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HE Pk, H F LR R ¥ A X BRNA(microRNA, miRNA)FE % & B, #4- fn ig 5 %t B B AE 14 oh 18 31
miRNA (35 18 3 4 A miRNA) K ik 7 — 7 &, H 80+ BmiRNA T i 3 f0 E B 3 [\ #3238 % . (K% Rg
EEZARRKEBE L ML E L AR A, F b, miRNAK B &4 ¥ LIt £ ar S, 82

A RE R R I BE T A, R X ER T AR R R

REEIE  MRNA, SN, fLRERH, FEEF

AL i 7 T S BE Bk EEREA, 4K T i R R B
Jok o4 5 A 0 P A A A e e, I, AT
FAH, # o> 4oy B G 7 5 IR 5 E AR pAEHLTh
B TR —E R R, AT A2 R R 10 E0% HL A
. AT R 2PNt I A R BV A A 10
TR IS8 SR, (BT A8 o TR 05 ) B DXL P i
L AR R, A PR A ol S
e Wb B H I =S (triglyceride, TG). & AH[E B (to-
tal cholesterol, TC). &% FE 15 1 H [E BE(low density
lipoprotein cholesterol, LDL-C)FH ;%5 B 15 2 [ JIH [&] i
(high density lipoprotein cholesterol, HDL-C) &£ AN fig
SEAH R IR T 2R,  UWILDL-C K /IR BE AN () ) L
AR AR, EOAFAREE LKL o ()% JE A /N T
2 [fJLDL-C(small denseLDL-C, sdLDL-C)(#H At
WA, sdLDL-C 3Bl kiR AL 138 1K), H

LDL-CIAERIZH 4 G TE G — ikl 7. ik, 4%
Hr AR bR B LR S HEAT SRS AE R 7 2R 2
AR MARHE AR EE o) @2 —, HIKAEE IR, 183)
A2 7 TH )T IS e, ITAER, fEMURNA
(microRNA, miRNA)SUE 1) et~ 18 ] BERN I
JIE e DS HE S SR i . A N RN A
AP A A PR RIF 32 R A5 AT B O I R e SR G
HET TR T REAR. A SCERR 1 I A R i e 40
A miRNA B 7T .

1  miRNAHER

1.1 miRNA 7= 4 J A FIALE
miRNAKH FIEYEN 3 T-IEgALRNA, Hr= B4 s
S TEA BFE M. &5k, RNATEG RN
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RNAEAGM L FERT, & B &4 (pri-miR-
NA). pri-miRNAJE i 2530 55 54 H- 3 40 i 1% A BA% B2 Y
VIl DroshaBi1]), 1531 & Je 45 M4 F% Jypre-miRNA.
BfiJ5, pre-miRNAW 4% #4512 5 M exportin5 418 2|
UM, IS — MR A VIR DicerBY VI, TR RLZY
22K B I AU BEMIRNA. B2, XWUEEST T,
W — 255 5 Argonaute & B4 TE RN A5 T VT ER
&K (RNA-induced silencing complex, RISC), Ji7 &4k
SATETNRE, 7 — & HAMABENIBE FFME. miRNAYE%E
HEIRISCH 5, v R REIEFFREMEN. miRNA
S ik FR 7 51 (5 i 5 2~ 8L A% HF R ) 1 Ji1) L 2 [A]
mRNA 3'-UTR (untranslated region)_F {145 & 47 &1, 4%
WRISCHZ Z5E, MM FEAEmRNA 2 i 5 PH 1F 3
BIRERIL. B miRNAF RS E ImRNA B 2 /M
A, A mRNA W] §E 2 % 2 A R miRNA /5 F #E
AU X PTRmIRNABE AL DR 5 A2 TR

1.2 B miRNA K HRJE. 403K

ABEAEIA F FImiRNAB R A miRNA. FLAE
20084F, Chens A5 il FH 2530 30 0 5 R A g i X%
[ (polymerase chain reaction, PCR)Z;#TIER] T A%
FAY L7 A 3% A A7 TEmIRNA. F 50 B R B, 13
H ) miRNA ] G UL WE AL BRI 1 B A, ANttt X
RIS B ML AT R W . AR/ mPHAE . K AE
R ZER RS A PR I R B, SR A miRNA S & Ak
P MG A B3 2 . X RS UE T EH A miRNAK]
etk BEE, T PRI MRS 2 PR
KO T miRNARIFAE. R FRIEHA miRNAK BT

JE T AR B TR AR, H ATA TS SCRFE A miRNA
FRESRVE T A0 M . S SR R R A ) 4R
Liang AP/ 545, miRNAMIFE & M B 5 40 F AL
HIAASE: (1) miRNABWSMBE . e /mon s
EAR AR 2R o i, AT DR P AN SZ A B AL IR
BEFO AR, (i1) miRNASHDLZS A GH L e 4334,
M52 2R 2 H-miRNAE AP R F; (i) miRNA
H5RNAZGEEEALE & ME 2T, INArgonaute2
(AGO2)#HE H MZAZ W 1R & B 1 (nucleophosminl,
NPM1), FALTEA LT 4% . UL T B sh B, A
FEAZYE . A FEIE MG miRNA R G B A A F HI1E
F, 02 FhAMBAAMiRN AW IE B 5 105 5 5 2 D) A

2%; SHDLZ A HImiRNA A #1538 2 2 g i, 1R
E50 T REMEAY, (B8 LIEE X PRNAL &
FIAH C I miRNA A] #5752 AR 4R B mlie. DRk, 1 Mo &
EAmMIRNAFI R . 2R M IhRER A L. BT L T
FEFAmiRNA I 78 NI NI 46, 13— 25 IR 7R 8T
PmiRNAFIRIR . 7 WAL A EIRZI AR, H &
LA BT X 2T

1.3 AZHHEH A miRNA

BRARAEIA SN, miRNAHAELE T AH24nferh,
JEWTHZL. FHF4AE. S PAIINEE. miRNAEA —&
(R VR S, BimiR-12278 JFF40 i e S ik 21
2L I miRNATE 48 5 1M fg SRS b R E
SRR, H AT A ImiRNA T 8@ i 22 i 15 1428 1 ig
i W% 5 T miRNA. miRNATULY) B miRN Al
AR LRI EATRA —EmMHEIEMN, #27"miRNA

L4 FAAEPEmIRNAZE 5 0 55 BR S

YA R ARSI, AP EPEPRBZH A4 miR-
NARIERE 2R A, 20 R 1 1 R A
PR IO E 58 3k I miRNARE 582 24 1 (10T 70 44
R ARG S A, A i U IR R I I T
HELEREAE M miRN AR IA 1S 5 1L Jig 57 4 FR A G 4. Karo-
lina%§ NN 5 7 AR M4 B E K I B B R AR R
miRNARIL B, K T H8FfmiRNA(miR-103, miR-17,
miR-183, miR-197, miR-23a, miR-509-5p, miR-584,
miR-652)2H B 1) AR 5 25 A AE AT LG 57 4 IRREAE MR A
i, Prats-Puigs AU DL f S 4 A0 B )L 3 9T 700t
R, R T 5 MG 55 B BAH K I miRN AR A i (miR-
221, miR-28-3pff#i%; miR-486-5p, miR-486-3p, miR-
142-3p, miR-130b, miR-423-5p&i#i%). XuZs \'S@ it
o LU 43 BT v A IS A5 R4 JE 57 3K 38 75 A miRNA [T
Fik, KRIPLE NG MAE 5miR-191-3p, miR-933fImiR-
425-3pRIE T B EANSC. PAEBEFE UL T RRIE M
miRNA AT 5 15 7 5 ARG, B BT I e =
SR H, AR TN R ] §e43 H A R I miR-
NAKIEE. &6 MG 575 A FIR A, XImiRNAFKIL
R AT MRS AR R, A BT A H A4
TR I T S 5 PR — DR 28 S o R R AT B DA RS 4 1) 29
5, A T 4 SR T T
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1.5 miRNASH 5 A9 5 WL ) i

(1) miRNAPIRGI J7 :5 45 B () v B T 1. 7EPE 3
miRNABE R AT, Chen A5 e 46 0% Ak B2
X M MIEmIRNA, E T MEmiRNA R K-7E R —
VIR A AR TR T R . SR, Bl U AR R TR
N, miRNAE EAG I AETE ) ] SHZK TR ok, Horp
miRNA R 7L 52 EAL. HmiRNARE R I LUK,
B2 € & LoE L RE M E, e & Sent
PCR. ThBEFIHA . NorthernEliZF 432, #HEiEE
miRNAWF A, BF %S AR A, B Rz
()2 5 EmPCRAGUPEZ A, BT A4 2 miRNAs
EA e brdE, J5E BT B, SR, B
HTmiRNA PRI 5 15 W T 48— B Gt AN [ oG
JTVEAE— BRI E miRNA R E B 45 B R 45 R
¥y ] AT M. EAh, BinderupZE AUSRIH, — ek il fi
(IR 22, WIES 02kt . miIRNAZIAY A ] B2 5 M miRNA
IS5 BT R 1, SchwarzenbachE N HL, #:
I 6 BUAN 7] 1) 2 2% 5 R mi RN A 28 A 25 328 47 00
i, HA]AEIE s R 22, R, miRNAK ST 70 B
P SE R SRR v, DA SRR S B (RS AT R
R KT iR RSt ME. AT 405 IEmiRNA
(1225 B R TR i B R 2L 2, miR-
NAE 5 [ 7] B 5152 2 P R R, AH SR T 78 4k
o W LAMAAY, BEE B SUREERE, miRNAASI 52 R
TR s BRI AR ZE R, W &
M o] B MG 2T R, SZEmiRNABCAIG IR
FA I EE bR EW.

(2) miRNAFRIAMIZE 1. TERIZSB 0 a—Fik
A AR B, miRNAFJRIEKF 3R — R4S,
EImiRNAIZIE B F . 1, Petrovicd A
SETAERIEAEY R, A miRNATE AR R SR (e i
HH R IA KA AL, B A B0 1R TR R 3 e T AR Ak —
FhmiRNARE ] DL 0] PABUE. miRNARIA 1) 575
PET] e £ miRNA 5 SEmRNA 2 7] & 22 1E F R 45 3R
Dluzen N3 T 26 [ v i 5\ BE b A5 Lok
R, PEEEE R EIX S, BT R IEE L
AR T fa JE A 7 Lo M Bl R BN 2 T mRNA J
miRNARIAZ 5, FAHiE T A=A A A otk s i E
BEZ AR E MR RIEZES, e T R A
PR 25 5 20 I mRNA-miRNAZL & 6], 1X —HfF 5t 32
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RmiRNAIFIEACELE R I 2 (B 2 57, FErT e
LR R S 1 5 A, T A CRIR T T R T L
H bR, AL, Chen® NV, 748 B [F A 1ML
B ARSI F) 101 M miRNA, HA A 101141 miRNA
A5y TAE B3 PE RN 2o Ve A2 3 IS A I 2, X R
miRNAFRIE A — & K1 2 7. miRNAKIE K1
2= Al L B SRS L W RR T RO, R HARR,
EMiIRNATVE N VIR ED IR, ROZR AT HEZ HL
LI — AN miRNATE B S WA R IA, JF
FEMR . MRS RMZESR, DSRSE Nk
T

2 KERN

TR R Pubmed ¥4/ /4 H12010~20194 5 A
FEE AN SR A SR, SR B b ) A0 32 ] A 45 5 1Y) it
W, A6 R 3R] 18] R HI AT /R R85 AT <1 (AND)” 5 <8
(OR)”#EHz. FEI A R 1A A HE “microRNA  (All
fields)“dyslipidemia (All fields)”*hypertriglyceridemia
(All fields)”*hypercholesterolemia (All fields)*hyperli-
pidemia (All fields)”“lipid metabolism disorders (Mesh
term)”4¢. 1B A TH NSRRI 225 300K, JFAER )R
T T 5% B AALAST R

3 MR HIRAE ERmIRNA S
3.1 MR RH B E UG A miRNA KGR S
WO, TEHFmiRNATE AR Ik it e,
B A A SO A B, 3 EimiRNA Y
SRR BN SCE A A miRNAMKRE. X — ML 315
TEFA miRNAF A] 68 A I AR 57 8 45 22 Pl o 10 i i
FEIRREACY. B O A UL IR S SR
I3 B2 AT T miRNARIE S 2K, JEVIP Kk
LY B S AEEmIRNA( 1), Martino%s A1 284
53 Ik v B & % L %E (familial hypercholesterolemia,
FH) &L L2548 HEx IO i &, K IFH L
HmiR-33a/b/ U0 T}, miR-33af &3, H 5
Iy Mg 4153 (TC, LDL-C, apoB) & IEAHS%; [EINF, i1
miR-200cth &% I, JF5miR-33a/bIEMR. #t—F
SEIGAESE, miR-33IH LR T HE R E- G4 & R R P
#i(zinc-finger E-box binding homeobox 1, ZEB1), 7
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Table 1 Circulating miRNA and associated dyslipidemiaa)
I R FHRAEFF miIRNA SN E 1fi g Sk
FH miR-33a/bt JliE4 TC, LDL-C} Martinos A\
FH miR-200ct 3 HifgTeox D’ AgostinoZs \*
FH miR-24-3p}, miR-130a-3p} [liE4 N de Gonzalo-CalvoZ \*
miR-221,
miR-28-3p|;
miR-486-5pf, TGt
SRR miR-486-3p?, fiIF" HLD-C, Prats-PuigF A"
miR-142-3p71,
miR-130b1,
miR-423-5p1
18 AR miR-9371 i 3% TG/TCY YangZ A
18 e miR-1221, miR-3701 i 3% N GaoZg AP
miR-191-3p|,
e i e miR-933], k4 LDL-C Xuzg N9
miR-425-3p|
W miR-17, miR-92a i N LiuZ AP
NAFLD miR-12961 JiI TCt yuss AP
NAFLD MiR-1221, miR-34at P4 TGY SalvozaZs \*!
FH miR-222-3p| HCASMC-MP N de Gonzalo-Calvo& A
miR-223, miR-24, . st ) [12]
FH miR-342-3p HDL N VickersZ5 A\
FH miR-486, miR-92a HDL N NiculescuZg A\
i ger Ay miR-1971, S e ) [14]
R &1L miR-509-5p PARVINEN TC?t Karolina%¢ \
SEIS TR FHRAEFF miRNA AL E AR 22 ik
miR-1921, miR-1221, miR-27a/b-3pt AUt TGt Castafio AP
miR-122 Ik WTC Yao' AP
JNER (TfiE
miR-377 13 SLIHTG Chen% AP
miR-132 P74 SMTLDL/VLDL HaninZs A\ P¥
a) N: Kig&K

2 N 40 _E I miR-200c 19 %3, Vickers2 N R B,
HDL ] 7E If 3% FP 8 #miRNA 4% 356 25 32 R 0. 4]
MFH & Je Ag JEx JE i 5 vh 3k A 1 i BE 4l AL YT HDL,
JFI 5 HDLIZ 3 I miRNA(HDL-miRNAs) £ ik i, &
MFHHEAE. EEAFY, &=&FENHDL-
miRNAs/K X ymiR-135a, miR-188-5pxmiR-877, FH
) ymiR-223, miR-105, miR-106a, 4 17) 2 7 ¢
K 9miR-223, miR-24, miR-342-3p. £ Vickers 5 H:At
W PN TAE LRl b, Scicali%h NPTEEL T 55

JRAE A KB HDL-miRNAs, 435l & X £4HDL-
miRNASTER % 55 H % & (low density lipoprotein
receptor, LDLR)#Hk S K iftffs RAZ 1) 4 G FHEE 1)
FIEAKF, &R, LDLRENAFAS HH HDL-miR-
486 NTHDL-miR-92aff] 314 i T LDLREA I . 21
e b, Niculescus APSE R I, B T 5 miR-486 5%
miR-92afil 77, AT BEAR /IS BRI A afin 252 AEL ] i 7K P
de Gonzalo-Calvos N34T T FHEUAI BT 5E.
L AR N AR B K38 U140 il (human  coronary
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artery smooth muscle cells, HCASMC)43# KIfckL
(microparticle, MP)H1 B | miRNA, F % I i iH [ 2
IML%E A 2 A HCASMC-MP I miRNAs £ ik i, ¥
HCASMC & T 14 45 0L 1) ey AH [ B if 5E 2% 1 T,
HCASMC-MPH'miR-143-3p kmiR-222-3p3K ik T 4.
FEQCFERE b, BF 7 B — 0N i FH B A ) 1)
MP-miRNAs, &I HI# miR-222-3p7KF th B & FE1IK.
de Gonzalo-Calvo N*"iE & ¥, FHEH MK miR-24-
3pMImiR-130a-3p7K-FHcfg BN AL N %, BRI =
JIELF B AfRE Ak, oA 278 i i 5 AR JE A miRNA
A7, KarolinaZ NI, 76 & 3 v I B U £
BWERAIERE T, IEHAMLAF ImiR-197, miR-509-
SpACEB B A, YuZs AP SalvozaZs NP7V 5 %
B, SR HRAR L,  JEVRS M A 7 B (non-alcoholic
fatty liver disease, NAFLD)E # 4#M & Il 1 ffJmiR-1296
FisTtm, 5 M TCAKF 2 IEA; miR-122 &miR-
34aRiATtE, IS5 IMTG KA VLDL-C/KFIEMAHE. Xuss
VOV BT T v I AR s A 2 R IS FF miRNA
FIRIE, KImiR-9337 e 5 HLDL-CH K. Guoi%
PSR IR, g LR R L T miR-587 ) K Ik B
BT IR A (A, IF 5 MIMTCHAH . Yang® N PR I,
e Ji I FB 2 I3 P miR-937 1) %3 e Ak R Xof 1 e 1)
Fh, 955 M5 M TG/TCIEA . Liugg A\PVR IR, &0
3 A T B L, miR-17-92#% (1 3¢ 1A 1778 W]
Z5, HEROHEE T, miR-175MTC. LDL-C.
ApoBIEAAY, miR-92a 5HDL-C £ IEHI%:. Gao%s A
PA255151] i S L0 2 5 10048 1L AS TF 5 ) HE K F 5 %
B, KOG HRAAHLG, = A8 MAE 23 I K P miR-122
HImiR-3707KF B & FF 5, FHLICE7E i i e F8 35 i
SHHBZH T, miR-122F1miR-3707K*F5TC. TGHILDL-
C/AKFRIEMG. B, ML EWEEHAE, J§HmiR-
NA5 M f5 55 % DI OC, A RO I 575 5 e 7 2%
i 2 —.

3.2 fE¥ miRNATE Mg PR b A ALG AR

(1) TEHmiRNAXT I A5 (/5 FALEL. B #l, 5%
T-miRNAXT I A5 4 45 HL ] i it 72 3 B4 b T 2H 214
JiL I miRNA, & miRN A MG 197 F AL i)
AN, HEA 2R, JEF miRNA T
ML 3 B 4k, IR AE A B A ¥R e, it
oM R R A R HAER, REIT <N 4 WmiR-

958

NA”, X2 miRNA % 1M 5 55 8 7T 68 1 7E AL
#. FL7E20104F, ZhangZ NP EIIE S i DL R 1R 1Y
T A WmiRNA, FRH AL 6 2 52 R0 A, 17 ¥k
R 25 FI 2 R4 MU T g, 2 5, Reiss®E A0 s45 740
WA AT T mi RN A S 52 M 5442 240 R R 50 40 e 1)
[ B2 R34 Vickers A2V B, HDL AT/ miRNAF)
WAk, K Hish 2 AR T R R Rk, Hax—
IR T 15 18 RS2 AABIR 1 B(scavenger receptor
class B type I, SR-BI). 5itt—3, i & &H", 5
{e B XS U HDL-miRNAs#H b, HFHE# HDL-
miRNAsAb B Huh-74H0 il (1) 7] 2 25 82 1 B mRIN A 1)
Fik. HTEAmiRNA P MR ML G f5 it — D
Ft, (AU RAEFE miRNAE AP 43k R -1 2 e R
AWML S BRIESE, HAE oy — Mo a7+
5%

(2) EFFmiRNAXT I AE 4 1E H wb w5t 4
WA AL AN A WA /N, T A AR, T
A mIRNATE (R K 52 R i e ()45 33, 25 41 e 1) i
W TE R AR AR VE F G miRNAH, A4 —
) R T AMBAmIRNA, X 55N EIGIR A (A e
YA 5. 20184F, Yao2s NPPHiESE, fENAFLD 3 (%
HRORE I ) T miR-122 3 B R YE T AR, Castafio S
BRI, BEE /N BRI SR R miRN A 2 3 i 55
REFE/N BB B AR, /T3 /R4 HmiR-192, miR-122,
miR-27a-3pFImiR-27b-3pZE RN, 4 EIEALEI
SRS AN, 343 5 iR 4R miRNA S K [
PEXTHEEE Y, AR 5K 4 2 G 1) s A d it /) B R e ik
WS, KB ERmiRNAAT i /s B LG 5% . Chen
2 NPV, S BRI AR EL, miR-145, miR-377,
miR-4107E Il 5 5 % B3 (CELFE m H ik =B e . &
JIEL ] B2 A0« ERHDL-C IIUAE A A v I ML ) Fé) af 2%
IR B B, (7R I =R AR R IR
FAmiRNA{YmiR-3775R 14 W 35 FFAIC. B 98 # 18 HL
miR-377#E ApoERi R /N SR AT T i — 2B 7L, RSk
miR-377 7] B I H i = 87K . Hanin2s APk
B, R R REE S IR RN B S miR-132, Al {#
miR-1327E ik it Rk, R AT S 8 iELDL/
VLDLAFHETG/AKE T . 1 [ AR /) BR 7 S anti-
miR-132 A% IR, AT/ R g 5 =AY, PR,
VAW IR, JEPA miRNA, JEH SN A miR-
NA, F RELE Mg R — e EH.



REBE: ARl 2020 4 503 A9

4 MG FH R R A miRN AR ST

H 23 I miRNA R 8 i 2 o g U8 45 g
AU, B AT TUIR 2 1 2 N [ B30 1m) % iz sd . HoAd i
FACE ) EBA A Z FImiRNAZS Y, QimiR-24+]
HEAEH TS ZEFESHE A 1(insulin induced gene 1,
INSIGI)iE %, miR-185, miR-148aifl#¥ LDLREIL,
miR-30c ¥ kL4 H i = I 4% 12 2 H (microsomal tri-
glyceride transfer protein, MTP)7/KF-45. miRNAH i fiF
1B FASE A 8 0 B I G S 8 90 7 FROR B (B T
*2).

4.1 JJ [ A R

JiEL [&] % 33 [7) %% 12 (reverse  cholesterol transport,
RCT), RIJE & % LA 2% HHDL A A 25 1 ApoA-T{E N
AR, W B G P 5 5 2 i e ob, 4k i it ifn i
TR EH B AT EATA0S. RCTHEA EE BB ki
FEREALI/EH] . RCTHMEEERZABCE A &gk
ABCAI1RIABCG1LL L SR-BI#%, £ miRNA [A] 2
3t Rayner# N*RALAIr /N 9 SRBRRT 5, KL
B R miR-33 4 555 AT B/ BRUHAE HmiR-33aff]
Kik, MRIEHTIEABCAL M ABCGI#E ik, AN Al {E it
RCT. @& M3EHDLK . W5k sh#Ht = miR-33b, 5%
W T ZSEIR A I NS, WEAE AR SR AT
T, ARAMUUE R MKHDLE I &, &
KRIL T VLDL 53 K0 4R1f7, Goedeke AP77E
R FR I /N B A SR B, miR-33F5 BRI A R
A B2 H I =BT = AR iR, X —K
PR, TEmiR-33F5 507 VAN A FIRIK 2 8, ROTFAh
miR-33 (12 M4 % N R KRB Wit s sz,
fmiRNA AT #EABCAL. i, miR-144307)w]
R IEABCALIR L, MIM{E#FHDLA K& RCTiE
2, HmiR-144 5miR-33%FABCA 1 B4 Hp 5] £F F ).
miR-758, miR-106b, miR-26t8 A /EH T AFIEABCAL,
PHATRCT™. A, Wangs NPV, miRNA -10b7]
BN H N B4 - ABCAL L ABCG1 ik, i
WRCTIEFE. Lva AHEH, miR-19bt AT 0
ABCAL, 535 5 W5 41 g A [ e AR SR RN Y 40 i TE B
FEMLIERE B, LvaE APYRBL T —FmiR-19b4 41 7
——EHURF T, EANHI AT AR A S THP-1 E g
T B AN BROIE i B 40 B P miR-19b 7K. /N B AR

WSRESIESE, P o B A (g H [ R i feg
LR VER . BN 2 9 S T o B A N 2
P H 70 5 miR-19b 507735 A] 2 25 AR MK TC
TG. LDL-CHF+EHDL-C, H.IA i 2 5 Y,
I EFH T ABCA14h, miRNA 7] i1 1435 SR-BIFZ i
RCT. miR-185, miR-96F1miR-223 7] 7£ 4 5% 5 /K P-4
HHF A P SR-BIFR 1A, MM HDLIZ £, X Fh
HHE R R, HEREMEERY. Rk
WEFE AT, ALZRAE T ImiRNA, 5552 T & B
4 FImiRNA, Al@E S AEH T ABCA1 A SR-BI, i
FERCT, 4k My 80 ifi 5 7K.

4.2 [EEERA 456 B H (sterol-regulatory ele-
ment binding proteins, SREBP)H 3% %

(1) miR-244H3HF7¢. SREBPNJELE &8 5k 1,
# SREBP1a, SREBPIcHISREBP2=FilV R, Al ii%
JEL [ e H 9 =l O 1) gm g SR R, H = 2 A
A —: SREBPlafi &# R AMARTIE S,
SREBP1cZ 5 lg i A1 H i — B8 & K, SREBP2XHH
[ 2 O LR Y T K SRR UINSIG TR
F AT BH 1 SREBP H P J5iE I 3% N i R 28 4k b K i i
fk, MITREEIER & . NgZ A% miR-24 347 T 1
N, AESE T INSIGI NmiR-24H01F FHEE &, 2wt
RE R, miR-24, miR-122, miR-19225104FhmiR-
NATE/N U4 R S R Rk, @B R RIR G
E EAmiRNA, YmiR-24FKEEEWIN. X5
Cheung®s A V& 1 fImiR-24 76 IS i T 535 rh 3 A 1
HIRIRIE ST AR 2. o B BmiR-24 1 VE FH R &, BIF 908 40
HT 7 i P B 2 R0 (g B R I IEmRN AR IA 1, JF
¥ 1 i B 26 2 F 2R 0 TR 1A A0 26 [R5 miR-24 1) 78 1E 1
FEPRARNT L, B R B, HA5 R R TR
SR UG INSIG]. F-#E20104F, SmithZ5 AV EIHIE
SEINSIG S i = BR IUEA 5. HF e &K/ NN
miR-24 5 X BEALE WRVE ST 4 K R, % IR ik
INSIG 1 F)ZRIE Lk REZE 38 N3 6%, i 2 FFF U ] 2 %
H I = 15 7K R0 2 H i = A B R 4 SRR,
MTTE SZINSIG 1 HmiR-24 I 1F F 8 A, miR-243051 771
ATHH AT miR-243%3%, _LiRINSIGI, /b BF I fig
B, BRCERH =m0 ik, D ERRER T
miR-24 7] GE7E 5y H 1 = 8 IURE 19 R R LS R A — 2
YER, ARRA AT REVE VAT AH I IR .
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miR-27 T‘ PCSKS, HDL-C
miR-148a [—— LDLR SR-Bl +— @
16 ABCA1
; mik- ABCG1
miR-185 KSRP miR-96 ApoA-I|
miR-144
miR-30c miR-106b
1 miR-26
INSIG1 miR-10b
o= miR-19b
miR-148a
SREBP1a SREBP1c SREBPZ\’
| miR-148a | | mir-185 | | mir9s |
B 1 A0 miRNA L2 Fh O R 45 iR A it
Figure 1 miRNAs in tissues/cells regulate lipid metabolism through multiple pathways
i% 2 QE.,/\QEHH@,HHRNA& *H%JI[LHEE’-“%’
Table 2 miRNA in tissues/cells and associated dyslipidemia
miRNA LA RAAE ) ) T YEFIHE A SR
miR-33 JFF HHRCT ABCA1, ABCGI Rayner A4
miR-144, miR-758, N [42]
miR-106b, miR-26 JiAilia PHHRCT ABCALI RamirezZs A\
miR-10b NEL il JHRCT ABCA1, ABCGI WangZs A
miR-19b JFFIE JHHRCT ABCAL L& A1
miR-185, miR-96, miR-223 JHF R WHRCT SR-BI WangZs \[*
miR-24 FFHE - INSIG1 Nge A
. JHLDLR LDLR mRNA, KSRP. e ) 147)
- ¥ > 5 ey
miR-185 HepG24t i EbE SREBP2, SRBI Jiang%F A\
miR-148a FEHE i ?EI]ELR LDLR mRNA Goedeke2§ A1,
. N LDLR mRNA,
R 4 i B 5 A [49]
miR-27a HepG24 ffl JTTLDLR & PCSK9 PCSK9 mRNA AlvarezZE A
miR-27b Huh74ii/1 - ANGPTL3 Vickers& AP
miR-98 FFHE - SREBP2 GengZz APV
miR-486 FIF - SREBP1 Niculescus AP
miR-142a-5p FFAE - SREBPIc ZhongZ AP
miR-30c JFF I HHIMTP MTP, 55 & R A TraniZs A
miR-548p N4 i ApoB ApoB mRNA ZhouFIHussain"™"
miR-98-5-p JFF I - PGC-1p ChenZ AP

FRI1EmiR-98, I LAFIE AR 1) 77 PN HISREBF2113'-
UTRIE M, MIMESESREBF2 AmiR-98 K] B 240 . it
Ak, miR-98 i ik i . 2 PR T 40 i P T K

(2) miR-98 &% HAfmiRNAKIFEHF 75, GengZe AV
RIL, SRR IAR L, E ] A R 2 1 A 2R A
JHIEmiR-98 A B 2 F B, IR IAEHepG24H i it
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. WAL I 1 R F R KR I AR D BRI R IA
miR-98, KIL5XF A/ NRARLL, SEI0AH /N R & AR
[ 7K BRAK, SREBF23R1E %, 1Z52363R W, miR-
98 IA AR TT e 3 2 MH [ AR 1 5 6L, miR-98 1] BE ik

AN, BHFFRIUESZ, SREBPILIAZ£miR-486 ] #E
AP miR-142a-5pW/E I T FFESREBP e, I JFFIE
Jig Ry ARR,

43 LDLRAH & %

(1) miR-185M W57, MK LDL-C5LDLRAHZ,
A e, it A P A0 R, LDLRXS T % i
JIE[E i KV 7% K. LDLREEAFIEF £ is i N FE,
H2Z M@, e sK-F %2 SREBP f % 151 1
AT, FERG SR R K 52 R R A AL R L B 2R 9 (pro-
protein convertase subtilisin/kexin type 9, PCSK9)if#%.
Jiang5 N5, miR-1857] i1t SLDLR mRNA 3'-
UTREZEL A, EEFEAKTIHILDLREIE, K
HepG24H g FILDLAZHL. AR T {87 FH miR- 1854157 /=5,
53182 F|Hep G241 g LDLR %1% K LDLEZHL H1 20>, xof
X — 5 5 R 5 B2 7 R I, miR-185F% AT B HAE
FLDLR mRNA#}, i n] i il KHAY 8 #2 1f % 5 1 (KH-
type splicing regulatory protein, KSRP)[a]# 11 LDLR.
KSRPZ& —MmRNAZ & HEH, BG4
LDLR mRNA# ., miR-1857] B EKSRP/K T,
miR- 185 55 I /E F I AH e . PRk, JTERKSRP 5 A
miR- 1854175256, RIWLER FLDLRFR L KX LDLAHL
™", 5 FmiR-1850 %5 — WL K B, fEHepG24H
Jfirhid %A miR-185, RHIH|SREBP-23K 1%, AR 2,
miR-18514 52 SREBP-1¢c /™ 4% 4%, RlmiR-185id i i
FISREBP-2 K i fHE B2 /K ¥, ik, SREBP-1cif
1o A 2% f UL [ S [ B R T miR- 185, eAh, b
TR B miR-185 n] Ji ik # il A\ 48 fiu SR-BIZR ik >k 41
HEFEMEHDL-CHRE, A Ag A 22 Fwrge g
01, miR-185 A1l it 2 A fE AL 2 5 AR S, & i

(2) miR-148afHCHIFL. FrmiR-1854F, miR-148a
AR 5 5 K P LDLRIE . Goedeke: A *iE
ok v 18 4 DRI RN O e N 2 R4t e R Y LDLR
TEPEAImMIRNA, & ImiR-148an] i TLDLRIFE M. BT
FHAE/N AR N S miR-148af Hi77, M LR FFAFLDL

SZARFIEBEN, M LDL-C/AKF TR @i —/h
B N SZERAIFSZ, miR-148aff) #4552 SREBP1cifi 5.
Ak, BFF BRI, miR-148an] B 4%1F T ABCAL,
) EL A R A [ e 3 e s

(3) miR-27THFEH . Alvarez5 Nt 78
HepG241 g (A 75 K B, miR-27abk ] B2 5 1LDLR
mRNA 3'-UTR4 4, FFIKLDLRZEIL; #A[iES
PCSKO/KF i, MR {2 i LDLR#E L. Kk,
miR-27afEHepG2H 1)1 15 1] [ 1K 40% I LDLRIK
F, M miR-27a) 23k W A] fF LDLR/KF 5 70%.
X =R, miR-27aAMUXLDLR X PCSK9A i
FEVER, T RE A e I ] B I Bt A ALY T
Vickers&5 NP2 51 L fig K IE # & W 32 C57BL/6J
ANER, 3 JE I R B, R AR BN B R A TG K
Eb X HR AL B 2 T, FTFAEmiR-27bt0 B 55 7t . #EHuh7
2 i o (R 72 22 B, miR-27b 7] LAIR% JUAN < B (1 I AX
BRI (mRNAFE F)MRIE, Wil B R E R 3
(angiopoietin-like 3, ANGPTL3). SelitskyZs \*7¢
Huh7 4 i 7 W 22 £ miR-2 1 FlmiR-27 7] & 2 3041 JH
BER A i, HomiR-27 i /8 F 0 20 2 il i i 2342
Fe-3-F I TR R4 B A (HMG-CoA )ik 5 i (3-hydro-
xy-3-methylglutaryl-Coenzyme A reductase, HMGCR)
FIgRASIE R SEEL . _ER B ALK B, miR-271E L BN R
AL R 4% B AR, A S A TR IR 24 0 1 T

4.4 miR-30cZHMtmiRNAF X5

TORLAA H i — 5 4% 12 5% 1 (microsomal triglyceride
transfer protein, MTP) 11 57 20 2% % F ApoBI iR & H, /&
RE 8 1 AR R b 226 A, DRI G P S B RR B 151 v S84t
JRAMTPHIFR, AR TFHIRYT, (HHAAIE
F TR I 7 4 1 U, Sohs NIV B, DAAE S H5 A
FHMEmiR-30cid RI&, FIFEACYE 77k £ C57BL/6)
(WT) S ApoErs [/ BR B ML 3% H [E B2 K P, ik — 2D
FePE S, e Bkd S miR-30cH AL [R)BE AT W 82 31 /)
BRI L S B S B, EL R B R B R, fE
FABS 201 8. WF 9838 S miR-30c/E F LA 4 R AR
P miR-30cHMUY A FEMALDLIE RS, i A2 18 i 411
MTPRFEFERRIER, X THEFEMTPERA /N, miR-
30 TEAL. JEEEHLEITE 7t HESE, miR-30cH] [
BF FEARH EMT P VR R I ot & B, 10 L4,
miR-30c¢X] I fig 1 75 A BONBEE L], A BRIk
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A& RMEAE R — S AL IR 245 () i k.

ApoBJE TRAK 2 15 i £ 1 2 35 2 ik — b R 1
3 AP, ZhoufHussain™ " B, miR-548p T 1 F
F ApoB mRNA, T2 [ ApoB s, M B A T4H
MO B3 A . 573 B2 (oleanolic acid, OA)&fE 4t H
23RO BTE E y, A FEIKIIETG. TC. LDL-CHY
YEF®. Chen%s NP OALE FIBLHIIN K I, OAW]
IBIFmiR-98-5-pI/r 3,  FRAR I A ack S Ak A il s 184
WS AR -y HHGE R F-1 B(peroxisome  proliferator-
activated receptor-y coactivator-1B, PGC-1B)3&Ri&, B
OAH I TimiR-98-5-p/PGC-1 M iz s g M. ik
WL, miRNARE 2 FLE] R A, A
AR 9 MR 7 R B AE I 2510 iR 7 3 A5

5 miRNATEILAE 7% W5 T e E

i b ST, fE P miRNALE AR hAa & 72 1E, I
DRI 973 DR 25 S22 T R AR 5 M 1 308 0, X e O If i
S PR IS W IR AL T AR T R R
FIE AL 2 PR T 20 e =, © 2 U
STFH B G miRNAE AT T x> FHEZ
DAL LDL-C /K B S T i, 500 L9995 O 3 2R
TR 8 etk AR AR, 7 O U R AEFH A
SERIREIN3AET . B RPH R 1 B R A R, A
OB B FHEEFH I RIS W, 0K 2R AT 1
g R AL AR PR AR At 2R g B 356 R i 2 AR
S H AN A FFAE EmiIRNA R L1, R, X EHF miR-
NA RN TR A BT G 58 (RS HE 43 2%, TG
IRAM A PR miRN A R L A3 e P o] g 2 75 A R HE 5K
IER.

4y SR B R I miRNA O 9 E 525 5 71 15
TR Z AN, X SemiRNA AT A8 4 I A5 53

S5 30k

AR T $E At 4 B B L ¥ 5. miR-33, miR-144, miR-
10b, miR-19b% £ FmiRNA #5744 T+ & i
HDL-C. & JIH [ BE I ) 3%z WE . miR-30c48L{Ed
YIWER TMTP, AFZMLDLIERE, {5/ B 5T R nlff
L35 AE [ B /K F. miR-185 038 B 4/E I T LDLR
mRNA, B3 A4 USR-BIFK A, B F] %18 T KSRP
J% SREBP iz MR 7K . W75 2 AN 7838 B, A FA ML
R I mIRNA Z 6] A B R Y, i s i 3L
135 5 A0TSR 2P 25 B AE ML SE AN, TR L G se A
1] HH AF S 25 0K o At T 28 B AR 7

PTEH miRNA S ZH 4 FImiRNAK R %Y. 7
ZEFF miRNA HF & 19 R B 2 ik, 4 2R 4 ff
miRNA [{] A5t Z 95 A miRNAKF 5200 . 54,
miR-33BEAEAE T M h™, SUAERFARZE A 2 i
RCT™!, 1EH 5 20 21 40 ImiRNA 2 8] (B 2 7]y 5-4%
I AR AR U U 42 B s PR Ao, 3k T B O 245 A
BIE RE A. 38 Z [AI I O6 R B A AR SR miRN A Ifi
JIE S AR R SR

6 HEERY

KHALLSK, MR8 M2 Witr EMBON R —, =
SERE IR . R SR R HERA Y, BRI T i iR
S IR RAEHET T D4R, 75 miRNAR
W R IR, R EmiRNA R A EE N — A4
B EbR SR, AE I R S R, R
FoAEE. titk, #E— P AIE I miRNAFIZH 2340 fg
miRNAMIA KR, PLEmiRNAX I i R 3575 H,
A5 NATTAT LA BE N R 3 miRN A 5 1L 5 % BB
il, EmiRNAME NG MG 55 S o T e, 4%
T EANAZE FRKE SR 3225 S B I A 7 PR T A2 W RS Vi
BT
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Advancements in microRNA research in dyslipidemia
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Recent studies on dyslipidemia-related microRNA (miRNA) have found that some types of dyslipidemia are accompanied by a
characteristic spectrum of circulating miRNAs, including circulating exosomal miRNAs. On the other hand, miRNAs existing in
tissues and cells can regulate lipid metabolism through various mechanisms, such as the reverse cholesterol transport pathway and the
low-density lipoprotein receptor expression pathway. Therefore, miRNAs have the potential to become a biomarker for the precision
diagnosis of dyslipidemia and are expected to provide novel therapeutic targets for dyslipidemia. This article reviews the studies on
the latest developments in this field.
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