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H AR A As By s Kok 0 ik B F h ey Bt R AL 09 B3s B A R, X FTHAEZFRPEFHEL
LR AT A As TR 09 K BB RAE— 4238,

[FESES] RS [SCEfFRIEFE] A

The progress of the national preclinical research of atherosclerosis in the recent three years
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[ABSTRACT] Atherosclerosis (As) is a pathological process which is tightly related to cardiovascular diseases.  Be-
cause of its high risks to human health, Chinese scholars have carried out a large number of researches in recent 3 years,
which focus on the model and the pathogenesis and risk factors of As, such as ferroptosis, pyroptosis, autophagy, gut mi-
croflora, exosomes, oxidative stress, low shear stress, non-coding RNA. Intensive and in-depth preclinical researches
provide novel ideas for the selection of prevention and treatment strategies and drug research of As, in order to achieve clin-

ical transformation.  This paper reviews the preclinical researches on As conducted by Chinese scholars in recent 3 years.
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W, L =AF R AR BRIt T SR T AR
ST G 7L L R AR SF A AN (N LRI D
PARZAE S i RNA SE0F5E A, R IT S As BSRH
T AR SO TR 28 I AR S8 As (1 RERA 5T T
VERE DL A FRE AT fg 2 [m] B

1 EhEKRHEE R R

1.1 E&8hWESR

ST RS AR BRI IE As B JEAT, 2o
As o BT £ 7 12 , (o 2l Ik ok Ao S A TXE Bl A 1
P NSRS REAE AL BE SRR 1 e 7 TR | R4 i A1)
X Ik ok AR A A O I A5 0 B A B R A
P, 2RIk ZE B AE (acute coronary syndrome,
ACS) F= 22 LU AR Bl bk o8 A A A B B4R Tt = BRE B
TS Ak % IR T A 9 AR AIF 1 11 DR 255 A 1
ZEMCHR A5 T R TR 4 SR 0T i DR IR B 1 ik
TEG I U B ST T sk AR B AL 5 S BEFRASERY, Sy
ACS WF5E st T AT SR A2 E i sh B R B, iy T4 Y
O RGN FIPLAE S AL, & —FhEAR ) As
BRI (R AE AR AL T R | AR A B
PRAEARGIORS BT HUMAR G AL, % 55 4 A R
FHERSEY™ 5K % e AR HK 5 15 i M 57 INF (8] P ) 2 44
FE UL /N Bl ok R A A RSB | Sy T R AR SCAF 5T
SN T 1 SR gl Kook R B A0 TR B DY SRR A A
A B EERE AL, RE 4 M DL B i 3 Bl 4 i#E A B
ey, JEBESAE E FIE A R R SR, i
O UREFE X148 3 A, 17 A R I SR BF S
OO NUESE & B A 50y U B SCE Jdad
FIIRIRTR Apok™ /NGB MG N B h
HENTO LR IR As SREBR A LA A A OURE RS AY
SR ARDIAN GBI T AT EXS As B2 5
B, DLSCR S5 25 T it T B i s v & .
1.2 RAREE

B L5 A0 T 96 R 200 L % af A b -
JULZR AR IR Y6 A 200 2 0 IOk ok AR RS A B B o )
AR AN, ST A T R T TR AN BB XT As
WFFEEA T 2R X W oE 3 i i A P v TR A i R
SN, S B AR, TR 40 i 73 1 /K F B AR ST S ko
FEREAL RS 1 43 F AL R R
14 E 5K ZE 11 (angiotensin I , Ang 1 ) 7] 38 523 410 1 1f.
B UL P ATP 45 & &5z iR AT (ATP-
binding cassette transporter A1, ABCA1) F1 B ji% 1 #Y
Tl R 3Z K ( scavenger receptor class B type 1 ,SR-B
1) 28 2R 3 00 ) L [ s P, o s JUL 5128 9 Tk 20

BB R, %3 A0 R 5 AR AT I B O I R 2
L2 e BB 5 T, P S0P AR 4% R R 4 T (oxidlized
low-density lipoprotein, ox-LDL) Fl## 34k 2L K 7= )
(advanced glycation end products, AGE) Bk 515 S A
BN THP-1 57 1 SRS E MR IR AN IS AY
1.3 #H=F&E

S IRAE AL 7 EAR A S — ol B S L R
(ANBTUIRE Sy ) A0 A9y I 2R (i@ ok 4 P B
JILAR IS4 5E 55 ) 25 As RH G BRI A8 12 1) i 28 1 DA
R TR U As 19 R E RN, Guo
SELOTENT T — AT A IR TR | A L v A A
FASEVL R A8 AR S U W 2 2 R R R S
VA A A5 A i i RSB AT F A, T IR IRE B
P A I 5200 As BEBRAR A% O LA RAE TR B8
I B, B 7R FEHTBEHR N I B A 2 As VRYT I T &
M
1.4 #EGEM

Bl Ik 5k #6446 78 %4 (atherosclerosis index, Al) =
[ BIH[EEE (total cholesterol , TC) — 5 %5 B g 2 1 AH [
& ( high density lipoprotein cholesterol, HDLC ) ]/
HDLC, 2 [ bR B 27 ST 3l ik ok e Al AR 2 10 T
FEbRZ—, AT 00 Bl ko 22 1 L 2 22 K Bl ik ok
PR L B SRR T B FIRRE BRI, As
Ve —Fh e B PR R AR 7E | B — LI 2 FE B E
T XAFAEBRRE BRGS0 T AW~ O B S
PBEFRFEOR  NBESR A /N B B B AL B X As
AN BEAT 255 PP A T &Y M S A U
(ultrasound molecular imaging , UMI) J&— 45 ST
As JRETRE I TCRIEIAR o AR As 4G 1 e 1
EREFASE AN AL, Yan 2512 45 40 i 7] 25 B 43
F 1 (intercellular adhesion molecule 1,ICAM-1) | Ifil
B YO EEFFH93F 1 (vascular cell adhesion molecule 1,
VCAM-1) 470 K i1 W 3 12 AL % 55 Hr-X 470 5L ( sialyl
Lewis X,sLex) 34 % H.—1#J ( microbubbles , MB)
18, #37. VCAM-1/1CAM-1/P-selectin-targeted MB-
VIS MR 25, 3 MB 7 R4 Hh 6 B BE 0 A 2 Y foke
W B R AE 5 BB 5RO As (9 B2 W T
RO SR BE AT o8 AR T . AR s AR
(photoacoustic tomography, PAT) A= ¥ £ AR il 3 %
JB Bt TR A SOR LS, nIAG o AL PP A AR
WIRZER AR b K A YR B Xie 5 BF A
TR T CD36 &1 2 5 4 5 5 40 K UKL (anti-
CD36 decorated semiconducting polymer nanoparticles,

PBD-CD36NP) 38 % PAT {5 5 #5841, 18 1o #2 7) m
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0 As JEAEAIMI Y S AE (R 573 1 CD36 , M Ak
CD36" LA 7E Dok, RGEVEAN As S RCAL 5l ik
DESR AR EE O 1 TN BB B P AR Bl ik
SRR RE AL RO I PR IE T2 %, Ma S5 #5711
SR S AR B A W) 4 K UK ( ratiometric semicon-
ducting polymer nanoparticle, RSPN) , RSPN 5 4l ffg
M0, « BN, PP AERESREEAE T e UR &
G b S S i BE DA A AL BRI As 72
LOEPIC AR AE A R B I 7450 2 4k i 240
i1, G5 5B B WA R R AR 2R 0T e i) g T AR SE 1Y
AP UR TR, R AZ E R R0 As ZERE AT
T KBRS EE AL,

2 EMBKREREN R RILEFR

WKL T 5 As

BRICT R — P PR Y R B 8169 (Tipid
peroxide , LPO ) & FRITT BOA AT 300 (19 4F 8 T 4 A ST 1
B ARV, BRIET-2 5 As MiRIR S
B JF R T EEAET R e R
7 ApoE™ 1Y As AL/ K ox-LDL 5 SR ZHMIIE
B RR R I, As /N BE S IR LN BRIE T AH Gk
GPX4 SLCTAL1 FKIKFEAR, HALIRANMI A Fe® 16
448 (reactive oxygen species, ROS) g Fiid AL YN
% ( malondialdehyde , MDA ) 7K ¥ I 3 Tt =1, 28 B H
JIk ( glutathione ,GSH ) 7KF- TR, $& /R BRIET- T BES 5
As K&, He % % B2 WATIA (tanshinone TTA,
TSA) Ald i b A AR 3l K P B 40 i v 21 R AT AR
B F 2 M5 F 2 (nuclear factor erythroid 2-
related factor-2, NRF2) i) 21k, Jl /D 4l g I ROS %
b, AT A H4 08 Y B2 240 I 1) B 48 Ak R 3 4 T il
As FRERHERE , Li A5 DR DY He AL 20 U5 B A 4 3
(‘endothelial progenitor cells-secreted extracellular ves-
icles,EPC-EV) 5 \J&@ IR Ik 4 Bz 4 i 3 55 57 , & 1
EV 7 # f3% /N RNA-199a-3p ( microRNA-199a-3p,
miR-199a-3p ) AT 38 A ¥ ) VR F T4 R 2R T 1 (spe-
cificity protein 1,SP1) , i P9 52 4 f kS0 T, H %4
T ApoE” /N HHIKTE S EPC-EV A RGES: T H
i = Bl Jp s A B AR R B, TE IR ST BRI A MR AL
PG BTG As BIBLE (] 5 A R B
A BRI T 98 p53 mRNA 9 Rl A, SLCTALL
GPX4 FTHImRNA 3 ikt .35 71, H As /MR
RN E AL IROK -4 2 W) 8 003 s —FR 5 Bk
LA As FERIATRES pS3/SCLTALL 4151
BACTW A G

2.1

2.2 HMETE As

A B PTE  TR B B 2 RS T G | R
BET AR UAT FEHEPA T R T BT R —
Fh A VEAN A TR 2K B0 1 2 M /A SE o 2 JDE R
241§ 1 ( Caspase-1) o2 B K441 4 .5 .11 ( Caspase-
4/5/11) %18 2 & D ( Gasdermin D,GSDMD) (1 C 3
RH i 3k ( C-terminal repressor domain, C-terminal RD)
1N ZifLIE B35 ( N-terminal pore-forming domain , N-
terminal PFD) B5) 73 25, PFD 78 il B 2R 4 I A 5 i
FUIE I, T 2020 ML BT 1 0 i, T 200 L PN R A
T A B 5 A DN 25 ) R, Bk — 2D N R A E
J ST AT I A T A R e R T R R R
TARHE As ITE I, H S BEHURRR & PEAR

RYE/IMAE Nod FEZ K8 H 3 ( Nod-like receptors
protein 3, NLRP3) [ 8015 B 48 N K 4 A5 T2, A\
TifEE As &4 K 8. Bai %07 %3 miR-302¢-3p
I ELREH ) ] NLRP3 223k, M i A i ik
1% PN 2 400 ( human umbilical vein endothelial cells,
HUVEC) £ET-% 8] Zeng 258 7E ox-LDL 5519 IfiL.
B B AN & P miR-125a-5p 7EFE 5% 5 K -1
FH 2 Jif s I SBUMN 420 2 ( tetmethylcytosine dioxygenase
2,TET2) B33k, S ECAN LN DNA H 3L 5% 4k
KK T BE BE A% ROS 2B W3 2 DL ¥ I + kB
(nuclear factor-kB, NF-kB) #7% , 42 FEAE 48 K 7 40
ffifr % 1B (interleukin-1B, TL-18) Al (40 T A % 18
(TL-18) FREA , 2 M0 e A= A T, JRess LW A I 1
( glucagon-like peptide-1, GLP-1) 8 i 41 1 [ 5 2 43
AT Je g B 2R 7, YR 2 BOBE PR , (H XS
PN B 20 A BT R A T AL IATS S B ARG, B/ 22 2 )
KIL GLP-1 i ik miR-22 ik, 40 ox-LDL i
TP NLRP3 JEAE/MARES , T HUVEC f2T-, Bré
W A0 2 B GLP-1 2B 49y ] 0 45 Bk W 3 5k 410
NF-kB/NLRP3 4151 2l ik A B A AR T, ol
RI/NE As BUIRASFREE
2.3 HMBES As

20 W e — T 0 P O e A R il A
HEAT ISR AR PR 1Y 43 F 3B A%, T D3 43k b Xo) i o
P47 ) 200 R | A0 ke s DA | B R AT S Y 2 1 B
TSR AR . BOA BRI R W e B A
ABIT As BEHRYRRE | T H Wk ) 58 52 45 I 2% ok
As BEBLITE B0 TR, 45 9 1k 2 M g LA BIL
il 55 5 Ak 2 R ORI 58 T T O i AR

X 4 H S AR T 5T BT 4 A0 A K TR 21
(fibroblast growth factor 21, FGF21) 5 7 7R 2 fifd fIH [#]
Fis i YOG R R B, FGF21 3@ 1 4 1 A mes s A
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TR EC RSN THP-1 JE [ s s 400 il L 6 200 e 3 oK
16,2 FGF21 TEHT As I R 0L T 52t i) B8
DL As S E 2L B AE 9 105 I ACRE S W s K A
BOCWE BN, A SO AR5 T R /N R
FI GO R B A R T 0UR 28, /N E B ik
G S AR ORI T2 7K P BT 0t A8 P R A 9
¥, #IJF(a)EE(benzo(a) pyrene,BaP){E NI EA
LG 4ed) 234855 %2 ( polyeyclic aromatic hydrocarbon ,
PAH) 2R xS0 A8 7 48 B 3 F 1E AT, (H B Ak
HLIE A W, % 4 05 A5 % B 28 BaP 7 Y 5 1Y
HUVEC A W/ MR RS SCHEE F 2Rl & 2 H
17 (syntaxin 17 ,STX17 ) FI¥ i (4 R A AE 1 2 (Lyso-
somal associated membrane protein 2, LAMP2) [ 3 ik
REAR, F W MAC S W AR & 52 BH, JFIESE PAH J@ L
i HUVEC AR, fEdE As JEAL,
2.4 BEMEMEEHS As

CATWT 5T 2 I M 38 Tl A 0 T 5 0 ok oks A el
PO 5 05 25 VAR 261 iy T Bk 4= 0 T T
3o Gt N\ 288 s [T A G A ) it A 81 9 4K P g I
PR T e S S 3500 TR R 3R RL 5 0 0 T i
b At I RS AN | I v L 0 e 5 LA K R A
P KT, A 9 i RO

W 2 T 23 4> WA HEE AR 1, Yiu S5 A 4 T
ApoE ™ /IR F IR HEB AR 1, S0 Toll #3244 5 ('Toll-
like receptor 5, TLRS) , #fifi /] B P AR 280015 25 1
A1 (apolipoprotein A1, ApoAl) F1 HDL (¥4 K34 i,
W38 As, VIBRONELAY ApoE ™ /NE s & A I AR
AR AR ILE A S B R 1 As BEIE 1, Meng
AU R IE R AR IR CSTBL/6 /NSRS
M E 22 B S = AR MR SR A ApoE T /INBRIAR Y, HLE AR
B LR As S B R ARG BB B . T IRER 2
J i T A 7 AR A — R R, Du SEDY A )
ApoE™ T /NEUAT T RRERE 8 SC96 A B, T R AR e 5
NEMEFRE T M IE A W 2 R R B R B O R
EUCE TR W A PR As A FR B, Ak = H K
(trimethylamine-N-oxide , TMAO ) J& 7 — I 1B W A= ¥
PR ), BFRE R TMAO 5 &5 As "
FREEIEMEAR JCS ) 2R AR FEH I ok VD 4R
XF As /N U IE R SCHACE ) TMAO 5200 1) S5
TR, BRI IBTE RIS /N As BRI /N T 1Y
TMAO 7R Y BT [, 3K TMAO JKF- ik, f
— LRI IE R SO As BURER
2.5 SMBES As

HNIMASE th Z2 2B 70 B4R 40 ~ 100 nm
AR TR RSN, BECEIERA 2R 58 P N4

PHA AN 3 7EZ AR A R R
REBT LA BAXIR , A NI 45 20 M i B4 5 404k AR
itk JEPRIFRR AR SN A S RE S

UEAESE  WFTE AT R A MIAMATE 2 A ) Fr9 3 5 4

S As R A RIEDY ) Zhe B LR T

1% 372 5 B9 B 40 B ( nicotine-treated macrophages,
NM) 5 VSMC L8555 &3 VSMC R I BT 3T 7%
FHGSHRE S, IE— 20 S SE 50 % B, A7 AE T e
HHR) NM R PE SR A A (nicotine-treated macrophages-
derived exosomes , NM-Exos ) il i #E A VSMC F B il
miR-21-3p HL [a] #1104 Wl 2 Mg-5K ) £ 1 [R) DR A A
( phosphatase and tension homologue , PTEN) ik, )
et VSMC A5 AT RS, s BEHIE 10, Xie
S5ELON) R ECEE A 78 /)N BRI iR R KA 5 5 R B /N R
DY IR i AL 2R A UAMAR ( visceral adipose tissue de-
rived exosomes, VAT-Exos ) Fl 2 T g I 2H 25 5 4 41
IBA ( subcutaneous adipose tissue derived exosomes,
SAT-Exos) , 343 il 5 B W3 20 i RAW264. 7 3t
Rk B, WP 28 AL/ BRUAA N 1Y VAT-Exos 1 7] 58
1L N ABCAT 2R3k, #fi] AH [ BEAh , f 0E H Al
MO IR IR AN i, [RI , VAT-Exos if i i | 4
NF-kB-p56 MR ALK V-, 02 E B WEAH M M1 3% 5L
TERIE S AN R F 5, TRINLAE R B As R
MM miR-141-3p AYF 5 & _F i, IF]H
PR HT S gRT-PCR i ARIESE miR-141-3p i
AT VA2 T AR DG IR R PTEN, 401 1) 1fn 357 P9 5 4
MR T, AT As fEHT
2.6 HEUMHSE As

SRy 200 i A A7 SR A 3R G O A T S B
ROS J A PEIG K . 2 509 ROS Bk AT 48 1) 4 4 FH 24
JHL P 8 A I A A, SCRT AR R 5 A ol T 4
DAY AR E 55 R PP PR A T 38 5, AT RS 400 e 3 s A W]
WG DA PRI R, AN T E As &
RO il A PUR LRI B ROS BE 192
P As B IARIFSE 1 H R SRS L

Zhou 55 B 5Y K B R FR ApoE ™ /N FUAR JA 4
1 5 (perlipin5 , Plin5 ) 5.5 , E 8 IkZHZ H ROS 4=
B2 As ESRFEFE N, Wi gk — 2P RN Plin5 5%
K AT 305 3 ox-LDL 55 (1 40 B 4010 I i AL
SCY Bk — PR W] Plin5 il 3 P W AR e LEE 3 3%
it/ 25 VN BN 22 U AL AR 1 O A I R 20
J A 3, DT 2 BT As fEHT. Guo %1% & B
BRmE fig 25 NH [ B Bk 5L 5% B2 i (lecithin cholesterol
acyltransferase , LCAT ) Hlt 2% 19 2 4 6 UMLK P Y
MDA Filfi 5t ROS /K- 3 TH i, B 5 As AR RR
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IEAHSG . TER IR R A AN HOR ST A 3h
JiKF-3 LA 9 ( human aorta smooth muscle cell, HA-
SMC.) 52 i S50 v | B F AR A0 R IR 5 Ay
— GRS R HA-SMC i UL U 5
¥y ROS 7K F, #9387 HA-SMC A W, Il I T
KA NI 450 S8 A W BOIR SR HA-SMC i £ 47
YE . BRSNS (singlet oxygen,10,) /& —FPHUA &
AT TR N B 2o B AR R 20 A A A T 3
Wi, AOFEE R T RGBT AR S YR
W/ —Z MYy e6 ( glucan/ chlorin €6, Glu/Ce6) i1 Glu
PUIEIR A | dectin-1 3244, B Ce6 f%iz2 2P,
FHEROEIRS T 7742 10, 175 S 1 R 20 AR 10 Fn
T2, AT As B T2
2.7 REYIEAI5E As

MR SN2 A8 7 Az — i pR kg BLI N g #Y) e
77, I AR 5 R A I A 2 el R R
TP F R Sk A 43 SRS b PR 5 %
LS ATV 3 I 2R A IR 3 SAR T Oy As B
R R R DL O A SCEkHE B39 U8 77 5 1
EITIRE K E USSR I R A AR R
FE(10 ~20 dyn/em®) FlIE (525 dyn/cem® ) BTN J7
T AR A8 PN B A L R A AR BT As AT, AR BT )
WSI(1 ~5 dyn/em®) W23 330 P4 Je D) REZE L, (2 K
As MEEHFIA LR, As &SRR 7

SRHLAE R, o AR AT 5E 5 R As VR
PEHLN ICAM-1 F1 VCAM-1 193535 56 AK 5 I 1 4
55 N B A0 43 475 3 R, 3t ] e 3 4 ot ER B 1 oy
3 DRI B ) 1) FE SR A R 3 2L [R) R 4T As AR
Flo 835 R BB # Dk A0k EA. hy926 76
4. 14 dyn/em’® WIRBT YR T3 54T, 4L N Piezol
25 AR, 278 Piezol 25 TARBYYI N 1A &
1 As e, Xu %7 AR BIFEARBT LI R FI/E T,
HUVEC N miR-181-5p I8 T, 51555 S M¥;
SEPLIE PR 1 3 (signal transduction and transcriptional
activation factor 3, STAT-3) 3" UTR ¥ ) 4% & Wi /b,
STAT-3 F ik 8 i, NLRP3 4 P /IMA A 5 11 40 il £
TR AR As BB PHEREAEDTC) S8 5 i A
J12# ( computational fluid dynamics, CFD ) £ Rk
7 e RSN DK L 372 2l 5, PRI 53 A s AR Bl ok ok A s Ak
Perp EEpeE B 1 AR P N E S AR SR A A R I
eI DA RS =E A2 | RV R A BT G E L A TR 2 DAV
(wall shear stress, WSS) fA7EH 4T 24255 Fnin
Ui WSS ATRER As R LG KR O ER R
2.8 3E4RED RNA 5 As

2R ARG 22 AR W G

5 RNA (long non-coding RNA | IncRNA ) . 5 fk RNA
(circular RNA | circRNA ) FIHE A% #4% RNA (microR-
NA,miRNA) ZEE4 % RNA 7 30 ikl BERE AL %00 1
EPR T BV R BRI T TR RARFE T

IncRNA &K JF #3200 B 1 (nucleotide,,
nt) H AN H 4% % % 25 (1 RE J) 19 % s A Bian
45 sShRNA F 8 HUVEC P4 IncRNA-NORAD %
Ik B, ox-LDL 175 3 1) 20 i i 7 F1 8 2 i — 20
&, I HAE 4+ VCAM . ICAM . IL-8 mRNA 7354
T, Guo %™ % Bl IncRNA-FA2H-2 il it 5 TR A 1%
ZR A 25 F4) JRE 25 11 (mixed lineage kinase domain-
like protein, MLKL ) & & 5 3l + #H H.1E I, B AR
MLKL & 2k, e dE 40 i A Wi, /b 20E & E 12
71 IncRNA-FA2H-2 /RN As IOTEAERE ki, X
FHAEE % B IncRNA-n342721 7E & 1 O LA 3E
(acute myocardial infarction, AMI) 8 5 A 56 .0 %
(non-coronary heart disease ,non-CHD) 3 2 [H]f7-4E
5K, T Y3 635 IncRNA-n342721 2= | fih
JREIRAEIR F o (tumor necrosis factor-o, TNF-a0) | IL-
6,3 T ¥ 1L-10 i X 321K B (liver X receptor-B,
LXR-B) . ABCAL , ATP %5 & & ¥ iz /& G1 ( ATP-
binding cassette transporter G1, ABCG1) (7K, F
IncRNA-n342721 b fiE i T 4H A ) 5 5 52 07 L B 4l
1l JEL T P 3 1, s A i

circRNA Je— M3 £ P A B4 5" -3 He ik
FIEFRIR A>T, B SCHRIRE , cirecRNA S5 As i B
PEE™ ) Kong 45 KB cire-Sirtl W] 7E i i 1 5
NF-«kB WAk p65 H HAE H, #0 il H A A%, 32 1 410 il
VSMC RAE R A IHEAL; IR cire-Sirtl 3£ 7] 5 miR-
132/212 454 B8 H X Sivtl 35 KA 6075 12
E Sirtl FERERIK T RN p65 £ WAL R,
LR As W) KA, B T X k& ER Ol
(forkhead box protein O1 ,FOXO1) A] 5 G1/S-4¢554
JEAEE H D1 (ceyclin D1) YA sh 7454, 1€ cyclin
DI K IK, Yang %1% M 7 —Fh B AU circRNA-
CHFR, flifi]% B circRNA-CHFR W 3 i 5 45 W B4R
FHFR #l miR-370 5 FOXO1 My 454, iF 5% cireRNA-
CHFR ifi 33 miR-370/FOXO01/cyclinD1 i /¢ 5 T
VSMC (3458 FE RS . SkHE %S R ox-LDL
AL PR EESE I, /NEUE WE A circCDR1as 2235 7KF
FEEARR , H miR-7a-5p eI , JFUESE circCDR1as A
A VR AR IR BT miR-7a-5p , 45 E R A L TR AL, i
M As &4,

miRNA /N3 FHEE RNA K EEZ) 19 ~ 25 nt,
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FITERE SR J 7K UTBR H Y 2 PR 3Rk | & 4 5k TR i 4%
VERIE . Su 257 % B miR-181a-5p il miR-181a-
3p 1E ApoE ™ /INER LA B e AR 2l ke o 8 35 1 1l 3
FOIRYIH T R, 4 miR-181a-5p #l miR-181a-3p kb
PR ApoE ™ /INERL, HBEH K /INUA Ko As 5 A8 2 FE
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