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K% AF4m 0 RNA T8 B U R EIAE R

R WOEY KRR BREY KM&KY ATRPRTT BT
(V EE R R Y D ERE, KD 4100045 2 WIEI R R SE BEAE B A B TR, KV 4100005
D BB R B BE 2 B SR B 2 Bt A TSR O 58, ARSI, A2 AR Pk S0 B FE T s S8 a8, B 410013)

WE JREFRRER AR =R —, EEREES S FHRET, BRI FRE FHE RS . MRS, Mk
FH =g (triglyceride, TG). AHMEIEESEKY-A 4481k, RASIESIIKFEEAL (atherosclerosis, AS). AEREAERSFA
g . KAEIESMAS RNA (long noncoding RNA, IncRNA) £—#H A EAEARMmLEE S, KIEKT 200 HFRAYRNA,
IERAFTTE I, IncRNA SHURFCE . RAEFGE R GV MAETIREI IR B UIAHE . RESCERE, IneRNA Z 5551

R, DA BRSO — LB T R I R R T LA

XA KEEIERIBRNA, Ji, JERUC, JA@Em:
FESES R34

P BA = Zh P A N S H A AR A SO
AR S R B B TE AR DGRBS B S I Ak I, &
BT, AR TR TG T, PRIENLA
AHER IR, BRRCIH S I E RS BRI
RBERR IR . IR BE BTG SR T, B
AR AH OG5 il R I, I Y H o =R
(triglyceride, TG). MH[EEE . (K% BEAGHEE (low-
density lipoprotein, LDL) /K FEFHE, &% ENR
1 (high-density lipoprotein, HDL) 7K [#AIK,
T BoE B i . AR RE L B Bk sk AR AR Ak
(atherosclerosis, AS) &4 ",

K #% 9E 4w 15 RNA (long noncoding RNA,
IncRNA) HARAHEAGE A miGhae )1, HiBrE
SN S Ja KR SRR R Y 2R3k . HETRZ 8L
IncRNA (Y RE M A I, (3@ K sigs, Af]
INHENF 2 IncRNA TE505 A& A= FiA e g /R -
L AnAE S i IUE SRR Y, VE 2 e B R OG5
SRR, FEUNARKE 2 AE , T IneRNA /EH
G5 7 FAER SeiE pg rh R R R (R 1),
AT LACKE AR A B B A AR DG TR T A . A
WL T — BT AF IncRNA 5 A5 5 AR 41 5¢ 1Y SC
=, D0 BT IneRNA 1R R I8 B G pim 6 97 48
FURTIAR DL S A 1 JE B
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1 LncRNAH S ThEE

LncRNA J& T 4E 4w % RNA (noncoding RNA,
ncRNA) f—f, KERT 200 ML HER, AEES
R, BEE T JLAFERAMSE, KauEdaRm
IncRNA AETEFR WIS L | 4% s B e 3 e /K F- B4
FNFRL, SHENAEIC., J o, ik
T Z P EHEE R, fERNRE T RS e
MRS PR IEVE T . B, IncRNA /R A
FEI T 4R (K1) 5% (signal) . i551H
(decoy) . SZHE (scaffold). 515 (guide). TiHHE
IncRNA TEZL AR |- 5 gt FE R A AR X2 &, AT DA
5 IncRNA KE43M 525 a. 1IF X IncRNA (sense
IncRNA) H1 8 1 B g 5 56 8 OE SUaE e s, 50T
[ —8% [ 2 1 B gm b S R () 2 /b — AN P S,
H % 5% J5m A [R5 b, )& X IncRNA (antisense
IncRNA) H 8 1 5T i JE PR B AR ) DNA S5 5% 5%,
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HiEsErmM, I 5IEm R 2 0H A5+
S, c¢. N& T IncRNA (intronic IncRNA) i T
HHETMSIER N X, HS5H/MNE FRAE
Z M AR, do WA IncRNA  (bidirectional
IncRNA) 58 { gL H L= 78+, (B 5%
5 1) 55 45 o g S A B 5 el 2 P9 ] IncRNA
(long intergenic ncRNA, lincRNA) 1 F ¥~
Frgmt B 2 8], RSy S ok o IEAR ISR
W, IncRNA nJ DL i 5 4+ 45 5 2L [ 19 3 RNA
(microRNA, miRNA) SR e 558 RNA 43§ 2

Of5%5 (: MALAT1)

LncRNA

] A g, 2 I o9 B SE PR RNA (messenger
RNA, mRNA) [K-FFITIRE, X FhEED] Rk
B 8 B b 38 4 PE N TR RNA (competitive
endogenous RNA, ceRNA) #HLil ®' . LncRNA B%
A3 o AR ) R 2 A 5 B IS B L RNA-
EAREEY, HBiE5 21 RNAMHEAERIE S
A0 L R AR PR AR I 2%, X ISR RNA (L
W miRNA FI mRNA) =AM 4p e MR AT 0, 7ef%
SR FSR RS AL KT AR ER]

P (W1: LeXis+ IncLSTR)

SRR T

@ LncRNA

@B (n: APOA4-AS. H19)

E=A

LncRNA

RNA-ZE F i
Fig. 1 Modes of action for IncRNAs

El1l IncRNARIERA#E
(DLncRNATE M 5L I UL 5 @LncRNAVE R 2—FBHIKTH 5 5% S8 IR 125 & 5 BHLIMFZ 25 11 o BFE AT,

AZEN

R IE; GLncRNAGEE]
BRI AEEA s @LncRNA 55 55 14506 (A T4

2 LncRNA 5 BB EE2 X i

RHFE A S 5T AN, it HL A et
i (bile acid, BA) . #E4E D LU SRS 19 5
BE, SRS LA A T B A E B A
FFR A e T PR N TR EA DA R R A P
IR BA A5 it 7 v AR e () T RS AR 1 o AR
R BREEE K, BEBR (fatty acid, FA) ol [E

@315 (4: MeXiss HULC)

1 LncRNA

PP T Wk

R IEN, SRR BTEE S 1R M neRNASH T IR IRE G, SEIR G Sz M AE
B BT S E A B E DNAJT Y L

Pt G b A 55 M ] s Bl o AR s AR s o 24
FRASPIEREIR , I o REL [ P 0 o 2 ok v 2 S 305
JIEL B L, D RE L AS . FRIKIMARIE AL . R
AUESE . MRS SEELC IERR2: 2022 E RS 2, 0
AL M RGEFH (AS, ﬂ%@%ﬁﬁ
ONUVEFE . OIS ) LS KTt 55 el e
FeVF 2 R
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Z i ncRNA, 145 miRNA . 4R RNA LU K&
IncRNA SF# HAT I iR B AR R D aE . B2
P B oA QI R R 2%, R OGBS IR )RR
TEJH [ R0 FA A 05 0 AE ] Bt [ 4% 0z D) K i
Tt 4755 2 AR AR R AE R . Bilan, Guo
S PR, IncRNA ANRIL 78768 Uy £ 357 1% Hh ok
SETE S, [RIBTE AS BEH 24 rh S i 423K, Feng
25 8 F Zhang %5 ' & 1, IncRNA MALAT1 il
IncRNA H19 7EAFe e LG 20 A 1M 3% K7 T
o AS R I i e HE R & IncRNA 18 5284k
Sun %5 10 S I —FTE RG] AS 5 8 DXCIORT L I 240 i
15 2 35 (9 IncRNA RAPIA. 7 /)N B A P 410 761
RAPIA ik}, AMUBEIH AS B LR, JHHXTE
20 LA BEHL 7 A 5 AT AR A TT AR LY BT AS A
o PRANSZE I, RAPIA fEFE N ceRNA 324+
%54 miR-183-5p I 4% H T I A5 ITGB1 AT 7™
AT ASHEAT .

2.1 LncRNASREEIEZHI & B

P2 LN R PR A AR (3-hydroxy-
3-methylglutaryl coenzyme A reductase, HMGCR)
SENRE RS AR T A B, HAE 2 H
RN BB S B Linde " fEg s b R —F R
K mERETILERER FRBE
(epigallocatechin-3-gallate, EGCG) , E HE 5 W
IncRNA &5 7 117 94 55 H [ A, 48 EGCG Ak
S, 400 IncRNA AT102202 3 ik B & 3% fin
HMGCR () mRNA 7K i 25 R, A A fIEL T e 7k
R

HCRTE A ZF 0 FoaE 2 5 IR E RS,
Wi SR BF X 324K 120 (liver X receptor, LXR) .
el X Z AR (farnesoid X receptor, FXR) FIfH
BV 5 T F 45 & H 1 (sterol-regulatory element
binding proteins, SREBP) , LI J& i i K % {&
CD36 ', HH LXR I SREBP M| J&: i 26 33 72 o f;
AP E M LXR Z 40 AL B2 Y
JOEL [ A A B S VAT R, A LT e 1 1
T, LXRIFEAIE T 245 18 [ B AR OGS ] i
ik, e FA S ORI E BRI ER AL, I (R
B8 H 52 /& (low density lipoprotein receptor,
LDLR) X [H [ BERHER . E— L0583, /N
JEFIE H LXR G A 005 AN ASUAE S B [ e et o,
Eit G i N o a S /R o e o= o =1 [ 2 @ S S
PF R3OS LXR I, AT IncRNA LeXis 25 U] 2

i, LeXis g5 7 BT Z 8 1 RALY 2547

S0 RALY 5 DNA Z AR AHEAE T, 7E/NBUTFIE
Hh 7S 20 I [ B R ) A SR A R U PR
SR, TR R IncRNA RLM I, AMP
%Ak A BB (AMP-activated protein kinase,
AMPK) #EBR ALK 235 T . AMPK Al 4| T
SREBP-1c /) Ser372 W R fb A 5, 4l il SREBP-1c
(B 1 I 24 AAZ B o, PRI A B oA . Y
AMPK W R /KBRS . AMPK 16 PEREAR, XT
SREBP-1c FMHIVE TS , A i A s
JIFL B A R (R S R R AN 5 o, RS
N4 PP PR A G . Liu %5 1% & B, IncRNA
SNHG6 il 2 14 511t FAS AH 5 A ¥ ZE W 1 51 2-Tifi 7. 5l
Y@ & £ ¥ £ H (mammalian target of
rapamycin, mTOR) 7E N T % -5 Bl 1442 il &b 1% A
HAEH (&2), HgsR/BE %A mTOR 591
(mammalian target of rapamycin complex 1,
mTORC1) ¥ Wi 1A A9 48 55 5 W0is . i o 94
mTORC 1 it 95 3K 5 175 55 200 J AL ] 7 A= 0 5 1l
oA R [ P 5K shy 0 A P i 0 1o S 200 e 1
&, iz R, IncRNA SNHG6 A RETE4 L 54
HAEHIEAHER, HEhT HEiRNAZOEY
(4 Jy B, IncRINA T8 175 240 B v 248 Ji 45 18] 1) 30285 53
AARMEIRTY, DI IncRNA 78 20 it 25 38 TR (19 7
MANTEAE . IEAh, IncRNA 75 0] LS 8 1 2 4h
HABE Y T 25 G, HAnBR BT A A, 67
MM ES LR R A YRR, W ARA
T

SNHG6-loop|1

SNHG6-loop3

Fig. 2 Graphic illustration of the located characterization

of SNHG6 at endoplasmic recticulum—-lysosome contact sites

E2 SNHG67E G -3 B i i il (i s 45 AE B9 B fi
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2.2 LncRNA5RBE|EZiYi% @5 iE

JIEL[#] g3 [m) %32 (reverse cholesterol transport,
RCT) 2 A [ B A1 JE A (322502 B w2 )
Wi s BIERA, B S AR E AR T e S HE
o (E3), TEASIRYT AL THEE AL, ATP 45
& & ¥k iz /K A1 (ATP-binding cassette transporter
Al, ABCALl) #I ATP %54 @ % iz f& G1 (ATP

JFF A

B2 e
i

2 AR I [8] F

binding cassette transporter G1, ABCG1) & AN#%iz
HHWKEABC AL, ABCATL A5 241 i P JIELE
B 0] 2% BB 5 1 A1 (apolipoprotein A1, apoAl),
ABCG1 = % 1 57 {2 i fH [T B3 ) 21 g4 79 HDL,
1M IncRNA/EA ABCA1 F1 ABCG1 3k (1 5 22 5 17
P, ZEARRE RS FIRCT it R ZAE

JOEL [ P2 385 1) e i

LncRNA

Fig. 3 The process of reverse cholesterol transport

E3 RBEEEY EIENiTE

LncRNA AR % £, &84 115 ABCAL B3R
AR E R I 2 . A LiAE > BB, ARk
Z g E H
ox-LDL) 4b ¥ [ % 4 ifd J5 lincRNA DYN-LRB2-2
IR W EI . AR RY], DYN-LRB2-2 REl#/>
toll FEAZ {4 2 (toll-like receptor 2, TLR2) FJZRik,
L E ABCAT AR5 DA ITT S M 0 248 Ji v g JAEL 3] e
T, TEEREANMI T, lincRNA DYN-LRB2-2 i@ i+
FA AR TLR2 26 A48 in ABCA B 2 ik K I [ 1 )
i, EEPTASH/ER . Sallam %% 2V FESLE R
B, % — Fh IncRNA MeXis fig i@ o LXR |
ABCA1 By R IB P15 I A EE g . k= MeXis S A
/N BB 2 BE MR 9 ABCATL FIAFRAG . 5

(oxidized-low density lipoprotein,

BSUERT, MeXis {2 #F 4% 52 U5 005 71 DDX17 /9
SIS R, DA LXR /S0 ABCA1 K3k, B
Mz Ah, Zhao%E 2 & FH, IncRNA PCA3 {EJLIAZH
Jio b 23R8 /0, TR miR-140-5p Rk B A .
WEAEE, IncRNA PCA3YEN/FIf4H5 miR-140-5p
ghA, WY B REXT 2635, REX7#F—4
5 ABCAL Ji 8l X BREE & I L s AE w3 240 e
ek, S H E R

75— IncRNA 8> ABCA1 5 ABCG1 i
ik, ek AR O OO {2 3 AS. 40 IncRNA
kenglotl, —FP2 T kengl F& A JHE A9 S L IncRNA,
TE AS/INER 3 Bl VKR 2805 0 1) W 4 e rh 258 i
N ', kenqlotl & =ik T /N 32 8 Bk
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WM 2 AR H 2 LM LR 3 (histone deacetylase 3,
HDAC3) 7K, il ABCATL B3k, /b E g
41 i v AE [ S E . Tang 45 Y & P, IncRNA
ZFAS1 £ ox-LDL 15 5 JE B 1) 960 IR 4t i v 2R 3k BH I
VE, ZFAST ()3 335 5 S E B 0 - LA JIH [
i o AEWE B BT E ZFAST AE A ceRNA,
i ok VA W R AN 5 miR-654-3p 45 &, Y
ADAMI10 F1RAB22A )31k . ADAMI0 J&—Ff fiE
FMEM, RAB22A MR —F e A+, B
IR 3 Z2 i ek /D A i o O T B SE AS 1Y S0E
I

NEE NS (lipoprotein lipase) AE/MiEIE
HH TG, W fuignsnssg . BrIsmE L Rk,
R AR 8 A Z MRS IR [E i . Bl S R R o
Zhen %5 0 K, 7E AN MR R I TR AR
IncRNA DAPK1-IT1 I LPL %3k 15, DAPKI-IT1
i 11F DAPK 1-IT1/miR590e3p/LPL % T 1 . 145 41 fifd
H1 ABCA1 A1 ABCG1 & 1 i KF, Jf HAEATH

/N3 RNA (small interfering RNA, siRNA) i
Bl 25 IR D B Y 38 F5 TR 173X —&00 . 4P
5 WL4H e (vascular smooth muscle cell, VSMC)
R IR AN MAE AS 1) & A2 & J vy i 2 FE B (1Y)
YER, Cai &5 20 fE X5k 3l ik e g 8 2 gt e o)
HEZH B9 VSMC 2 1] IncRNA 2 3k 4 22 5 dE A7 01 5%
i, & B IncRNA ENST00000602558.1 5 ABCG1
i 2 35 A 5& , ENST00000602558.1 i3 & 15 F 1
ABCG1 mRNA FI& 15t KF, i ABCGl /S 1Y
JIE [ i . VSMC ¥t i) HDL Ji /b, 384 VSMC H )
JRAER . 05K, ENST00000602558.1
5 p65 454, T ABCG1 YR IL A ABCG1 A3 1)
VSMC HE B . Xue 2 &8, 7EH ox-LDL
Qb BEAA Z B SF B VSMC FIE WE AN )5, IncRNA
AC096664.3 ) FRIXT K. W98 &K, ox-LDL
i 117 AC096664.3/PPAR-y/ABCG1 i & {12 i VSMC
IR R, I AS KR,

Table 1 LncRNAs and their roles in lipid metabolism
1 LncRNARHERRRAHFIER

LncRNA kv RS T LncRNAT/#E ZE IR
RAPIA miRNA X B TE U ASBELL = A2 55 B R AR AR VT AHABL K BT ASE [10]
ITGBI
AT102202 HMGCR F{EHMGCRIEmMRNAZK T, B E [ BE/K -7 [11]
LeXis RALY YT SREBPAF 51t s [ A1 11375 H [ Pt 7K~ L16]
RLM AMPK W AMPK KPR T SREBP-1c, 1 T v g J5 26 1 [17]
SREBP-1¢
SNHG6 FAF2-mTOR 3§58 FAF2-mTORYE N Jit -V B A e fil A iR AR ELAE R, 38 5 AH [ AR B M EmTORC L [18]
PR AR (R 55 S0
DYN-LRB2-2 TLR2 TLR2MFR L, HIIABCAIRIZRIE, HA R FER H 180 [20]
ABCAL1
MeXis DDX17 FE#EDDX 17 HFEBOEAE A, B3R LXRA S ABCA1 KA [21]
ABCALI
PCA3 RFX7 {E R0 i8R 5miR-140-5p45 &, WEIMRFXT7HIRIL, LHIHABCAIMIRIE [22]
ABCAI
kenglotl miR-452-3p FEHDAC3/K, J8/>ABCA1R I [23]
HDAC3
ABCAL1
ZFASI miR-654-3p 5miR-654-3p%5 &, HTTADAMIOMRAB22AMIZ L, R MA ffE 7 B 5 2008 I S [24]
ADAMI0
RAB22A
DAPKI1-IT1 miR590e3p il DAPKI1-IT1/miR590e3p/LPLAN i E Wz 40/l ABCA1FIABCG 145 [ 1f1FRIL K [25]
LPL
ENST00000602558.1 p65 Ep654i 4 M ABCG1 31k 5 ABCG 14 5 /9 VSMCHH [ 7 [26]

ABCGl
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LncRNA b NS T LncRNALI#E 2R
AC096664.3 PPAR-y JEITPPAR-y/ABCG Li# B i i3 VSMC H IR i 24 AR [27]
ABCG1
BM450697 LDLR JUERBM450697 1} 43 5 #LDLRIE {b [28]
E330013P06 CD36 SRR R L, RAE RIS, I BHIEIE R ZkCD36/M#R A INox-LDLIY  [29]
WRMSTARR 360 3 240t Fr) 70 ik
NEATI miR-342-3p AR B miR-342-3p, 3858 8 i I I 1 L o] e i [30]
CD36
RIEHF
LSTR TDP-43/FXR/apoC2 STDP-43J£ 15 T-E &Y, AT Cyps8bl (KA, MITFXRFE FapoC2)Kik [31]
LPL
H19 Bcl2 Bcl2 5 Fcaspase 8F4fESHP, FE(HI9OKIEM #, BAKFF-E, (LHTREMEN  [32]
SHP 1k
MEG3 PTBP1 MEG3 % 4EPTBP1ffiSHP mRNAEfE, FEARVTIRAL, BATREMIN UL ABAS SGA  [33]
AR5 H 2 1
HC miR-130b-3p  HC5miR-130b-3pZikyf/>, PPAR-yF ik il [34-35]
PPAR-y
ABCA1
MALATI AMPKfE 58 5AMPKAE 54% FRIARIFAAEY) & s 45 22 A3 R ) BB A0 5% [36]
APOAI1-AS ApoAl UUERAPOA1-ASTEHEApoATFIE, 2 3E 400 A A 3] i 3t 1 [37]
APOA4-AS HuR# [ L HuR & AR AR E ApoA4SE K] [38]
ApoA4
LINK-A PIP, 5PIP MIAKTAHEAER], (RBEAKTHESE RILB0E, SEUMRKE [39]
EGF
AKT
HULC EESENTE2F1 @it miR-107/ E2F 1/SPHK 5 S {2 3t F-J8 o i) fib g 1 25 26 il [40]
miR-107
SphK 1

2.3 LncRNA 5 B [ &2 IR U5

I 3% i LDL 485 7 32 i JIH [ R, A A o el i
YRR [ LDLR A N AEFHIE AL . YN
JIH B e, ATH LDLR (942 A%, /b i i
AH R OEE ) B HL . Ray 6 & B, IncRNA
BM450697 1 > LDLR () PN 5 1 22 W 35 1% 18 45 [X]
¥, fdiFH siRNA JJT 2 BM450697 i 23 §:5{ LDLR 1%
b, WA, A8 % B a-N- 2 Bk 2E LB 5 P4
si-BM450697 Z5 451, 1T LA EL 32 ] 7 FH - 400 e
H Y BM450697 F-44 5 JH [ B 450, Reddy %5 2
BRI, WEPRI db/db /I BRI 20 A 7 A SR
2 £ IncRNA Y £ 3k KV & wcds . Hop
IncRNA E330013P06 7£ db/db FIR 175 5 1Y JB i %
FEBT 2 BB IR /N B At 3k L, (R
1 ADEE PR /N PR DL B . B W4 A - E330013P
06 )3t B Fe iR 175 T SE L A ek, ROAE S g 1
58, JFIE kB E T 1E K A2 K CD36 1Y 23k 5

ox-LDL Y Wz e, i #F 6 IR 40 B i B i . 53 4b
Wang 25 5 %3, 5 ox-LDL 2 [] W 75 %) ek 4 it
i IncRNA NEAT1 & Z 8/, 5] B miR-342-3p [
%, VTERE W20 i () NEAT1, CD36 132k /KF
Bk, MH[EEE (total cholesterol, TC). TG /K-
TR, BRI T2 B L L S [
BERRE ) T . AN, FEAEMLSE G T, DU
NEAT! Bf (14 % -6 A FR-18. ARG 2 Al
JERFEIR - B UK TR, 90T S 32 B4 il
NEAT1 D)1 45 W B 9 o =X 2 B 20 b i
miR-342-3p, MG AT SN A H [T A

PR B2 200 A T R 5 5 R VSMIC S 14 58 2 AS BiE
OE i S5, ARZIEHE R, ncRNA, ¢
1) J& IncRNA Fl miRNA 7£ VSMC T gg ek 248 . JH [
PR B DI RERERS LA S BEHIE AL, B BESR AR e
HWE—-FRIASHB PR E B CHZEZWIEMN .
Zhong % V' P, IncRNA MIAT 1] LA i V347 1
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B miR-181b 3458 STAT3 fY3A, E1E VSMC (1
W, BN AS BIEFEILRT . 5% E B9 AS BEHRAH
H, ARasEBEHd IncRNA CCL2 ik i ), it
4b, Khyzha 4§ ' 8 & B, IncRNA CCL2 i# i 5
RNA 5411 (HNRNPU FIIGF2BP2) MHEAMEH,
MUAE CC AL F LR 2 1 mRNA K-, T e vk
RAE P, A7) FELET IneRNA 5 4H BAE
(R U A P45 & nT e —FP ] IncRNA T A
R TR K 197697 F-BE o IncRNA Nron & Du
SR L AS BEHL RS 2 R 4R T, VSMC
H1,  Nron FEREIREHIE AS B & &, AR THEH
(IR E . W9 & B, Nron n 4% 5 Pk 45 4 I 8 4%
NFATc3 (K # 5, #IH VSMC i 38 5t 1 41 o H: I
T-. Ak, Nron3®hn VSMC H 1L N Bz A= K TR T
LR ME, BRI — P55 53 U R R BEER
AR, BB EN . S, TR
SEEERFRW], IncRNATE AS BESRAY & A & A3t
PR R A EENEEIEN . (X FRKZEIncRNA
M EAAVER U R g, Tt —2 iaoE
2K T f# IncRNA 7£ AS Y2 45 H o

2.4 LncRNA 5 BB+ ERHE

BA BN EZ RSy, ERRNI R A &
TR, R A P R FE SR TG K ) i
S, oA EEERT B BAHEL, R A
ZARFXRAT, FXRZ—FHET BATRA . FEIRM
W FAE R 2R, BA R H KRR, =
SRR, T BA SR 3L,
ALFE HS B 12a-F2 40 (Cyp8bl) Fi125 ¥AHL M [&
To-£24kME (Cyp7al).

Li %5 07 FE /N BRI 0 & B0 & 4T IE W
IncRNA LSTR, @4 LSTR Ji7 apoC2 F k¥, &
IR (AR 5 BSOS, L% TG KOS i 2 A
LSTR 5 RNA 454 % 111 TDP-43 JE W4 T2 &9,
JE 1 BA & BGE R T OCHERG Cyp8bl (W3 5E, @it
FXR /55 apoC2 [ ik . LSTR 45 TDP-43/FXR/
apoC2 445 &= B IR e & . LncRNA H19 2 .
PR J G I S0 IncRNA 22—, FENR G IR
ek 2RaE, (A AR IS e dE I AE DY i K 24K
ARG . HI19 (1 58 = 28 FE AL 6 I
1. BRI . 5 AEAC RN 28 PN B S0 19 & 9
Bl ZE 56 d g Y H19 78 H A FRE s B
ISP BB R 2R3k LM, BIRE XA
IncRNA 7£ #4714 BA AR 26 8 iy 0 b B &
FAER . PUATE H Bel2 5% caspase 8 /N 5T

T REfEMR (small heterodimer partner, SHP), &
FH19 F AN, (LA LA S/ R T 27 4
LRI BA K-, BB IR R SR AL
LncRNA MEG3 7E 2 Hif 5% H g Tk B 2 — b i 7
(A IR Aot R, AR X AR R A S A5 8RAR
T2, Zhang %5 P KB, RNA G54 H RS IE R
2858 H 1 (polypyrimidine tract-binding protein 1,
PTBP1) 5 MEG3 Z[HfF7EAHEAMER . /INRHE
MEGS3 it i 2% 15 5 3 SHP mRNA & 35 [ i 1 H 7
AR, RIRHEEA BARRSIOREIR | 4%
Fofr it 1 1 55 LA B2 BA G it il R 5 358 PRI g 2 9
MEG3 %54 PTBP1 fifi SHP mRNA AfaE, M-S
FHO IR FL, SHP WL S 453 45 1 77 XS4 il CREB
A MEG3 235 1930 .
2.5 LncRNA SRR %R
BRYIIEARN AL, . Ak, Rl 5%

RS, MAASUPIR R, i Bk
Mlae. BRBACHNZEELEE S0 &R IEE . TR
AR AG M BE W F - (non-alcoholic fatty liver disease,
NAFLD) . AS 4% o RS Bt 2 0] S 3L
NAFLD, Guo % ' 5% % 8], NAFLD #i %
IncRNA HOTAIR 7K-F 9, H H: [ i i 35 58 fin i
W TG A1 TC fY7KF. HOTAIR 5 miR-130b-3p 4%
A, PE— AT ROCKT, AMPK20 f7KF-, Rk
ROCK 1 AJ L3 i3 34 7% AMPK {5 S JE R AL &
Matboli 55 “* FI| H1 4= #1175 K. 2% 5 NAFLD ) ) 5 1
P —> IncRNA-miRNA-mRNA P45 W 4% , 2
gEWI R T —/ H 6 1~ mRNA (YAP1, FOXA2,
AMOTL2, TEAD2., SMAD4 #1 NF2) . 2 4
miRNA (miR-650, miR-1205) Al 2 4~ IncRNA
(RPARP-AS1. SRD5A3-AS1) 7 NAFLD % ¥ #l
il A A LT B VE T . EATT7E NAFLD
HIEEX A ZMEA BEES, I 55RMNEWR
B %5 U0 AH O o 9 E 9% W 4% 7 5 ok T fig AR
NAFLD fiZWralia 7 SCR A IR

LncRNA 55 BTGB B VIAROC, HHETEXT
NAFLD, AS%&ftlil5 IncRNA IFRKZ, H
B —E HEE, IncRNA 1 1o 76 45 W B 7 FH 3
miRNA [ I8 i — 2075 H R i mRNA 5 40E K]
TR AU R R AL IE 5 AILRE

3 LncRNA5SRERGEA L5

FAZHEZMMEREVI T, 200 FAREFEAENR I
b, e DUOAPUASRHERE R [RIN FA
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P e e o Y I s O L e <Rk
P ¥, Lan%F P &R BL, IncRNA HC 25 1T IEiE 2
AEWiFR (free fatty acid, FFA) F1TG i, HC
1 FEIR P40 MR ARG wE R HC A S 40
MR E AR, TGUWREEFh . 78 FFA Lb 3 ) 41 At 1
e JIFL ] PR £ B K BRURF IR, PPAR-y Rk £,
HHFRIA & 5 HC R A 2 AAHE, miR-130b-3p
(2K W5 HC —3, 76 &R IAE K BUAR P, HC
5 miR-130b-3p #ikU/0, PPAR-y kN, K
FUFBER TG EETHE o X — & BB /Rt HC AE T
HERE BRI BT T A E R, iRy T AR B LR L
—ATTREAAE S . Uk, WR22SE DRI, hEh
FIFRE B FIA e = 5 R T T 2R BT AS
WK . FSHE PR E/NEUFIES HC, miR-
130b A W REAL, FESE F A M7
#0 /N B AF BE *F PPAR-y. ABCAl. ABCGI,
ABCG5. ABCGS Y mRNA K H K FE& T
#o, Hdr, FRPSHE T m4l/N BUFE LXR mRNA
MEAFFRHRT R FONE FE s e
i) HC/miR-130b 7415 PPAR-y 415 fi4 fIH 3] Fis 4% g 4ok
P22l 3 apoE /N BURFIE ARG BT i #1227 v
AS [IYE] . LncRNA MALAT1 2 & 5 & 9 0 75 9
iE o B A 38 E VE B IncRNA 2 — . & 0F 5T,
MALAT! 1) IR TE Z R EE 38 R, o Rk
5 e e K AR A G, 25 RNA BT HE R S
P, SR, 1 MALAT1 45 59 58 K k5 A A
THEE . BoE s, Wang %5 B0 SR IHE 40 24 F R
F T4 2F A 25 5 8 5 MALAT 1 3 R il 6% 7 40
b g 200 B i S ) L PR R AR AR, JRSEAE T 2 662
NEFFREFEARM 1491 22 HRKIBEHE,
MALATI (1) F JE R AMPK {5 51% SRR Fl FA
YA BT AR JE— B R
B, MALATI a5 B AR 3 26 )i o AR 35 A 5 35 PR iy
FERIKT AN R A PRI DT A i, XA BT
MALAT 1 7 /M8 240 i 5 iz 28 vh R A5 EH

4 LncRNASEEZEBFK

ApoAl J& I3 HDL i =8 H Mk sr, 5
ABCAT1 3t [R] 4 5 41 it o %) AR B ol o R 28K
IncRNA J& KR [ UGS, BT S AHMN Y mRNA
55, VT A M A% R A0 i T SR R B R GRS
LncRNA APOA1-AS /& Wang %5 7! & I —Fh 2
TSk, TE NSRRI AE FH %) 67 2 5

P T, UUER APOA1-AS 12 apod ] FEH F ik,

Y F apoAl 7E A T 41 M IR O b B4R
APOA1-AS FI A ABIT AS I — 1 EHZAE A5

5 APOAI1-AS X} apoAl Ay 1 I8 35 1E F AH I,
IncRNA APOA4-AS & apoAd 3 ik 19 1E I 5
T %, apoAd4 = HDL FI'E 7 TG M JIg & R 1 41
RSy . ApoAd Fll APOA4-AS 71 JIE 115 AT 1 ob/ob /)N
BUIE 235 FIE . APOA4-AS A HTFIEAS S kg
P apoA4 AR5, T2 ob/ob /UMY TC A1 TG
WREEREAR . 5K, APOA4-ASTHILLY
HuR & A BAE F M ER 2 apoA4 JER, HuR (1
B i 2% T 8 apoA4 il APOA4-AS AU TA

5 LncRNAS®EEE

Wl e AR YRR AR 5, o HmBERE N
HBERR IS o WEARE AN MG F i 3 h R 2 FhE
FH, e A RO/ B AR AR 2 5 A A5 il
I 210 R ) 4 PN A 2 A 1

WG L LEE-3,4,5- = B2 (phosphatidylinositol
3,4, 5-trisphosphate, PIP,) W Hy B 2 AL 85 -3- 15 ity
(phosphoinositide 3-kinase, PI3K) 4rfi# /=4, H
REREAVE NS (512 5 Ao (5 S AL 240N
M550 B o V22900 H WTEE ) & A= #85 PIBK
1 H R i & A ¥ B (protein kinase B, PKB/
AKT) WIFIEA XK. Lin%gE > &8, KIEEREAE
i RNA LINK-A fig 55 PIP, F%45 &, IFfER A
£ K F B3R R AKT 3005 . LINK-A 4 /19
AKT o JE s 2 R BUME A& 4, X AKT #ifil 5) 7
AP, IEAh, Metas3#7 75, LINK-A. AKT
TR Ak 5 LR EA B R AN R TS Z [ A AEAH
Kotk

R AR S 8 5 g 00 e A= R AR G, Lt
I 240 i 5 2L LS 240 R AR 0 B e AR Ak B
WS (sphingosine kinase, SphK) Jf&—Fhfg )&
POME, HO7E 85 & BE 1 B MR (sphingosine 1
phosphate, S1P) @21k H (1) H LA HH 5 40 i i
Jiifs A% . SphK/SIP A A& BLIE i i T &
PRRRRGE . AEFR I A AR S S, X
L6 RN IEE DhRe, (BaR B AR, AT
A2z R EEAEIE AU 56l . LncRNA HULC /& —Fi
T JE 9 40 M AP 8 26 3K (9 IncRNA, Lu %5 ) & 3,
HULC BB 5 g i A= i, I HLHKSF A8 40
i 98 £ 5 T 5 SphK1 K H 7 4 STP 1y K - £ 1E AR
*, si-SphK 1 B & BHIT T HULC 3455 1fi 45 A B 5%
N o HULC 3 i %% 5% DX 5 E2F 1 900 JHF 968 40 i
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SphK1 15 8+, HE/RHLEE HULC 5 E2F1 1Y
3-UTR X308 3 B AN, P2 miR-107 5 E2F1
M55, YEINE2FL 93k, #EMiBghn SphK1 fY5R
k. % L Frid, HULC i i miR-107/E2F1/SPHK 1
AR I A IR i A A A

6 RESREE

IILAE, 88 TREMPEARTE LR, A1
XF IncRNA 19 T i BB R —20, S ARMFHRARC &
JERGE, il RS AR A AR
TAET Iz R A, 5 AR 2 5 DA R P B AR AN
SRAN T AR AR e AR R A e B B L i EL AT LA
BRI RNA J3 51 T AL 3 520, 125 5 AR
JREEAT T 1Y IncRNA 13 F2 38 5l m B vl LA BhafFoe A
SR H A5 IncRNA B9 P11, CRISPR/Cas9 4 A
] T EAL AT T IncRNA 15

LncRNA 7£ JIg JB AR 5f v 4V FH 2 72 7 1 e
XL IncRNA 25 BRI IS IE IR Pl (3R
1), SRIMXT IncRNA 7E g B4 G I8 1 v (% B R
SRR R B AARSMIFTE , H T IncRNA JF 81 R5F
PEER, K Z %0 IncRNA 26 3 4 B 5 /9 9 F 4 S
PE, B ARFVNRZ B, T IneRNA BE T 54 1)
SEHFHNAL, A AE LT RETE M  E  A5 4
JIT L IncRNA [ 4= 1225800 — ELXELIESE . HRETE
HHFFEIE R IncRNA AJ 78 MU A 2, (i 1A
BB A AR S, SR IncRNA 7] fig
W RGP ARG S, SEEERZE T

B AR HAETXT IncRNA 55 B A9 i 58 2L 5
PR AT R, (AR S 40U AT 5 475 1 1fe 25— S Rt
a. LncRNA 5 g i RS AR N AR AE— = 24 i 45
M2, [A]—Ff IncRNA 1] BEFEAS [R5 i & 45 AN [ (1)
YEHT, HnRTSCFTHE R IncRNA NEAT1 R T 76 IfiL
B RGP PR A A RN, Hu s Y R
FFA £ 7F NEAT1 #3635, NEAT1AE R 71 if5 47 Ik
/b miR-212-5p ) R ik , i — L S8 H AR Z Ik
GRIA3 FikH L, fEHENE T R BUF i 2 S 8EEW
K VERR 0 2 A o G S B8R S BR 4% A2 IncRNA,
AR AR —E S B RE B ZE R b BRZ AT ALY
IncRNA 4 FfE LA Z A1, e oe & B — 4k
IncRNA A 19 £/ A 2. Liw 48 % & 30,
IncRNA SNHG6 1458 FAF2-mTOR 7 PN J5t ¥ -7 il 12
AL AR VR o Anfe] WEZR IncRNA £ 17 21 it v
20 I 25 B) 1 I 285 43 At 2 B R I Y — A~ BBk
fi o c. MeAh, IEAESRZKI IR neRNA 78 45 Fh 5 i 17

7 3 R P ) A B T R B B, R
HE PR 2H 2 it 1) neRNA B BIF9E 50/ 23 O — BT Y
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Abstract Lipid metabolism is one of the three major metabolisms in human body. Lipid metabolism is usually
in a balanced state under the regulation of hormones and other signaling factors. When the homeostasis is
disrupted, the level of triglyceride (TG) and cholesterol in the blood changes, eventually causing atherosclerosis
(AS), obesity and other lipid dysfunction diseases. Long non-coding RNA (IncRNA) is a group of RNAs that do
not have the ability to code proteins with more than 200 nucleotides in length. Recent studies have found that
IncRNAs are closely related to the regulation of metabolism, inflammation, immune system, and vascular
function. A large body of research suggests that IncRNAs are involved in the regulation of lipid metabolism and
thus are expected to be potential therapeutic targets for some lipid metabolic diseases.
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