REYES#E www.shengwuyixue.com Progressin Modern Biomedicine Voll17 NO.2 JAN.2017 - 389 .

doi: 10.13241/j.cnki.pmb.2017.02.048
VAL R 2 550 e ZRhor A BT RER B LR bR 9w 1 55 N e i 5 7
s *
I FY O F#MAY B B O EE? A m'?
R BE BE O L/ PR wan A AR 61050052 3538 5 TS DU 4 SRS A S0 IR % va )il s AF 610500)

E iR
(1 AR R~ B o —

TR o 8 P BLARAG A AE R A S KR I ALAE IR, W R S AP AR, A B AN A 3P R A R A2 AN SN IR M A AL A
#8F BRI AL S, WA R EERERL iR B R F i i B IR R R B AR T R T A R R AL R ik
ZJA) 6 AR B BT Rk T B kR AR K B R S AR AR K R R B L, AR T RS X T AR MALRKAARY)
AR AT LS SRR AR K B SR W B R RS AT T S AR EAE AR R B T ERARA

FERID : 4B AR 5 o PR S AR R AT P MR B 5 2R T R IR AT AL B

hE4 & E:R587.2 XEAFIRAG:A XEHS:1673-6273(2017)02-389-04

Research Progress of the roles of Endoplasmic Reticulum Stress and
Mitochondria Dysfunction in Diabetic Related Endothelium Injury*

WANG Pei-jian'?, WANG Fang?, WAN Jin-dong'?, TANG Pai?, XIE Shi-jui’, ZHOU Peng'?
(1 Department of Cardiology, The First Affiliated Hospital of Chengdu Medical College, Chengdu, Sichuan, 610500, China;
2 Key Laboratory of Aging and Vascular Homeostasis, Sichuan Provincial Universities, Chengdu, Sichuan, 610500, China)
ABSTRACT: Endothelial injuried is the first step of the Diabetes Mellitus (DM) related vascular complication. It involved complex
mechanisms and oxidative stress plays key role in endothelial dysfunction. But supplied of exogenous antioxidative drugs focus on
oxidative stress still disputed. Endoplasmic reticulum and mitochondria play important role in ROS generation, hence, it is important to
explore the relationship of Endoplasmic reticulum stress(ERS), mitochondrial dysfunction and oxidative stress in DM related endothelium

dysfunction. In this review, we summarized the researches of endoplasmic reticulum and mitochondria dysfunction in the DM related

vascular complication and also analyzed the relationship between ERS and mitochondria dysfunction in the oxidative stress.
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R AR AR ) AR AR SO TS T SEPR b BULIAAE
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A AR 3 EREA Y I BRI AR S . HLARRKT T ROS 1)
Bk BRI U BIL S I PR P B AU R S (OR R
AL R GE) AL 5 U 22 48 A ) 5 fL i (Superoxide Dis-
mutase, SOD)., 11481k &/ (Catalase, CAT)., A JERIA et ik
(Glutathione GSH), 2 Bt H ikid & k¥ (Glutathione peroxi-
dase, GSH-Px) . [l 21 Z %8 & 1(Heme oxygenase 1, HO-1)% M
MV B 22 ) ROSP 91, (E AL E il L RN ROS 7K1
A TR A TR D AUl 2R )RR A 1 BRI v A A o

DM I, ROS JR- f4_E T80 S R P FE e — A
12 R S fL i (reduced nicotinamide adenine dinucleotide phos-
phate oxidase , NADPH)JE 341, 5 ROS B b i Py it
™ (Endoplasmic Reticulum, ER), SE( ERS FIg ki ATl fig it
"R " ROS Az it AUk I P R FRR SRR A0, JRAT
F180 75 AR 22 K AN AT 800 B A P 3 22 140 16 1 407 (Reactive ox-
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O R FE PN B W B (protein kinase R-like ERkinase,
PERK) & 4%, ()7 LEE i -1 (inositol-requiring enzyme-1,IRE1)
A%, ()AL 5 A F 6(activating transcription factor 6, ATF6)
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