The disorder of glucose and lipid metabolism has accelerated the progression of vascular
complications, and the comprehensive adjustment strategy of TCM shows enormous therapeutic potential.
However, the complex composition and diverse pathways of action of TCM seriously constrain its clinical
application and modernization process. The rapid development of modern omics technology has created
favorable conditions for exploring the mechanism of TCM in treating glycolipid metabolism diseases, making
it possible to reveal the scientific connotation of TCM in treating glycolipid metabolism diseases. In recent
years, research has found that traditional Chinese medicine can regulate gut microbiota, reduce levels of
inflammatory factors, inhibit fat generation and lipid accumulation, and reduce pancreatic islets 3 Multiple
targets and pathways play a role in preventing and treating glucose and lipid metabolism disorders, including
cell apoptosis, increased insulin sensitivity, and improved pancreatic resistance.This article reviews the
application progress of modern omics technology in exploring the mechanism of TCM in preventing and
treating glucose and lipid metabolism disorders, providing useful reference for accurately and objectively
revealing the mechanism of TCM in preventing and treating glucose and lipid metabolism disorders, and
providing theoretical support for the clinical application and development of TCM.
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