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Research progress in the study of myocardial mitochondrial effect on ischemia reper-
fusion injury by microRNA
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[ABSTRACT] Myocardial ischemia reperfusion injury is a pathophysiological process that causes damage to myocardial

structure and dysfunction, and further development leads to multi-organ dysfunction of cascade. Mitochondria is an organ-

myocardial ischemia reperfusion injury; myocardial mitochondria; mitophagy

elle that is complex in structure and responsive to external environment, and its steady state depends on the relative stability
of normal form, function and quantity. Mitochondrial quality and metabolic abnormalities are closely related to the occur-
rence of cardiovascular diseases, especially myocardial ischemia reperfusion injury. MicroRNAs are the regulatory factors
that have important role in myocardial mitochondrial protection during ischemia reperfusion injury in recent years. In this
paper, the regulation mechanism of mitochondrial morphology, function, mitochondrial autophagy and mitochondrial DNA
by microRNAs were reviewed. It provides a theoretical basis for the follow-up study of microRNA in ischemia reperfusion
myocardial mitochondrial injury.

L AE P 2 T S R N A i R BB T R — Pl iy, FLERE A PR FF R IR T ORI AR

TR, bl afi MO M 2 S B TR B
P A4 0 i i 52 95 R | SeE bR 3 kS A
TE RS K i A8 S A N A S 1 T BT AR =
TR LB i A G 1 S O IR AR X s
Ji kAl e 200 D R Rk — 25 % AL, H sl
FHIE 405 (ischemia reperfusion injury, IRI) , /0L
IRT S 1CU AR WE 3367 o i (4 B )
B, 25 IRLAERRRIRZ A RBIOIESS, 2
RLVR T B A 2 5 5005 1 DGR PRT 0 L ORIk

[ HEI] 2018-04-11
[(E£mH]

[1EZ 7]

[1EEBAH]
% [ SR BHA LA H (81560308 ) 5 51N 4 M58 AR AR A RHER I AA SR H (B #4 KY[2016]078)
WK BHBF5E A DFSE 5 1) 0 LR AR 4P | E-mail 2 478507012@ qq.com, BAE1EHH/N 1, F4F
B, W55 11 RO LR R, E-mail b 422318085@ q.com,,

By, RO 2 A B ER SR 1 ol 2 | Zoki i aE i A
SR ORAERFHIE A T6e Bl Ss A% 55 5 TH Y
A, LARIE B 5 25 8 RN D R, A LT 4y b il . 22
RERET

KEWFFE M, 3N RNA ( microRNA , miRNA )
I ZzZ 5800 01 IR, IF38 5 98 5 2R A D) B ik 3
XL IRT BT FAE A R AR L0 L TRT A4 £
PR AL IR IT S R Wi AR R AR SOk
miRNA K HAE O AL IRT AP SRR IE 25 Thie Lok

2018-05-08



962

ISSN 1007-3949 Chin J Arterioscler, Vol 26,No 9,2018

R B W S 2ok i DNA 4% 55 Jy T i) BIF 52 9 e A T

1 miRNA #iA

miRNA J&—21#F 4k I B R SF 1 9 U 14 3 4
/¥ RNA, TE AR ) b % B2 n I FE ],
AT miRNA 83 5 mRNA #9 3" JE B X (un-
translated region, UTR ) Ff 5 PE 25 &, 38 1 BH 1F H: 5
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AL WL K250 55 oh A R GE FR £ B miRNA
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208 AN 7E 0 L R 35 HOAS 32 oAt 2% B 4 0
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AL, oA 4R B R Y miDNA 1R 5 52 84k
FR R SEAT  AR AE B AT, O HARL A R A A
R DNA 05 S HL 52 5 A v B 7 A e 51 B
RS S, PR Ot HG 3 Al o AR e A R A R 5 ~ 10
550 AAERR, WLP RS CEE B LA L) (Y
miR-1 7540 i 5 Al 3 A e T LA 0 s R 2



964

ISSN 1007-3949 Chin J Arterioscler, Vol 26,No 9,2018

(myocyte enhancer factor 2, Mef2) Fl/s 2 HH X L
MEAL T 4 (histone deacetylase 4, HDAC4 ) J& [ fig i7F
mtDNA F % 3% 1 B0 126 11 90 1 4% DNA /g g
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