— 446 -

rp A BRIE H SEBE 2014 4F 5 A 58 20 545 5 4] Chin J Rehabil Theory Pract, May, 2014, Vol. 20, No.5

DOI: 10.3969/j.issn.1006-9771.2014.05.013

S

MicroRNAs 5z Bk # HERE (L

TER, EW, AAE', X2+

EEES!

Wi L 3h 2 i A microRNAs (miRNAs)HY & S Bl 58 19 s % e st e i Ll . a0 A R h A 2

i miRNAs 5 S BKRERE A 1) A 2 K R UIAR G o AR SN BIRKRRERE A2 A BRI A, 2534 miRN As 7R KA AL K

BLE AR A .

[RER] microRNA; SIFKHHEAEIL; A ECANNE: JAE; L5k

MicroRNAs and Atherosclerosis (review) CAO Xing-yi, YUAN Ming, XIA Dong-hui, et al. Department of Neurology, Chinese People's

Army Police Force General Hospital, Beijing 100039, China

Abstract: The discovery of microRNAs (miRNAs) in mammalian cells has renewed the focus on posttranscriptional regulatory mecha-

nisms during pathogenesis. The studies have showed that miRNAs play a key role in atherosclerosis development and progress, and were re-

viewed in this paper.

Key words: microRNA; atherosclerosis; vascular endothelial cell; inflammation; review

[FESZES] RS43.5 [XEMRIREE] A [XEHES]

1006-9771(2014)05-0446-05

[(AXFFRENX] F¥ER, =W, ZARE, 55 MicroRNAs 5aiKHEREAL[T]. I HER BEE 5 528K, 2014, 20(5): 446-450.

20 1422 90 AR LI HT, microRNAs (miRNAs)#IA A& HTE
AL 2L B YRl 8 R IA I BE R /N F RNAs, — ELARSZ 5]
EHMTZEM . Ambros R [ AT & A 75 TR B2
(C.elegans) NFAAE—Fi lin-4 JL[H, BEAZ S SR 4h dUfy 2f Kk
i, MM T ZATAILE . lin-4 2 TR R AT E M,
{EA] A il — X /N RNA B S AS #8575 5 KT B A R i 1R
Y, WRAZLRNERT 75— miRNA, let-7%, [FAEHIE
WA SRR TR . 2 20024, WFLBII P ) miRNAs JF
TRIZFEIPONT, I RIS A28 & A R JRAG . I JLAE
K, BiE miRNAs TR IR A, &I IFLAE R 7 3 ok A 18 1k
(atherosclerosis, AS) 1Y &A= & JE i F v A S BRI ML . AR S
MAS £22 U &, B miRNAs 7E AS A ML A s s At
AT
1 miRNAs B4 4 245 1

miRNAs SEA PR N BE 2920 22 A% BR (19 A B 4 /)
S F RNA, il i3 S5H0EE R mRNA 89 3 AR 40 i X 58 2 i AR 5¢
S EANE G, FHE mRNA BEAF BRI, e —28
BT 1/ 5rF RNA, 55 T4 30%~50% Fk 5] 1) 5% 5% Fil 5%
KO, HMANMINRE . BGE . k. B AR T A

TEFER AT, miRNAs F 91 9054 5 A (pri-miRNAs), 11,
& SURMEAA A 3 2 BT R . B8, Pri-miRNAs 7E40JY
1% P #— 1 45y Drosha 1) RNA R 5B T EIH], T2 ALK 60~70

Bl L & ZE IR 5544 Y pre-miRNA,  7E exportin-5 85 HEYTH B F ,
pre-miRNA M AR 12 0 A4, i Dicer M EIZ534, JE
JROUUEE/NRNA . WS RNA 1A, T2 A miRNA . 4 miR-
NAZEFEMELS A 5 RNA T E 4 18 (RNA-induced silencing
comples, RISC)Z% Fit I i miRISC, )5 5¢ 4 mli A 5% 4 VC Bt 41 J
14 3'4E B [X (untranslated regions, UTR), [%f## mRNA &,
AR 1 R
2 miRNAs 5 AS

AS Ui LB 25 ko R ] L I 4 i A )
Bl B2 R T 0 A P B RS B PR IR, S LA A
FULEF AE A 2E , W72 R 4 B A sl Dk ny Ak 1k 1 4
g, TEEEE AISMERE . AN 1859 FHFIL A FL2E K B.W. Jo-
hansson FJ % 5 P. Nichol S e B R LR, T 1504F
HDrs, T 20 21 AR R . TR E B DA ) 2 1
Tl X — g 1Y R HLL , Se)E B 2 Al i
N RAERN . BEPTIRIE . AN OB 55 . ILAE N
K, ASTE—FERZ Sl W E M E R ILFEEA T, il
HEFTIERR BT 22 Ak o VBRI RE S BE MR B o miRNAs (1)
RINE LR RE T AS R ENLE], Shik—E 9% SR I 5 T
RE T RAFIYETS
2.1 A RN B

AS T N F R TR A PR FE R R E R, Zhllk

BB 1P EARRAREZEM S EREMZ NP, JLatili 1000395 2.0 FATK BAMIIZ .0, JEATTTT 100094, EF T W25
(1987-), Lo, PUG, WIRAARTA, BLOmed:, EL0H05: IR, @il . RAE3C, 55, M, Sibprse s s,
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N REARL A5 02 AS i A 2E R E AT o YN B s S, 2
PRI N T O A S Y g, T
B2 Rt WERBAS R ZRFEAAE, WE5IRTAN
JIBE %) ST T4 oL 0 P A/ 5 s 2 BB BB Y P S A (R B T, e
JETE MU IR AN s [FI, BN Bl MR RS, 7oA 2R
A8 W PR A 5 o 3X — FR A SR 4% 0 34 R g T M A1 PR A B
ASIRH: .

2.1.1 miRNAs 5N B PN AR U 4 7 o R v v BE 3
BA . WEER. M GEVE AT I A RE Y DN R 2 A ek A
M-S AN () S, R MR R 22 ] o Ra e e, 4
Fem AR, BeAh, PR IR W R B AR AR, &
BRI STAZA AEE PERI BT, R AR DT, TR TE B A
I PPN B

BAEIA R, 9 A R AS & AR Nk JR I L R
N AT RE R, SO B AR A5k, SEaE TR,
HaIL T RGBT ek BIR, P R A0 Y s AR RE O T I
FEGI% AS,

Yang %5 | L PR m B 1 R #B5 Dicer 5K, & B/ U IR
FEREIRES 12.5 KANGHE 14.5 RACT, FMAETE BURI4EHE 32 1) ™
SEM, FWI/INBRUVRG 45 A i r] REZE3E 38 miRNAs W45 LLSE
B, FE RNA T T N BZ 40 i 0 #R Drosha Fl Dicerl [ AL,
N RIS . B0 A ) 2R IR N2 B 8 s,
— P UESE miRNAs 5 N S 41D RE & UIARSC ", Stahlhut 5578
BESh ) % ik B b & B, miR-1. miR-206 i 1 F 4 0 55 L
IR H i O N 2 A 4 B F (vascular endothelial growth factor,
VEGF) A 7K - 55 BLIR 12 P B 400 i 48 26 BUAR 5 iy i 3
miR-126 ££ P AR R 2R aR A6 A 1 A8 R i A5 5 3
TP LA A (0, 0 ) i R miR- 126 12 B PR 1M A4S 5 4 1
FIP R AR . R RIS A i RE R B G , ZHINAENS
. i, FEEREIEIEIGFET; 0 miR-126 {2 M8 HE MU 4ESRR
BV P 5 5 1k 0 407 s PR T~ SPRED- 1 F PIK3R2 [y 363k, 12
iF VEGF il 1 £F 4 41 ffd A +: K -F (fibroblast growth factor, FGF)
R FEVER™,

i A iz 58— 4 1k & & B (endothelial nitric oxide synthase,
eNOS)™ 1 1) — A b RAE A RR O A RS TP B S A A, ¢
FFRELAAT, RIBTH M eNOS F 2 i BN J2 D RE 2k 18
LG MAEBHGIE K . Sun FFHIEH], eNOS /& miR-155 A B # H
br, 222K miR-155 B/ Ak N B2 4L (HUVECSs) #Y eNOS
FIR LA S0 A, R A LB K C B IRBEIFE S 1 P B MKt
PEMAEEF I, R I0H] miR-155 ] G 2h 3t O 45 s & e
rP A PN Rz D) RERE RS I — BT IR T T

PSR 5 2 A F A OB A . Shk MBS DI AR A sl ik
FEAESE, Sabatel S5 Fl ARSI A= B IC 5, WAL E] miR-21 2
F GOPEIRAT AEAE MR, AT i RhoB FIAFITE J7, U

5559 B2 AN AL A4S G BT AR, Taconetti ZE T 27 miR-92a 7£ Ifil
B )G IR, 5-1RBAEUR B BE (5-bromouracil deoxy-
riboside, BrdU)# A Fil{l; H AL & 5250 32 (L i UE S 2R B, 41 il
miR-92a 1Y ) REREASHE I P Bz AN A3 B FIT RS DR SL 4R35
WY, BT e A 0 AE T B2 4 A Kruppel £ 8] 5 4(Krup-
pel-like factor 4, KLF4) Fl 22 24 i 1 Ak 25 11 3% B 8 4 (mito-
gen-activated protein kinase kinase 4, MKK4) 1t ¢ 1A 7K - & FEAE
FH A6 AR P 5 miR-92 H5 T 77 18 3 44 58 52453 2914 3 ik )
PR R AL, WD Bl KR R 43 5 Bl kA A S A N B
o

B2, TR, miRNAs 78 045 A BRI Bz 40 i 5 26 v
D AR E AR
2.1.2 miRNAs 5P JJLAHHE -1 LA A2 Sk i 4 e — 119
ARy, A YR RN A TR T R 2 Y R BRI A N
A3 AR W LA B 5 1 B LA Wi g s SHLIR B iR
AT D SE S s 2R R AN AR A . SRS RS, T I 4P
TE WLAM A A 3 5 AT AL 2 T30 AS FUE A= NI B

AR, miRNAs B8 IE I 55570 LA 38 5 e % A iy
W EDIHIIE . miR-143/145 & 3= & 35 T4 LAt i 95 4
TR AR ST B miRNA GG (R RO S 1 HE R, 2 5 — B s [N
TN R T FEETE L O HLR AL LR s
TAE, X MU e B & O EZA/ERYY, miR-145
MR T DL AT B e B R 2Rk, (A R T 1E E AN fd AE
BT WS40, X AT AE A S miR-145 7] B B30 WU ZE 1
PEEAMHLCWLZE B4 P F- KLE4 F1 KLES B R0 ghiy st
B FEH, miR-143/145 BEEE R, 2 S IOEE DU, &
Ak, TRE TR NGRS,

miR-195 WA & FRIA T I T LA . Wang 5572 4 i 512
& B, miR-195 AT LAFHIF- 1 LA A s s At i8Rl R
U/ 4 A % (interleukin, IL)-1B. TL-6 1 TL-8 25 48 it A T4
B AN, Yo SEOFTR R, Yk Let-7d 19 10457 LN
FIEKRASH VKT, AU RN, A a B fs i T4 K
FAWIH GL P, miR-1/133, miR-24, miR-26a. miR-208 fll
miR-155 04 HiH 57 WA R4 G
2.1.3 miRNAs 58045 . EBEA4IE B WEAN7E AS & it
HRAEEN . 78 AS KRR, FE AN AR Y T T AR T LS
W N B R Bl kR RER AR A BR AR s RS ik B S S A B PN g
AR WIRANMOE A, R A0 N & E . miRNAs i 3 34
S S T I B AR R E W A T i AR R 7

miR- 155 K5 PR IA T AS BEH AL Al mE 20 A . Tk Py U
PEmIR-155 )5, KIE VELAAR TTHIAE ) s, W iE R
ZIRFEE B, FEEIEIL-6, IL-8, R IR FE K F (tumor ne-
crosis factor, TNF)-oZ5#41k K TR, NoelsZF &K, TEAS
5 AL 1 B A B 2 miR-155, /048 SE A% 40 i 55 3 ke

http://www.cjrtponline.com



— 448 -

o[ R TR 5 92 2014 4F 5 A 45 20 :%5 5] Chin J Rehabil Theory Pract, May, 2014, Vol. 20, No.5

FEBEAL AL R F- CCL2 26k 5 IF HL AT LA B4 i % s A
T Bel-6 335, 1AL SAE K 71K F--«B (nuclear factor kap-
pa B, NF-kB){5 54209, Sk, i 41 HENE 2 il Toll #252
(TLRfE S48, nlfedt B ani AR AR, ik dn e
o —¥5 miRNAs 7] % TLR {5 5 &2, 41 miR- 146a ! 1]
TLRA MG B A ARAE SN, 117 miR-147 W Ry 7 PR R 2C7
2.2 GAE SN F U

Ross 7EH45- 507 B UL A IERE 38, AS J&—Flul 45 BE (1Y)
MEYERAE SN, EH AT, RiJREtid e 2 S AR 4
SEFTA FEAFEIE . SR ERCAE . BV R . &
IR W e S8 25 P fe s A1 28 A B ) s 52 VR T Il s e, sk
RAEN T . RYEAARAGTEIL, e ASTERL, WH, &
IS BN B G TR BN o7, (HR— e i N - i 75
N Bz A0 T AL 5 AT 2 3K 145 20 if 285 B 43T (vascular cell adhe-
sion molecule, VCAM), -5 H 4N LB o P B2 40 i 2k Y
miR-126 REREN K VCAM-1 (335, Bli/b 1 4 B BHT P Bz 4
M, JEER A RIE, Zhou SF3E i R 5 35 Y)Y 711555 miR-21
ik, AP miR-21 WAEHANI VCAM-1, S ANtk & A-1
(monocyte chemotactic protein 1, MCP-1)Z5 %[t 7 F 9%k, {2
HESARZ AR N B M 2 ] R B R E 3K % AS B K
Mo, RPN 20 UE A A miR-10a F KRR, T HLHR I A
HOXAL (3235 B s a2 AN SR 3L R 7o, &
A5 miR-10a 14 A S 30 Ik P9 52 41 2 3 4 NF-xB 43149
RIS, JF US| — L RAE A WARid MCP-1, IL-6. IL-8
SEEIN, miR-181b 875 N Kz 40 ML NF-kB /-5 1 L8 A
KR, 3 263Kk miR-181b ] NF-xB 45 & # [ importin-a3 F1—
Z Y NF-kB A, I VCAM-1 FIE-3E£ %P, miR-1551F
R IRIAFE I —E 5y, TIRRIEEA R A, wb
AS R, i & B miR-155 A5 1Y 9 AE SN FIAG 2243 335 1k
2 M (mitogen-activated protein kinase, MAPK)F:, %40
M4t % MAPK-10°,

IL-10 j&— Bl BN HL 2 50+ A WFFEUE] IL-10 K451
miR-187 EL %4 X} TNF-a mRNA R E A B, I Hasad i
P IKBCIA] 220820 TL-6 F1TL-12p40 A5E SEFIR0,

2.3 AR U

SAALRLEF B AS T AE B P W BB 4 . LA 2
TP F AT, AP SO A P S R SL(ROS) Y ™ AE S hiT Ak
ZIE A, MBS WG PEEUKE T T B R
J& B 25 11 (LDL) 480 fk i 4 ARG %5 B8 i 25 11 (oxLDL),  1fif oxLDL
PR AS T BURUR s AR i — AN RS R, Bl sl
LB KBE P B2 0 WA . R 5 200 ST LA A — R
GIEL AS PHR I

Qin 5T T oxLDL H#J5 miRNAs 15 P 2 40 i J8 1= 2 i)
BIKFR, AP miR-365 [— AL AP T 8 H Bel-2, 4L

miR-365 1 71 i 240 0 718 Bel-2 mRNA FI7E (HKF FIE, 44
MO T, BEJS X R R Let-7c i 3 15 261 Bel-XL 3k,
PR N 2 TG4, Ding %5 K] FH hsa-let-7g AL ¥ 22 5% T ox-
LDL P IMAE T3 LA, A SR an i i P EU= kb, i A
WERNJAT R s 7E IR IR K B B S Ty B th A5 AR 1] 1
T S
2.4 JIR BRI F U

PIFEIA A, ASSEAS I UURURISE 1 WLAn s s v . |
H ] T — A S A A R, B AT UG T sl ks Ak

BT FL R ANN S IRER IR . i ot SRR A 48 TR i BAAZ A Mt

X SAARRR A FR IR, NS T SR AN AR ) AN AR,
T AR R IR ANE AL, A Z TGN E L. LDL, R
HH(LP). Hl =R (TG) M & % B I £ 1 (HDL) 2 i -4 2 119
5 AS KAEBRAHSERHE,

JIG 2 NG T Wt (LPL) S — i 2 5 H 9 = T8 /K fiff 11 B 38
5 W i 5 LPL W /s BEAE 9 AS HERE . miR-467b REASTH Y AT
WELPL (92&i%k, IEAENCRE/IN BUIR D 28 1 s il g S ke 1
FVER . Tian 25 F oxLDL 4b #5541 miR-476b 254k
I RAW264.7 ELIEAIML, /& I miR-467b 43 LPL i )5
DR FIIL-6., IL-1p. TNF-aZEh43 0",

HDL HA By 1kl ik P9 R BHE R, i AS 28 I8 i i 1
Ho M miR-33"ApoE %, miR-33 Fl ApoE 3k K #R R 1Y
2R Y B KOG PR HDL, R A [ 5 5458 R F 4 v
UEA] miR-33 it = A& T HDL, fif iR Esssidis , LAIE R Eh
JikBE Z AR P, miR-125a-5p i3 HAHE H bR, S 508FMt
TG S Bl A 2R 1 A DG B H 9(oxysteml-binding protein-relat-
ed protein 9, ORPY), I BT A% A0 ML IR BT . miR-146a
P07 TLRA A ) 240 L 95538458, I8/ I IR B kL i
JRAR ORI AE R F (1 460
2.5 BEHLIE 2415

AS B Pl 4 BRSO AT B, e 7 M
FERAENEENN . &SR 5 M0 5 B i 2F g b
FEAEBI B 4B, 2 88 BEO P BUMAR PO 0 N AS BEHURY
StMEA miRNAs,  7EBEHOR AR Rl 24078 % e d Fi vh & 4
5 Z LT EAE Y, Lovren 55 ] 15 9% 75 7% Y% miR- 145 )
ApoE " # R, &l 12 EVE ke, KMHE TS FHE
kAN S Pk S Ak ) BRE e T Bk 0 s AT R T RN B
JER A BN, IRFEAZ O X IR0, BB A 5 15 20 i i 43k 2>
TR E BEH™, 7E LDL 22 M6 [k % B, 3 3 30 i miR-33,
ALK EEH A, R e, o B TR T ER
HDL 7Kg ] iF [ B i

TE 2T A R 55 Ak T8 43 32 B A 25 A = 5 B0 1 H % 4
Jit, FEAEARZ RAE ST TR UK AR, MEBEL AR nilfass . R
FasE . SRNLEH . miR-155 & J8REA Bivs S Sy v i
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HEIR AT 25 o IR miR-155 YAt — P2 S AE 19/ 73T RNA,

EJEARSMIFFE i 75 TE i S5 67 21 240 L P R A BT R VEHT . Marjo

B L A BEAS A miR-155 i 2 2 AR AR /B, TE S I

AR miR-155 B AS BEF I &, D BES AR E 1 5 [

I e SBRE AR 1 28 SR 200 ML 1 I, & W] miR-155 7 = i 14

E R TP R YIR . PLASHITER.

3R

miRNAs [’ fF 52 {6 31T M3 DRI 8] 2 0 1 o e M A S AS 1)

K K% . miRNAs FRE A= R ] 10 22 D REAH G Y HE

AR, BTLL, miRNAs 2 ERSRA G TH . SR

1, miRNAS7E AS X — U BT R RINGE L, e £

()R 2 B AT — PR A, Rl it Hh T 0 AS JERR AT

FIFIRYT I miRNAs %

(5% 3CHk]
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