+ 606 -

http://jeom.scde.sh.en:8081

FREE S H PR 2% (] Environ Occup Med ) 2015, 32(6)

XEHE : 2095-9982(2015)06-0606-05 FESEKS: R114

XRRFRERD : A

[ £Rit ]

SRURE T 2 BB vy Be e e BLBIRR R 5k e

RERD?, HEE, IR, M RE!

WE: =AFL5 288 KK R BEAK, 24 45849 (particulate matter 2.5, PMas ) 89 % 7 & % X 7 o X
YRR PMos A2 AL ROR A b R R M B RS ZERMBRAL, 3t 5 5B EHERE LR £ W4
W E AN 5 R R R IT Sr R, BRI R B, BRI . AR PR A otk ol b KR 4 A AR AL AR EAE R, B A
ARER, FHRRD  FEEHAR, FRNEEEERESE LB BRHE. BRARE, ATRABRROL L,

KB : mBA; AR MREFIIT; A FAE

Research Advance on Effects and Mechanisms of Fine Particulate Matters on Type 2 Diabetes Mellitus
ZHANG Guo-qing"?*, QIU Qian-hui', SUN Qing-hua®>, LIU Cui-qing' (1.Medical College, Hangzhou Normal
University, Zhejiang 310036, China; 2.College of Public Health, Dalian Medical University, Liaoning
116044, China; 3.College of Public Health, The Ohio State University, Columbus 43210, USA). Address
correspondence to LIU Cui-qing, E-mail: liucuiqing@hznu.edu.cn + The authors declare they have no actual
or potential competing financial interests.

Abstract: Emerging studies demonstrate that air pollution is associated with incidents of type 2 diabetes mellitus (T2DM),
in which attentions are drawn towards fine particulate matter 2.5 (PM,s). In the present review, we summarize the domestic
and international evidence on the effects of PMyson T2DM and insulin sensitivity, as well as related underlying biological
mechanisms in which PM, s mediates T2DM development with focusing on the target organs of insulin. The mechanisms include
inflammatory response, oxidative stress, endoplasmic reticulum stress, and mitochondrial dysfunction, leading to glycolipid

metabolism disorders in multiple organs such as visceral adiposity, decreased heat production, lipid accumulation in liver, and

reduction of glucose uptake in skeletal muscle.
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