- 86 - Chinese Journal of New Clinical Medicine, January 2022, Volume 15, Number 1

it R 4R ik

fn TE TR A P ) 5 e s SR AR BT 53 28 P 1Y

Wk 5 0t %

EPE, FWA(LE), Xiang Fang( F4)

GWH R P EEZRHEE (45 :2020M094)

TEEBAL: 274000  ILZR, Wi BE2A L RHFAC AR A BT A (E9) 5 274000 ILZR , 8 B2 2 L R WO s I g P9 -0 R CRE T ) 5
Department of Neurology & The Mitchell Center for Neurodegenerative Diseases, University of Texas Medical Branch, Galveston, Texas

77555, the United States( Xiang Fang)
YEF RIS . EhIe, B, B, WHFE 05 1] BRI ST R AEMI2YT o E-mail :3098969168@ qq. com
WMAFVEH . Xiang Fang, B2+ B2 W58 05 1) : #h Z0RA T AR PR AYI2YT o E-mail ; sxfang@ UTMB. EDU

[FZ] 2 BUBRIRA (T2DM) MR 7R G g B (AD) #0255 4 W AH G 19 RE PR , — % A7 AE 2 R AL ]
fER A o Wil R Y iEad 2R 2 5 5 2 AR FRALRE AR P AR, TR B FRARHT (IR) B R Je
RAFTEZMMEM . %SO TR (A BE 0 B B A Q™ 15 T2DM K AD Z i tlL] (14 N FE R A —2Rid

[X$ER] WHEREE,; BREEMPL; e, 2800RE;  FURRIBRRE
[HESHES] R749 [XEtREE] A [XZHES] 1674 -3806(2022)01 - 0086 — 05

doi:10.3969/]. issn. 1674 —3806.2022.01. 18
Research progress on metabolites of gut microbiota and insulin resistance-related aging diseases WANG
Zhong-ying, CHANG Li-na, Xiang Fang. Teaching and Research Section of Internal Medicine, Heze Medical College
Shandong 274000, China

[ Abstract] Type 2 diabetes mellitus(T2DM) and Alzheimer’s disease( AD) are both age-related aging diseases,
and there are many common risk factors in the two diseases. The gut microbiota participates in the regulation of insulin
physiological functions through a variety of metabolites, and plays a vital role in the occurrence and development of insulin

resistance (IR). This paper reviews the internal relationship between gut microbiota metabolites and the pathogenesis

of T2DM and AD from the perspective of IR.
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