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Abstract

Recent studies have shown that the occurrence of insulin resistance is related to many factors
such as inflammation, oxidative stress, microRNA expression, abnormal insulin metabolic signal-
ing pathway and mitochondrial dysfunction. These factors lead to the decrease of insulin sensitiv-
ity in body tissues and organs, thus affecting their normal function. Among them, insulin resis-
tance, as a risk factor for hypertension, vascular calcification, coronary heart disease, cardiomyo-
pathy, cardiac insufficiency, and abnormal lipid metabolism, has become one of the current re-
search hotspots. This review mainly discusses the occurrence and development of insulin resis-
tance and left ventricular diastolic function in patients with coronary heart disease, which can
provide a new idea the prevention of diastolic dysfunction in patients with coronary heart disease
and the advancement of treatment target.
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jeb L9 T TR TN BEIRAR B O O 2 A I AR F ORI A AR AL, 2016 A (RN IEIR 22 2 28D R AT Y
WEAERY], WO IE BIRRFEIET 400 KT, AT ANEUN 45% [1]. FEBEHR N DR 51t
SIRBACHIIER RE, O MEO AE BRI A 5 B I L5 HARE o F3000 2030 SRR Lo A R 2
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P51 AR SOBEF SR I RE A IR A8 e CoJo i85 (T Se it e A — £33, DA PIG IR 51RO 5 47
5K DI REJR MRS fH BEAR 1 4
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i B A IR LA P R — A OO IR 7™ A W] S UM S, AT AN s 481 2 B PR A B . — A Ay, iR
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2.2. IR 5100%

AXFITJE 0, I % R AR BORBE PRI T S B0 IUE[9]. M SSHIF 78 38 BHLE T RE PRI IR & PR 3k AL oL
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2.3. IR 5\ h=iE
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3.1.1. AEAMEC)MMEFFU(VSMC)IhHEFER

ECs Al VSMCs 2 [A1 5 2% [ AH BLAE F G I ThRe Ak 1 (R 17 k% B8 . BECs 32 B it A il 5% 43 Wb
A NO, HIFIIR R AR Ak R 7SR 2 20 1 55 67 5K VSMCs FITEF o B ZE R P9 i g oh RE T B A5
M. EC AR VSMC ¥ 5108 . i BRI, RAE. 4R . 40 NI S5t g #kE A
[17]o #EIX— 5 F, NO (X S fF 3 % A Bh T B 1k ECS (OB RE, X ok COaTfesdad f2 B s & A 40
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3.1.2. A AMRERERERE CV AL MEL: BERMESRZNIEAR
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e v B NVE A2/ ENaC JE 1, EEEEEA AHIIER . &, X4 Na @IEH O E ECs
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5. RESRE
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