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[ABSTRACT] Coronary artery endothelial injury is the initiating and the most critical factor of atherogenesis.  For a
long time, researchers have focused on the mechanism of endothelial injury induced by oxidized low density lipoprotein ( ox-
LDL).
thelial cell injury induced by ox-LDL has been gradually discovered.

coronary atherosclerosis;  hyperlipidemia; ox-LDL; endothelial injury

With the development of new technologies and methods, the role of micro-RNA (miRNA) in the process of endo-
This review briefly describes the miRNAs involved in
endothelial injury such as endothelial inflammation, autophagy, apoptosis and dysfunction under the condition of hyperlipi-
demia.  Summarizing these miRNAs may permit new ideas for the prediction, diagnosis and even treatment of coronary

atherosclerosis.
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B2 AR, I 32E B Jbk 5 B B Ak ok AR v sl ik 5% E I
I, Akhtar % ORFSY & B 5 X A AR, #R0R AR
H E JERGk= (ApoE™" ) /NRER A5 3 K 1o (hy-
poxia inducible factor-la, HIF-1a) 38 K 25 5, 3l fik
e DX S B X P B e 20 B SR AR Rk Ak
CXCLI BRI HANSEH 7R ox-LDL A7
S HIF-1o (97742, 1 HIF-1a X ] i % miR-19a 4
Y CXCLI 23k, S ik S 20 266 B 20 Jok o e s
i & A FR R, R ox-LDL W] L@ i HIF-1a/
miR-19a B A2 15 CXCL1 Rk, f2 7 N R AE &
Az, RG22 3 A% 1 0 ) 7T RE 2 4 Bl DK o A R Ak
BTG . ox-LDL ik ] LIS i N B 3% 52 2 B 70
A (junction adhesion molecule-A | JAM-A) fJZNRET: 3
IRFEEIM AT, A P RAE A EA N B, miR-145
YN Bz AU AT R E JAM-A B8 Al sh ks
PEREAL Y S A R AR AL TR e 2

Ceolotto 25V XIFBE T 11 AF Y 58 25 UEAT R W AT
WS ARG HEPELRAIE , & B8 miR-30c-5p 5 i JIH [ i
R %8 HE S £ P AL e | S50 ) bk Ay S v I R oA A
R AL SRESR A A i i B2 SR A 5, miR-30c-5p 7 301 fik
RV A E P RN LRl N N R S R
ESE miR-30c-5p B I 15 0 290 M RE A0 52
PEA TAF SR T N Bz 200 B i 468 5, R 4 o] 3l ok o4
FERE AL A, 1T miR-30c-5p AT 98 D) i 32 3 Jok
SRR AT B, 5T K IR miR-499 7E 7.0 £ 5 I
B IRB I TR T A L AE T R 4 (programmed
cell death protein 4, PDCD4 ) FR ik ik />, Wi # A8 {b 2
FARK 2B RS SEES R ox-LDL A RAPE S
N EZ A 13 miR-499 ik, bR A miR-499 Al i
5] 8 # PDCD4 Yo/ Hoxt NF-kB/ TNF-o {553 6 114
et o 20 A9 R AE A0, miR-103 7 e IR B ik
SRARERE AL A P AT AY Hh SRR 84 1 i 5 miR-
103 3t 1 PTEN B XS MAPK {5 554 38 %
FIRY I ) DA T A PAY B 40 L ) 8 A A P e o 35 F
W W SETIESE R IS R A 1 B (high mob-
ility group box 1, HMGBI1) J& miR-328 YT I # AR ,
il miR-328 40 ) 5% e A B i ik A B2 4 i
(human umbilical vein endothelial cell, HUVEC) ] .
F AL T PR A AT R, O B miR-328 i
PR BRI K 20 L3R 4 ox-LDL 175 5 1% 2 AE 14
LR G B . T ox-LDL AT LU 1 F#AIX HUVECs
miR-328 J HHEZE 11 HMGB1 12502 i P4 2 4 it
RIERE

miRNA 75 A B2 20 i 5 0 Hh A7 R AE T ox-
LDL A A] # #] N Bz 41 i miR-20a £ ik, miR-20a iF

FIA A M H TLR4 F1 NLRP3 {5 516 S N
B 40 0t 52 RAE G ox-LDL LAl fif HCAECs
' miR-138 FIK T I, Il 42 % PI3K/ Akt/eNOS {55
A AR N B HCAEC AR5 R g i o ) e
1ML BEHFE S & miR-25-3p AYTS AL /MR AN AR E i
P8 a-~FHEWUNLBh & . T Y i B8 T8 e i 2K
FI L Hh =g I E B IL-18 IL-6 H1 TNF-a HY7K
T REAIR A REEEMARE R 10 5, i
T ox-LDL 175 5 19 10045 PN Bz 40 B 4% SiE 0 A Jo L
FAUST 4 miR-146a Al miR-147 W Z S 5 %
RETHBRIT BT

2 miRNA XF P R 40 B B & B 220

DAL B2 200 ifL 19 W 6T 0 kR AR B Ak % A EL A
YERE, A Wes 17 M A2 45 02 1 568 R 3 ik s A0 1 £k 1y
J'&, miRNA F= %58 5o 98] 15 [ g 5 PR R O DG 2
SR PN Bz 20 M . miR-216a 3 a5 51 ) 9 5 20 i
M Beclin-1 7KK 2 4il ox-LDL % 5/ HUVECs H
W, ] REAE o L5 5 9 1 2l Jik ks AR s A 1) 2 ML
A SEME TS miR-129-5p A -t 2 18 1 i 5
A WEEE A Beclin-1 25 Mz AmE") ) W52 H ox-
LDL fii N B2 4] miR-129-5p .2 |4 Belin-1 & H
PR | A WEKFFEAIC, {H Beclin-1 [ mRNA Jf76
Al DRI SRS IAE |78 miR-129-5p J& Al AE i i 417
il Beclin-1 PR 11 BRI F 55 P B 40 M 1 0k 1 20 fik
SRR AL AT A

H W A1 56 2 [ (ATG) 32 Z F miRNA 18 1%,
Zhang 25"V BF5E 7R miR-30 7T HE 38 2 400 k) AR
I ATGO 1 BH3EI F P 2 2 e Y s i
SR ApoE ™ /INERL PN B2 4l HEL FY Wi /K S T BT miR-
30 FRMN, J5 FiE it 5 ATG6 mRNA /Y 3'-UTR 4%
B I BRI R X S5 J 5 RSN ox-LDL AZbHE 1 I 4
R —%% ., miR-214-3p W5 ATG5 1 ATG12 2
] [l LA A e R ANRE 3R HUVEC I ox-
LDL J13% DA Jig 2l i 308 &2 A wa itk 7 245 1 R 7E
HUVEC 1, miR-214-3p iF F ik Ml T ox-LDL 5| %
) AL, AE7E T HUVEC H A9 ox-LDL FL A1 THP-1
RN MG B, AH I, 7E % & ) HUVEC 17, miR-
214-3p & T X ox-LDL RIS sh -4 PE B S
(REST o 7E ox-LDL 45 T miR-214-3p i b B 4240
mAEFH T ATGS mRNA /9 3'-UTR ##77 H W, miR-
214-3p W RETE of Jik o A 5 £k 1) & 9 WL v A 4
HlFER
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miR-155 5 miR-126 BT i 45 &F 5k 4>,
XIS P9 R 40 M i [ e g IR T AE . Yin
PRI miR-155 B s 2 dE ox-LDL 3T
HUVEC 1 A WG PE, #OGR B RS 50 H7 7, miR-
155 H4%5 PI3K AL W5 o Al Ras [RIVEY) B %45
A, 7MW miR-155 FIfig &8 i ¥ /) PI3K/Akt/mTOR
IR AR I A5 P R A0 B G, miR-126 23 i
] PI3K/ Akt/mTOR 15538 K & ox-LDL 1555119
S AW, % ox-LDL 5519 HUVECs #1455,

3 miRNA 5N EHAMAT

DAL B 448 E 453 473 R 08 T Bl K oS A 1 Ak 1 K T
FRFHLE] P & SR . miRNA 38 i 2 F ik
BZ5HEET,

Zhang %2538 53 1 57 0 kS R R AL AR Y | 2 R
Xof Eb X B, B kol A A £k 2H N B 40 B R T KO 2
miR-429 ik FH 5, Bel-2 & (9870, T Bel-2 mRNA
TeHIR AL, D3Rl 58 IR SE miR-429 7l 5
Bel-2 mRNA 19 3'-UTR Z B 456, L, PR 40
FL T AT BE S B T3 miR-429 45 4 i Bel-2
mRNA (B PRl Bel-2 ik TSI A, miR-365
A 3E N Bel-2 A9 A 5] ox-LDL S A
A T2 Bel-XT B9 R VAt Al Y Bz 4 R T
N, miR-876 Al 3BT T [ Bel-XI Y EH 32
1, ox-LDL #] 3 31 | 4 miR-876 1 3 PN Bz 41 i I
T8 Zhong %5 BF 5% W 7R Bl JIk o5 FF 5 £k BRE Bk 21
2l miR-34a 8, 44 ox-LDL 7% 5 HUVEC
H miR-34a i) LA, I BA I RAREE, Bel-2
J& HUVEC "' miR-34a FU$EAR , XF miR-34a #E17 ml
J&i Bel-2 8 A 5 R0 G T 32 5, B T ok
PRRR A, FFRRR T Caspase-3 B3G5 8 1= 40 B 1)
B DA S R R R g B R ¢ BRI, M T
HUVEC ™ ox-LDL 5 3 B {ifi ¥ % ( reactive oxygen,
ROS) f7KF-, Su %1 A [R BE M 2538, IA R Bel-2
iF# A B W% miR-34a A § AU ox-LDL X}
HAECs AE K AMHI AR 1 T /R

LOX-1 4R IK7E PY B2 4 i 98 7~ 2k 72 v [m) A 2
2, miR-98 Al REME 1L ] LOX-1 Wi ox-LDL Ay
PR, 4E R HUVEC 3958, (9" HUVEC %2 1",
miR-590-5p 7 mRNA Fl & 7K 7 L ¥ 80l LOX-1
fy2e ik, M A T ox-LDL i% § 19 HUVEC ¥4
7020 VR FIBLEIE & LOX-1/ROS/p38MAPK/NF-kB
55 53l MM pS3-Bel-2/Bax-Caspase-3 5 5 il

3 Ak, miR-500 AT i i<t B KF TLR4/NF-«B i
BEAZ I ox-LDL 755 14 P Bz 4H M 38 5 DA K 400 i) 240
PATY L BRI [ WAL, miR-26a -t AT 3 5o # fi) 4
75 TLR4 mRNA {3 i3 9 52 %] TLR4/NF-«B 15 5 il
A AR T T8 -3l Bk P Rz A g 7=

miR-17 REMEIHTY ox-LDL 755 HUVECs 3454
AT, miR-497 W] R 1175 5 R T A i i
P 4T i 4 T A e IR B Bk o R T AR R
miR-30c-5p 8 £ 510 [] 98 15 P9 K2 48 B i) Sk g SR
K 03 (forkhead box 03,FOX03), A] fE7E NLRP3
RV R A T R E AR Y shbk
SRERE AL A A b miR-122 63k FF i, % miR-122 #F
AT FRCURE 20 R R T ek D | SE B aE— 2P IE B miR-122
SR S D] X B T B 1 (X linked in-
hibitor of apoptosis protein, XIAP ) fi£ #E 5l fik P Kz 41 ffd
AT miR-410 UUER 238 i 30 15 5 5 S ik
SO R F 3 (signal transducer and activator of tran-
scription 3,STAT3) Jik RS ox-LDL 175 5 1) 4 Jid 3]
77, 3 H AWl ox-LDL i 5 () HUVECs #4 55",
miR-338-3p 38 & #1 ] 411 il Bambi F1 1% TGF-B/
Smad i& & fi& #F ox-LDL % T [ HUVEC 4l Jfd 5
', miR-185-5p 7f 5 & % 41 4 i RNA-RNCR3
DL Kruppel FEH - 2 18 B 0 20, LR P4 B 248
JussaE JAT AT LA R RS ) ] miR-221/
222 3k AT R N K 20 M R A T T miR-221/222
)3t R T e AR Ers-1 B RS A5 p21 SR
SYE ox-LDL B S a T a0, P e
Mg T3 B miR-150 3R W2 LA, 14 miR-
150 AR/ EE ox-LDL 53 AT, ox-LDL i@ 1 I
5 miR-150 ¥ [ ELK1 A2 3 P4 Bz 40 i i =1
TE ApoE™ /NI B ik RERE AL B e b miR-142-5p
[k K R, R % miR-142-5p 1] G 38 i
TGF-B2 FA AT H W an g =10, dE—40#r
Z28 Rictor ( rapamycin-insensitive companion of mTOR)
& miR-142-3p 1Y B4 #E AL, @8 Rictor 1M BR 1
miR-142-3p MGIFIAPTITAE -, desh, 758 & 3
miR-142-3p #HIFIXF Akt/eNOS 15538 B F 1N
B A8 T B fR B AE ], miR-142-3p #5505 W]
IR ApoE ™™ /INER 32 B0 K %) P9 B 40 B R T O JE 2%
BlKORRERE AL Y & Ji& | T R 2 T8I FHG YT 2l ko A
EAL TSR

ox-LDL =% i3 1875 miRNAs 193528k ik 28
VAR o R R R S T AR S Y
I TIRERY IR . 1 BEE T ox-LDL ¥ N K2 4H
JH S REFH S AR 7 miRNAs 284k KA L]
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% 1. ox-LDL =N K 4 Th E1E X AU &R 5> miRNAs 4L
RAERHE

Table 1. Changes and mechanism of some miRNAs related
to the regulation of endothelial cell function induced by
ox-LDL

. | (HE AL
M miRnas Retefpgy (0 AL (RS
P RIE  miR-19a 1 CXCLI 1
miR-20a | TLR4/NLRP3 1
miR-103 1 PTEN |
miR-138 | PI3K/Akt/eNOS 1
miR-145 | JAM-A 1
miR-328 | HMGBI |
miR-499 1 PDCD4 | —NF-«kB/TNF- 1
VT EE miR-30 1 ATG6 |
miR-129-5p 1 Beclin-1 |
miR-155 | .miR-126 | PI3K/Akt/mTOR 1
miR-214-3p 1 ATG5 AAE (4L )
ATGS | CHiA=2HE)
PWHET: miR-122 1 XIAP 1
miR-142-3p 1 Rictor |
miR-338-3p 1 Bambi T , TGF-B/Smad |
miR-590-5p | LOX-1/R0S/p38MAPK/

NF-«xB 1

TLR4/NF-kB 1
miR-429 T miR-365 T . Bel-2 |
miR-34a 1

miR-876 1 Bel-XI |

T (GRIR) R, | 2 (FRIR) 1

4 miRNA 2 5% KN KM EMIhEe

miRNA 305 P K2 37 1 | 20 i 3 | i 1 45 2
B VR ISR S SR A G

miR-652 7E A [7] % 057 & ¥ A W 4F F . Huang
ALV P miR-652-3p 7 A /)N B 5l Jik it B A 1k B
Herbr 1 miR-652 38 32 410 i 48 it J) 11 85 1 CCND2
(2235 A HE S0 ok o8 A 58 T 28 A TR A, 7 v A
iE 25 F T, miR-652-3p TEAE 5 B 07 4 K 248 it v 7
BB VE L, A Z S koA R AL R, M
T, miR-652-3p F CCND2 7£ 2h ik 5 £ 1 1k 4 & 358
LI 38 ZE AL AR T 6 PN B 20 M T B 2 52 i, miR-
21-5p il miR-203a-3p 7£ ox-LDL 5 51 HUVECs %
AR 2 R Depl W SR R, ] s A B R
PRI BERE RS A AMPK-p53/pl6 38 f& i 30 | T miR-
21-5p 5% miR-203a-3p 1 4l 551 7] 965 553X L I 4

I miR-21-5p/203a-3p S il i B 3 5 [ 4% T I Drpl
(FIRAETE ox-LDL 75 3 (14 P B £, FT LA
1fi12% miR-21-5p/203a-3p 7K 1] 5 A PEA & A 1L AE
HH P R 20 T R B B A A B
MicroRNA-1 238 2 T I8 WLBR 8 1 4% 4% 0l 3
6 235 & ERK/p38MAPK 42 K 75 ox-LDL 7
S8 B LA, R0 P R 40 E A SR T g
Hu 210 {52 2 8, ox-LDL 1] 38 5 175 5 miR-496
FEIR kM Hippo-YAP/ZAP PR EE 0 F 1k, S5
YAP 2 (HICIEIE A AN, e 5% T HAE R #0%
TR PR A S DR R D 6 B0RE I A PN R A i
TRERERT , Tt 7 40 O H L P R
A1 P miR-181 K334 | Importin-a3 2 H: T i NF-
kB 5 B S5 55 ox-LDL 75 51 11045 P4 B2 400 it 454
P 5, H miR-181 234 [ W BB i Importin-
oa3/NF-kB iE 20842 ox-LDL 55 5 19 M58 7N Bz 40 i
10, 1 miR-183 BRI DL I8 LI [A] fi
DR ZMIEY | A HKPT ox-LDL XF P B2 4 A i
B fil T ox-LDL H3SN B bk 4 Kz 4 vl 1=
PR BEIEAS X YL R TE B ik | X ek
T LN S8 3 F % miR-320/NOD2 (B BR 45 &
RALLEF I 2) 8 X 45 77 A P R #8457, PR L miR-
320 & AR IMEST N R R 22— F il X e
1A 1% i PR 2655 AT 38 5 miR-320/NOD2 845 I £ %
ox-LDL i 531 HUVEC 45105 7= LE R4 1E 52
miR-92a 7E K BT I 15 1 A8 3h ok o3 FE A AL ox-
LDL W54 T 2235 L, ARBYYIR ) 444 7, miR-
92a JATT ox-LDL X P4 B2 41 M 53876 , 7T RES Kruppel
FERF 2 Kruppel BT 4 S5H15C 0 /NN
S PERLIBT miR-92a [ 238 A k> Y Bz 48 i I 41 4l
NIKMERERE AL A & R . Liu 2554 % 180 44156 009 H
HUEATATRE M SY , A5 R o, 5O R E miR-
92a-3p WEWIM TR S5 S F B PN Bz 4 i 2
£ miR-92a-3p I AY E FR PR, A 4P ox-LDL F1I
1L-6 JIE AT 20 gt miR-92a-3p (U335, I 19
R S 45 A 1 miR-92a-3p 21k, miR-92a-3p #i %
18 257 1A P R 4 o 40 A A B N G, X6
miR-92a-3p 19 iyl BHL T 17 100 487 D9 28 A T8 B, o /)
2 W & H ( thrombospondin 1, THBS1 ) /& miR-92a-
3p FRSEER A4S A= A B 00, N R A S 1Y
IREME miR-92a-3p iH 3k THBS1 #RiHL 18 55 32 14
P Bz 20 A ) IR A B E FH . miR-92a FE 05 BLF- 2
— R sh bkt BRI A 34 T7 AT R mE Y, ox-LDL 7]
TP miR-758 45 ML 4E P9 B AL, miR-758 1)
1 FEIK T LU A 7E GO/G1 S BEL i 40 & 5 4 sk
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HUVEC 3858, {ifi T 40 1fi %5 1 1 RE 1 W 2 B A
miR-9 W38 i 97 S 458 15 4R Ak AR 2% B s A 1 A2 Ak
1 /51 p38/MAPK 3 #% , 76 ACS /N5 5 3 Ik ok
FEAE AL S B (%) T8 B v A 00 ) P D, O 02 3 1l 45
#9150 miR-590-5p % LOX-1 FI4E Ak 14 5 iU (5 5
18 T PR REIN 0 A A2 B OB R sT e A
miR-144-5p ] 3@ 2 m] VE H1 {5 5 %% 7 82 11 SMAD1
P45 HUVEC RYZHAE, b8 miR-144-5p & fe 3 6
HUVEC B34 58 X5 T T-5b , 38 eI i P9 5 48 it i
Bz,

SEHT BT 57 2 B miR-125a-5p 7E & N8 I 9E - 25
MRS TS 54T, Zeng 5NN
miR-125a-5p T A% 5 ox-LDL 75 5 4 1ML 45 PN Bz 40 i
BT, HBME R miR-125a-5p 1 LL7ER: 5 )5 7K F
0] 58 s g SN 4501 2 ( tetmethylcytosine dioxy-
genase 2, TET2) {15, S DNA 54 B b 2
KLARTIRERE AT 3806 M A 7= A= 0% NF-kB 3l
%, AT S 5 i /IR 1) 350 336 R 28 | R T A2 4% 40
ML IL-18 A1 IL-18 LA J A0 i SR SE SR AL, 12 it 3 ik
SRERE AL & 2 . miR-125a/b-5p A8 i 4 27 432 40 1] i
AN Hz Z-1( preproET-1) mRNA 14 3'-UTR, #l1 ] ox-
LDL %5 S ET-1 ik, miR-125a/b-5p 15T L)
B preproET-1 ik, F ox-LDL i3 T
N EZ miR-125a/b-5p FRIKRIBFEXT LA 9 K 4L ET-1
FEARMINHIVE R IR MRS

5 BEHRE

25 LR, miRNA 2 5 N K 4 4t 5 i 72, B
SRET X R IR LA 25 14 T P B 45455 h miRNA 1 0F 5%
CA R K (EAE R B B iC T A e ), 1
RAEYIRICY), W 2B RAF R RS R
% 5 S KR FERE LAY miRNA A2 Wf— 2t H
AR R RN T WA, HOR A5 58 4] LURBS K
S FR rb RE B T 22 R A Rk A H: il 4 i
TR FEVE AN 2 | T 2k — DR i i

[ &% 3Cik]
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