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—E IR FIIT R . FISARTE . vam h A AR
MRAERE 25 P R R VE R E BT g B B
HP, JE A A E ALK 1 (glucagon-like peptide-1,
GLP-1) SZEEhHWA RO s ' 48T
A IRYT R SR PR, IR AR IR & A 1
WEIEALH], JFR T 4 REHER T IR0 o

CSTR: 32369.14.pibb.20250539

AR, KiEJES % RNA (long non-coding
RNA, IncRNA) FEAEACHT A b il S8R FH
BRI MR —HBRKERT 200 M TR RNA
SRR, IncRNAs —BEB AN A B datid g 1 st
RAF B 2IR, (T A, 5 IncRNAs 7EFR:
FESRAF T TS HA AR YA DIRER N F 2R 45
¥ I, IncRNA 5 mRNA FH{L, H& 378 [ 5" g
FLER N 3N 2 RIR IR L, JFnl &y nl AR 5y 45
T A TR) e s W B o SR, 5 mRNA A L,
IncRNA 7E#Efb B AR SFIEREAE, H R W 4
L5 MRV R FGA S RS AR S g
(AR XL B S ST 18], IneRNA AT R 5881043 M
SCLIE X BEPA )R XA IncRNA 25 3= %55 5l
(D)o BRIFFIA G &5 B4, IncRNA

w B R H KRB 4 (31971100) , K HET % B OF R
(2024KJ091) FIREAAR T P i FEUTEHFFEZIH  (24TYQZ005)
weh.

s E IR R A

Tel: 022-23012120, E-mail: yungang.zhao@tjus.edu.cn

Wk HIH: 2025-12-08, #5252 H I : 2026-04-03




-1314- EYUFSEYYIEH#E  Prog. Biochem. Biophys. 20265 53 (5)
S8 JELH ]
mRNA
(@ | | D
— ‘_I
IncRNA IncRNA
1E i)

mRNA r“*
C |

C | | D

IncRNA IncRNA

Fig.1 Classification and transcriptional features of IncRNAs
E1 IncRNAsH) % £ R 3 REHE
S S IneRNAKE 35 b FE DR ) s a1 430 A - o SURG ST B RSR B SURG sy, 5 1F SR B % s ™) (WImRNA) 43858 2 0.
A, SR AT RET IR CHERED 1% 5, ] 5 1E CEEmRNAZS SIE UAUEE , 2 IMmRNAMRREPE . Sl Bied B, 6 ] HH S2E 1
)RR R AL, UG AR, 2R F3K s IncRNAKE S F BRI IE SCiE, SR m— A s A 75 A, ThE
S 519 B DR ) P ) U ST A s BE TR TRTIncRINA R 82 F 4> 2 15T 4 B K] 22 [B] DN AT F 7 e i i, AN S5 AR AT S g ke R T 5
X6 IncRNAKFE SERE IR A7 s AL TAHSBIE LK 13 20 TP IT , LAAH O a1 5% 53k, il i 5 AR B R M 2 s on e o o Sk SRR B D ) 5 s 0 1)

IncRNA: KiEIEZRIGRNA (long non-coding RNA); mRNA: fHfliRNA (messenger RNA). #5 (0 X0 (B Y dmigSEIA .

IGe ik 52 2] 2 Fh i s 5 A A LI oRS 25 08 4% 19l
n, 5-HILHmELE (5-methylcytosine, SmC) f&ifi
AMUREIEIE R IncRNAs IFRUENE, B Lk HAE A% R i
Rofigt, ] aE a7 i R SR ) = ORG REE  HLERGA
K5 YiRenEHE 7

A5 240 L P 2 67 S LTS FE AR FH A i 25 5%
IncRNAs A i — LR 73 5 TURe 26 A4 (K12) .
a. - FiA AL, %35 IncRNAs RS 4 S5 1 45 & 1
“BREST O (AN e A BB )
NE L B e T AP AP S v e s B S
S BhASE ., b SR fEVEERERRS
R ENITCHE, 1235 IncRNAs 1] 5| S 2 A B4
FEGLA T XL, [RIE AR SR 5 S
MER, 52RO MEE. o 288
Al AR M E A R S, TR
AL N BIE DRI A E Y. 2k
IncRNAs BE g /15 85 11 53 - 85 11 53 8] () A0 ELAE
AT AR A A e i, DA I 45 4 2R A
PR I P SR . doTE B TR RNA

(competing endogenous RNA, ceRNA): FEZNiT
A, %25 IncRNAs i i3 7 A miRNA i 2T
PRy IXEL, DL i 7 B E miRNA,
fiff %k miRNA XA mRNA (I HIVE R, ATI7E 5%
SRS 5 R F IR 48 AR 20 TR

AR, BORMZMIEERY, IncRNAs7EAL
IR TP EOCHE M . IncRNAs BERZ 11 U35
TABNM | sl S s IR A5 S 2 ML, 752
M2 5RO, U R
ML H RO o BIIE, IncRNAs %355 T EE
S 5 2R AR B AR R AR i A R e B 1)
S R, £ IncRNAs 7EAEFEA A= 4
ot R R EEAEN], WAEIRIIE M. NET40i
Ak BRBTACI R S OCHEER Y Y G sk LR
71N, IncRNAs AMCA B 48 75 AL AR SO Y
S FHL, A AT RE R T AR R B AR bR AR P A
RITHL A, AR B R S W SRR T B
BB R
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Fig. 2 Regulatory mechanisms of IncRNAs
E2 IncRNAFIZEHLH

FENLFAIMIAZ N I IncRNAs, 858 3 25 ST IR Y (0 FUIRES SHE ke B oinem 2 ¥, AP S (a) FEY45F “ L4
ML AR, RINSEZNEATS T, e — M R AE A0, (o) HrE “[mS7, Wit B AN s
TE A5 A 1R e 8 ST AE U A5 W 1) R0 R R SRR AL i, SEIRBETRISRIB B 25 e S e ez s (o) VERER I VS PRk i+,
EEIFIEER; () EEEEARANIMMEMmRE (Pl A0S, SRmsgmE LR pse eimte; (o) 7E3EH LIES 371X 5k
sk, HIETIHE S A RIZEEL . A7 T A0S - A IncRNAs I 2 2EJ8 P SE R Bk e st lm ik, filan: (F) FEIRNA “iEH” HiES 3
HmRNAZE G, BHUIER RO TIRE, AT “HOR” 40P I EENLE . S mRNA MR E Mo i fE ;. (g) T 78 M ceRNATKFR
“miRNAEER”, W42 BOmiRNA, T EERmiRNAXS HAImRNARM R ;. (h) SAENIIRESM, M50 “PB” B4 5RNASS
AR EAERT, SEWR T AR N S S S . miRNA: B/PRNA (microRNA) . 520 (3 SUZIEICFEIE 41 DNA, i (4 A3k
mRNA, FEAZEARETRInCRNA, B2 BUEmMIRNA, EEAMBIEARINGEE 1, BEOFT AR R/ AEFREW I, 6
F TR A il /LT

EWIAE(E S W Hh (Hedgehogs) . Wnt (wingless-

- .
1 IncRNAsSB=HR £ R type MMTYV integration site) . ‘H JE & & 4 & H

NEJE R — R A 2 i) 22 4 B AR e,
T RE EER A FIHAR R A T S 300 4 S PERe A
Lo AeRt LML MHAR T A AE B (adipogenesis)
51854 M (lipogenesis) 5, HEMi oK s AL BEHY
RAeESKRE, Wi, Z58E040HAE BUR s
P21 IncRNAs B IA N FENE i A Jie v BLAT J S oy
01, I BB TER A Db
1.1 IncRNAsiE#= g B 4R 2 AL

NEHEH CEBERR DT L e v, SRPUA AR
i AR (AR ) A/l E (B £) .
SRR T T AR I B s R sk, TERE

(bone morphogenic protein, BMP) 51T T,
() 78 5T 4 1] S A AR T A . i f 2E A
FEMZAARACHT B : IR cAMP SOV ITF45 &

1 (cAMP response element-binding protein,
CREB) @M fbfim’%, 1 8 CCAAT #58 745 4 &
FH (CCAAT/enhancer-binding protein, C/EBP) B
s, WEfR1kny C/EBPB Ut — 20175 T o S AL W il 1A
4 5H W) 1% % K v (peroxisome proliferator-
activated receptor y, PPARy) #1 C/EBPa ) & ik .
T A G B2 Sk DR - IR [0 T i D7 240 L e e e
R, ARl p AR SR O B H =, RS i
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FhAE G PRI RE 1, B TR BRI 1 4 A
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Fig. 3 Adipogenesis
E3  RERAdHBa A A it 2
BMP: ‘HIEZE K/ H I (bone morphogenic protein) ; Wnt: wingless-type MMTV integration site; Hh: Hedgehogs; p-CREB: iz 1k 1Y
cAMP i & o 45 A % 11 (phosphorylated cAMP response element-binding protein) ; p-C/EBPB: R 1k i CCAAT/H o T 45 5 HE M B
(phosphorylated CCAAT/enhancer-binding protein beta) ; C/EBPB: CCAAT/H it F 4% & & 1B (CCAAT/enhancer-binding protein beta) ;
C/EBPS: CCAAT/HA5E F 454 T 16 (CCAAT/enhancer-binding protein delta) ; PPARy: it %8 £k 4 Hff 74 384 5 9 406 32 /Ky (peroxisome
proliferator-activated receptor gamma); C/EBPa: CCAAT/H5% F456 % Ha (CCAAT/enhancer-binding protein alpha) ., +: ftif; —. #iil.

iR gih, 2R 42 B8 D A i
IncRNAs 3 15 AN ] 43-F-AIL I 1 1] 945 A 17 4t el 43k
L i, IncRNA ADINR 7E i) 76 5 28 i s B
FEM R, @i A OEBPa NG BT IX
ML ER FMBMRRE, b am A SR e e TR
AR BRI A AR 5 e TR R ™, %
F a7 B T4l i 2 £ ) 4 BT R, IncRNA
HoxA-AS3 it i) e 80 Ab SC B 779 R Runt AH
Fe i A1 2 (Runt-related transcription factor 2,
Runx2) MFRIE, [EIEZIE I fE ik & o1k
B2 S5 E AN, B IncRNA iR 532 5 ik 15 40
I3 %8 . IncACART W] fill i 3T3-L1 Hif g [ 41 Jfd 34
B 5 IncRNA-Adi il i 5 miR-449 a/CDK6 fifie it
A H I BERE 195 IncRNA MSTRG4710 Il 28 miR-
29b-3p/IGF 1 3 B3 = i IR I 40 B o 17, AE 2
KAALHBE, IncRNA SRA 1 11 (i 15 41 81431k
(DGR IE R R, LR v 5 3500 7 A ik DG
PR 2235 5 I e gk >

F AR L 2L TR A AE 2R A 1) PR B D A A
Y IncRNAs. FERIHGNH A FE /71, IncPRDM 16
55 IncFAM 200B A A &Ml G 5E 1020, FELR Sy
ey E b, GO PR S s R BIL ] A
Fo — R B o R JCSE PR 3k (A1 il g

434K, 40 Inc-TCONS_ 00041960 3 3=F | Ji 1 6 i
PR F Runx2 FIUWE B2 i 5175 50 s WP Bl 2 14 4538
A 1 A AU 00 B 1) i A AL Ak 2, Ine-MEG3 U
4 miR-140-5p (1) ceRNA, & #1il fig i A= 1% A1 [+
M T B A B 22 R T A A 7 A A Ok
RN 35, A IncRNA CAAlnce 1 5 AR R E#HH
G55 TE W sk 2 5%, T8 PPARy, C/EBPu
RGO T P, Ine-U90926 3 i 1) ] PPARy
B SR TGRSR BELAR G D A A A= B 2 AEASE R A2,
Inc-U90926 (A TN REAFAE S, BRSPS
71 Inc-U90926 HEM I PPARY TG E, {H U90926 %
RU/INERAE R PR IR 25 T AR RIS b 2 i Gl e 2
25, HEE/NRTCR, AT AR O RSN A
RUE— DR YR RS, ek sh Y sg b g
Wi EUE—A 2P AR R A B R 238, 4
it TR AH ELAE AL R Y 4R A, HIHAEARH]
AU FRBAEERE R, RIMIEER) 75+
ML TETE 58 2 il B Fh & 24 i oA bg i
TERF ORI HZA Y, IncRNASs 18 33 1F 1 8455 )
2605 20 R 9 B T AR BORN R BRGE AR . BR S ER
IncRNA Blncl 4 Ry Je A IE ¥ R 1, nl e dEbi
Ji i A B TS 7 B DG SR R 3Rk o Hol i
WY B A F2 IR E A, WG
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BB 1 (uncoupling protein 1, UCP1) Ja 3+
5 PPARy 9 25 400 14, A2 12E I 7 40 Jf oy Ak 27
F Rl AT R AR A Y & A SRR T IR B R
JE 27 TRV RO B R LR AR IR I 412
T IncDGAT2 ik i i, HI SEisam ALl &
BN T PREMBEN 4 58 P EESS,
ZA B AR A/ g A ok, B RERYS
5 7 HARH DG S R Rk P AR I T L 8UT A= 1
/NG A 4 30 rp 25 5 Y IncRNA AK029592, 1]
A1 ceRNA W2 [t miR-199a-5p i[5 X T I 2L A
(A, DT S 3 1 = SR DG R e 3k BYL it
Ak, 4214 S PE IncRNA MSTRG.310246.1 H A {2
HERE GG T AR AL R B D RE, (HXT g
4 g JC W 3 R B, AE YRR 7 T, IncRNA
Lexis Hit 2 AT [w] A 3 58 UCP1 M 5 A4k 1k =
Pogte 2 Hal o 5% S0 T TCF7L2 55 4
PEZE G, PHARHS T L N (40 ATP . AL/
P Ca* f5ia 85 11 2) g4, MRS PR il
UCP1 AR =44

IncRNAs 8 2 5 4 {4 i [ bt €tk AR A i 42
IncRNA XIST ifii i 55 C/EBPa 455112 HE R A 1 40 it
[l kR G RE AR 7 4R oAk, 7 1k B AR B s S r e
JBE B4 IncRNA AK 079912 3 1< #4035 1 {58 1y 40 g
TR A ) K AR S P A, 15 AR
5 4% £5 4k ' . IncRNA TUG1 M i i3 miR-204/
SIRT1 AR (IR RR T, WA IR
R R, ERERENE, PEBEETN
Inc266 75 F T 2 18 T Xt (Ul i a4k 0 B 35 5
Wi, EAEA ZFE A T ] BB R UERR N (g
iR A Fe LR 58 . LI E, Inc266 i1 56
45 A miR-16-1-3p fEBR XS UCP1 A sl
TR S T i o 200 1 A €0 0 7 A0 B A 3 R ™
PILHFRIR 7 5 A ENg R AR X R R
BEWT ek, BEEFR KA aRsli < E
FE” KA, O AR ek,
B UEE R, fE bt g i B b FE v L0 e
631125 523K IncRNAs, 1] il i ceRNA F%%
BAEVRER B

Zi 1, IncRNAsIE i 2 20 M4 2 518
YRR A BB, T & FET IncRNAs PR AE i
TRYT RIS RAE T B FHE S . IRl IncRNAs 7ER
5 A 145 B B A e S VR 4 s L mT BB AR ARG oA
EIRTAHSUREN “HF K", KRR —
AR R A A B S B AA BOARS B R PRI

1.2 IncRNAsZ 508 ER X 151
1.2.1  IncRNASTA T I 5 A= A%

NEMT A= i (lipogenesis) S 15 HLIA G UG I R
FEH S Hh R A B H b =R A Ak /. BRI
MR ) R R N R A SRV, O S R AR
Pt BEIRIGSFA PR B DA G

IncRNAs i o 5% s i 45 . 380 35t 4% 18 1 [
ceRNA M4 5E Z )2 oL, K% WA RE i £
BT, SETT S IR BT R A, SRR
B, AR NG T A A IncRNAs 2238 1 ceRNA AL
5 miRNA X RS & OB R A R4 o 9
IncRNA PLAAT3-AS il 1 W fff miR-503-5p fif b H
XPHE LR i AR i A 5 ARG A 3 (phospholipase
A and acyltransferase 3, PLAAT3) [FJ3l, Mifife
R WA B 5 IncRNA A1504432 1E 4 miR-1a-3p
BEgR o1, IRBENITR &l (fatty acid synthase,
FASN) B3k 7 IncRNA Gm15232 3 it 35 4 P
45 & miR-192-3p, % i B & BT R % K
(glucocorticoid receptor, GCR) [F%ik, #EiE
BE WA SRR Y . 5 Z A, B0 P IncRNA
LOC106505926 AN AE % {2 =& 41 il 11l Wi 15 240 i 1 43
fb, 0 HH 5 FASNSS G, MRS, i
ZRARFRETRE LSRR

JHFRE S R i DSk B i 228 s, R
ZF| Z P IncRNAs FUAGE AR . IEAERFSE R, BT
R 5k IncRNAs 3l 11 52 2% 1 73+ W 25 2 5 i i A=
AL BTN R R R AR R . AEAR BRI AR AR
J51, IncRNA ARSR 5 IncRNA MALAT 1 7] i 5
VAT [E R T TR 45 & 8 H 1 (sterol regulatory
element-binding protein 1c, SREBP-1c) ¥ 3& iAo}
FErE, WERSIMARN A U TEYE . RBUTERS
FR R . B W AR T R R B Z AL T, IncRNA
MALAT1 B A7 Z3 a0 he, BE AT 28 i 3l
AMPK 5 5 38 1% 5% Wi A 18 F1 R 7 R A2 9 6 B
5% 7] 38 1 miR-206/ARNT % I i PPARa/CD36 %
kOB R 2k AR IR AR S 4% . IncRNA
Gm28382 M3 1:f I Ji miR-326-3p/ChREBP 4 il ,
B R R 5 Az SRR P o A g I A= B
J7 1T, IncHR1 RE [7] B # [7] FAS 1 SREBP-1c (1)1
P, 38 U S A A R R I =R AR T
T EIE AL E ' IncRNA-MEG3 i i3 # X 3k
HERE 1 O1 By FRIXFIREIL AL, B E ] HepG2 41 g
(9 18 W Sk A B 5 IncRNA GASS5 i 3 W fff miR-
26a-5p I RIEIR —FREE 4B %3k, % cAMP/CREB
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T E G, DT R T A B AR R S Lok K T
fiE 5. IncRNA H19 W3 15 i 2L sh 4 76 i 2 K 4 2
1 (mammalian target of rapamycin, mTOR) /
SREBP-1c 4l 15 -4 AR A > o (845 2
B, BRI A, IncRNA1926 5 IncRNA3223
SRR GRS S 0 DGR Rl -, I PR A
AL I 2 AR A G AR SR S A A e i B AR R L
TH =R EH [ K

BRI ACI A PR HAT A A 2R S, BRAT
JIE FRE W7 402151, Z Fh s B 5 40 M 28 8
IncRNAs g IESE S S IRl A - SR B0, X
— I AR O O R o . E T Ak M
W, 45 B 98 IncRNA POUGF2-AS i 3o 1 3L 5%
B W FE R A O3 A T B Ne- IR AF (Ne6-
methyladenosine, m6A) H IEAbL A W2 A,
WS RN T Y &858 A 1| B8 sh 1 IX i,
WO N I R 5 B (L i O PR AN B A
IncRNA ZFAS1 i i 25 45 M BT R MR 1 IR 45 & & 2
FaxE SREBPI mRNA, FEIT L4 6 5 TE A i A 25100
T 1 A1 FASN S5 SCHENG 7 A i i K35, 9K 3h4h
T 9 e B U0 AR L TR A R 4 R
LINCO00514 i i+ 35 4+ £ 25 45 miR-378a-5p i bR %t
W A R 1 A RIVE S R D A B B T T
IR ERE S FEE R T, IncRNA CAT1 3 i
55 VR 2 5 it M2 6 1R B A R AR a2 [ e e
SRR 2 BRI, 25 Warburg 8500 5 g i 2E
U I A I R & T AN, AR LR
2] 21 rh Linc-smad 18 i moA 1841 J7 =G94 F 54 5%
fiff # % F 14 (methyltransferase-like protein 14,
METTL14) KRk, i migma i, K
fif L LA AR A QI i g AR AL TR AR Y
1.2.2  IncRNAs g i 3t

NG Wi 53 f (lipolysis) J&HLIA Zh 0 fifs £ Al ht 1)
AR R, R AR LA R RS &
FKHE, TR, IncRNAs 7E % F 47y 78
FHEPEER

TEHGARITHZ, ZF IncRNAs #FSE S 5
JIg W7 43 gk (PRS0 PR . RS & B IncRNA G8110
brZ S5RI A0 EAh, I REfE i g i LR 2k
SR AL E ™, IncG47338 ., IncG30660
IncG29516 1 IncG3790 55 5 fIg 5 82 B A AL S IR A
OGS AP AE W A R, JLRIM R 4 1)
PR 25 7 IncRAP2 i 13 45 & mRNA F2 5 25 [
S EZREA KT 2 mRNA 4545 % 112 (insulin-

like growth factor 2 mRNA-binding protein 2,
IGF2BP2) It EHE Y, WRIRIEER 5
AR T T mRNA B2 E M, DU A2 2 BB
Y EREHESIEEARA S IncRNA Hnscr
Tk T, HlE P cCAMP/PKA 5 538 %
SEMRE G T, BIIESE R R A I G A Y
R 120 FE N HR T2, LINC00473 5
UCP1 3352 B IEAHDC, GRS HMAIIA 5 ok A 4
AR 5 08 W o ff et fE 1 RRAIMEARE B,
LINCO00116 Zf it /Mik MTLN A B 432 528 ki ik =T
REAE AR EARENT, ARG B 48 Ak 5 BRIV 7
fif, AHRAF IncRNAs il 13 4 b5 D etk /KRR A
PR T EEEESE

AN[FZHZIH ) IncRNAs 2B H 45 52 (14 i 11540+t
P mEa . EAPET, Loc 21738 12 SR AL
NEAR I ——RE M SREBP-1c (128 [ K AR5 Ak L
D RE WA AL, ST PPAR/CPT-10: 38 H42 2F g 5
12 B 484k ' IncRNA NEAT 1 78 9 i R v i ot
454 miR-124-3p/ ATGL fili 3t 1E % A5 05 7 i 2
IK S s 2 G 5 o, AELIAZHE, IncIMF4 38
b AEE S AR S e LN R 7 A B s,
W T 2 B0 AR 1 oA, G LN IR 7 DA 7
TEE] 78T 400 d, IncRNA NONMMUT096150.1
i i PPAR FIl AMPK %5 2 455 5 im I, ORG 45 A
5 53 fiff 3k R 55 B I 2 2

Zi L, IncRNAs/) 1z 25 Z R 2L IR D5 A= AR
Ao, FF TR ML, R
PR IATT TR AL TR AT AR . TSR
1) IncRNAs $E [ J67 7 5 W A7 28 AR v AR T 3 25
FEm

2 IncRNAs7EREREEZ £ F AR RI1ER

2.1 AERAEZ R HIIncRNAs

A EOR PN, (RGN 5 g
AR AU h iy 25 S A BCA AT e, T4
R S AR Y IncRNAs . 3 32 % AE ik A BEF1
TEH N Sy 200 e AAA 40T, REJE RSN P
NEM A4 45 ) 118 1> 22 373K IncRNAs ',
E B R 5 4 21 rh %5 11 A 22 R/ R GA
IncRNAs 7' ZERLEYy, JEE/IN BRUE s 1 @08 5
H A 5 46 125 3R AT IncRNAs 7Gx 2
RIFM, BRI AU AR 1Z B IncRNAs 3Rk 2k
P, RZZ AR REASAR AR RS . AR E
IncRNAs I BFEE 1,
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Table 1 Summary of dysregulated IncRNAs in adipose tissue/cells of obese individuals
F1  BEBEANMEKBEBAZA 4/40 R B S8 U IncRNAs B 45
IncRNA SN B LRI Bk B 5 PN BE P 1EH SCHk
NEATI IR 7T B4 A A A ATF2-NEAT 1 TR BE IR W7 2 A i) & 4y [72]
s 5 S0 A e B
LR TR
IncRNA HOXA11- A 1 IR I 421 i C/EBPa. DGAT2. CIDEC. {ikHgHiE ik [73]
AS1 perilipin
IncRNA-OAD ST3-LIAGARIIANM At R4 k-3 B-catenin IR 7 A2 [74]
IncRNATINCR  AJRFIEIZE M T4 @Rl 42 FiA miR-31-5p R IR 07 A2 [75]
IncRNA PVTI ST3-LIAGARITANM ARl 4] i PPARy. C/EBPa. AP2  fREEfRHIA &K [76]
IncRNA KCNQIOT1 KR WLUET-4miE Jg i 121 i miR-138. PPARy. RUNX2 {2 itHg izt ik [77]
IncRNA Plncl R I U 4 L [SREN A S| PPARy R D7 A2 1 [78]
ASMER-1/2 A [SREN; il e PPARy TRBEARIDT A R JsTs) 5 [79]
ACART /N F R/ g W i PPARY/C/EBPa. AR TR T g 17 240 B K4 B 534 [15]
Gm1529 /N, [SREN; il i miR-27b/PPARY AR E IR 17 240 L A [80]
linc-GALNTL6-4 A JIg 1y 421 A SR WL AR IR R ICL (IR AR R, S RE [81]
IncORA /NER JIg 17 421 | PI3K/AKT/mTOR R IR 197 240 At 234K [71]
MEKG6-AS| A flE 2428 el NAT10/MEK6 AR g 7 A= e R 8 g AR [82]
LINC00278 SRR R PG 7 s METTL14/BRG1/PPARY2 {23k 53k 57 1 i 7 A= ik [83]
HCP5 JLE 45 i miR-17-5p/RRAS2/NLK i3 o y3s I i AN AE ek Jj2 [84]
Dio30s /INER NEREE T T Dio30s-Dio3-T3# TR HERR )L/ AR i 17 7044 s [85]
R P 1o LR L A B T S B
Hhin 4> B R sV FE
IncRNA U90926 /INER [SREN A N PPARy. FABP4. C/EBPa. il i [l A= i [24]
AdipoQ
linc-ADAIN A JIg iy 421 N IGF2BP2/KLF5/IL-8 I R 10797 5 ARG 5T A 47 [86]
Parall /NER JIg 15 421 N RBM14/PPARy EIESTIEY AN [87]
AATBC A fE 21 T UCP1/OPA1 HEBR LA AR T RE I A [88]

TEMEJEIRZS R, IncRNASEER L FE IR I A i EA#EHY, LIPPARy A% O R 5, Wit miRNAES | FNUE i 2E Z R R 12 2 1
VAR . BCR T A IncRNASI 57248 . ORARIREANSE, HAREKATRE R BEdE— 2RI RE LRI oA . IncRNAsA B /R T AEMEAR D20
LY REE W 1 5L, BRI SE R T REML I IT R ) T B AL TR AL 42 F . NEATL: KEEIEARISRNAR &+ & A1
(IncRNA nuclear enriched abundant transcript 1) ; ATF2: #7%5% 5% [KF2 (activating transcription factor 2) ; CCAAT: M58 F454E Ha
(CCAAT/enhancer-binding protein alpha) ; DGAT2: it H il Bt JL ¥ 22 (diacylglycerol acyltransferase 2) ; CIDEC: ZHMEIETZIHES
DFFA45 #3800 [H 7 (cell death-inducing DNA fragmentation factor 45-like effector ) ; perilipin: A8 7% £l 8% & (1 ; P-catenin : PECEH ;
PPARy: ALY BHARIGIE G 2Ry ( peroxisome proliferator-activated receptor gamma); AP2: JENF4NIEIE 12 (adipocyte protein 2) ;
RUNX2: Runt#fi5¢3£H2 (Runt-related gene 2); PI3K: iISEENIEE3 M AT (phosphoinositide 3-kinase) ; AKT: ZEI#4HFB (protein kinase B) ;
mTOR: AN FHIMEZRMLEN (mammalian target of rapamycin) ; NAT10: N-ZFEt%F4HF10 (N-acetyltransferase 10); MEK6: #2%4J5
WG AL H B A6 (mitogen-activated protein kinase kinase 6) ; METTL14: H R4 A ALK H 14 (methyltransferase-like 14) ; BRGI :
Brahma#fH 3£ [F 1 (Brahma-related gene 1) ; RRAS2: RASHIKEHE 12 (Ras-related protein 2) ; NLK: Nemo#fiffi# (Nemo-like kinase) ;
Dio3os: KHEAEZRIZRNA Dio3/x 4% (IncRNA Dio3 opposite strand) ; Dio3: Ml FUIR R 2 FR AL B3 54 [ (iodothyronine deiodinase 3) ;
T3: —HUFRIRIRZR (triiodothyronine) ; FABP4: JENiFR4S A 4 (fatty acid binding protein 4) ;  AdipoQ: JEHKZE (adiponectin) ;
IGF2BP2: i ZEREA KN F2 mRNAGE &4 12 (insulin-like growth factor 2 mRNA binding protein 2); KLF5: Kriippel #£:H15 (Kriippel-
like factor 5); IL-8: F14/1 3-8 (interleukin-8); RBMI14: RNAZLG HJF 114 (RNA binding motif protein 14) ; UCP1: fR{HEEE 1
(uncoupling protein 1); OPAl: fR#PZZE4EH 1 (optic atrophy 1)



+1320- EMUEEEYIEER

Prog. Biochem. Biophys. 2026; 53 (5

2.1.1 IR EAYIncRNAs

IncRNAs 7& [ B ig i 412l i 22k, i £ fh
Gy TG N o 20 A R TR B ORR, DATT SR 5
NE e E R

Z T IncRNAs i 33 B 32 % (B B R F A% 0 B 53t
+ PPARy 2 5 JIL Jif: # Ji€ . IncRNA ASMER-1 #il
ASMER-2 78 JE AT K /N BB L G R T 4 22 Hp
SR FRik, W PE T PPARy BEN ik, S 5)E
s A AR L B I Bl BRI RR R 2R A Wb i i g R
IncRNA ACART 7 AE BN R Z AN R W e v v 235
FEAE R NG A0 oA e R v TR 1A, )
PPARy Fil C/EBPo {12 2 i B8 7 4t ML 34 5% 5 34k 17
FL I [B] IncRNA PVT1 7R BE FRIR I AL 40 v 2k
Y C/EBPo £ IEA S, nliE it 1% PPARy, C/EBPa
KRR EE (1 2 AR UERR AR B, A
HEREVATT BV AERE 5 U9, line ADAL 7EE R H 2
THE W Rk B, a5 IGF2BP2 AH B AE FH i
] 8 5 PPARa, Jf W [A] #% A haRNPU 5 Jfd it
IGF2BP2 145 Hi A 105 240 I 73 fk S R o i 0 it
Ak, IncRNA Gm15290 7 ob/ob /I &L 3 4 i il 7 (&
= L, il ) ceRNA ML EAZW T miR-27b, fifElR
FOXF PPARY (I, A4 SERR A AE A 0 0

#47 IncRNAs 3 1o P8 4 40 it B e 2 5 08 i
AP SRR P & . A 7 20 e S e A 1Y
linc-GALNTL6-4 7EE AR ik T, I E S
PEZIER s HBRrTHE IR A, 5IEAR A
AR A R A SRR R YE, AR R 40 i R
)[R R - SrS B v i S W B E o
HHCl1 (APOC1) My EIXB X ; #H I, linc-
GALNTLG6-4 [ 15 4 318 25 el 38 1 436 A i s 240 it =
AU IR AR S IncRNA - (IncORA) 7 ob/ob /)N BR,
g R GA I WT /B 7 4%, 38 & PIBK/AKT/
mTOR {5 5 30 [ 7 5% 5% B i 53 I 7K SF- I8 42 200 i ]
W1, Z5iEMaMESE 7,

IncRNAs AJ 38 1 1 5 98 i 2 1o A 5% i) S e 1
2 . IncRNA Mist J& & % % {7 T 41 i &% 1)
IncRNA,  HAEAEFE R 2R A A A RRAE PR S At 58
i TPEAEH . IncRNA Mist BEH ] EL 1 4 i 1) 246 5
SN R IR AR B AT B, e 2 mAIE R 16 e
IEIREREA A A D Refers, S B EAR DGR IR
REIR AR L —FhoEr & B A 264 S IncRNA
MEK6-AS1 7 # F/E M 1R B 1 41 21 h s 3238
5516 05 A= BUbs W IE AH G, JLE i NAT10 f2
MEK6 mRNA, JH¥ER A S BRI A Ak, @il

Ji ATA R R 105 A OO A4k B iR Kk
B 0 4 S5 M LINC00278 A 5 4 R b2 4 D g
i 2k, it METTL14 4 509 meA H 4k 5
Brahma #H ¢ 3 1 (Brahma-related gene 1,
BRG1) %54, 7% PPARy2 i B& A F BS Wi 2B 1 .
BRG 1 #71 fill 371 7T g 35 0 AL JR 6 AR, 3 T8 W 35 00 i)
LINCO00278-BRG 1 4 ] BB S5 FHL I 14 UL Jpf R AH A
EERLIIETEIRT T SRS

IncRNAs 7F JL 2 A Jt v [A] 4 % 4% G B AE
IncRNA HCPS5 i i ceRNA #L il 43 5 & ¥ miR-17-
Sp/RRAS2 £ miR-27a/B/NLK 4, 1 3 4 3% [ i,
PEFEACREEE ) IncRNA ZFAS1 7 L2 A AR
R ZR AR R h S Rk, XPIEEAAC 2R
GIEEARESZWNE, A AT RERCh Hilk K2 W
LE bR
2.1.2  fHIAE A IncRNAs

#43 IncRNAs 7 [ (A iR i 4120 h 5 IR S50
TR, RS ISR AL R BT
FEVER . #E AR, BB IncRNA AATBC ik 51k
HAEEL (body mass index, BMI) M J8 2 /K- 4
%, @ HLE UCPL, OPAL MEsR LR RiATHRE, 12
HERG I 4 7= 4 AL 58 IncRNA Paral 1 768 i 21
R SRR A, FE IR P B BMIT S Jini B A
i 5 RBM 14 A0 BAE I HL0E PPARy, JEIE
AP EE AR R A B - 7 Line-ADAIN 7E R
BRI NI, HE R Pl i 5 IGF2BP2 41 H
YE 13458 KLFS #1 IL-8 mRNA P9Fa5E 1k, nRiig i
S SR AE, %W linc-ADAIN J2& — Fh T %
IncRNA, 1] DLBR il Jif 15 26 23 69 3 5K IR ok it A7
U R 3R 0T BE O B R T I A RO g
IncRNA HEM2ATM 7£ fig I} 2 2 M2 155 4 Jfd v v
Fik, RIBRESEEICHRIOKY, #5557
v E A UL S, PSR 20 40 5 19 5
57, 5 TNF-o F IL-6 mRNA (955, IF >
TNF-a FIL-6 {5300, J&— P BUNE frfAH OC A A A
Jo 5y 2= HCHT A R, e Ah, IncRNA RPI1I-
34D15 2 FENERELE F R i g 2 R, JF 51
HERRMFIRIEME, AIER ceRNA I miR-
223 BAENEI, B0E PGC-10/ S R R A S HILRLA B
AU B RR IR E BR . R L NE IR TS TE
LUy C N

#5453 IncRNAs E 4 UF B ZERR Ll D7 A= 6 A
AR ARV T . NARES R D5 2H 2L IncRNA
H19 /KF-5 BMITAAHIG, FENEREA A rh F IR FEAIR,
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R L, aed ik nT ol R 1 28 MR I 2ok
RAEE R, IncRNA Hnser 754K 1175 5 A AR BE
/NERBR 42 FR A%, 38 3 cAMP/PKA 3 %
P RR B, BRI IE AR AL

5 H AR ik A —Foa R R R T
g, Y2157 IncRNA Inc266 3 Wt miR-16-1-3p
FEBRXT UCPL (30, fE2F 15 B 17 40 e 1) A% €0 g s
Mo, 7RI B PG~ | DA BT,
IncRNA Faar BfifIEL il Jie i 25 FAIG, il ad 5 RABI1S
SE AR UE TP VR K1 4 A% 5% 057 400 1 )i vk P G
HIMUCP 5%, Jflid 521 a6 45575
RN 7 I T L o = B v I A T
ik Ak IncRNAs 7] BE IR Y7 IEPEFIA SC B0
(TSR

REJFE 32 35t A% B & s, iR Lk 4 JL B B i
IncRNAs k7K1 i 252 md s AR B Gk, A0
¢ E 52, Incencl J& — P B IR IR 4 S 0E 09
IncRNA, Hflt = 2 5 305 5 W A9 AR /N B
ZAL, (s pE/ R SR B AT RN AR S
fatE, PTRERPUIR A SRS EEL, XS
AKT/mTOR 15 i JHEIE R 7 A5 B /DA G, 34
TR “RRILERIR” B 7.

REBFEK LB, HRHE,
IncRNAs [T tH 50T LUA AR MEAE B iR 7 SR e 4T
KT BT FR LR IncRNAs A2 A8 7 240 i A= i A
YUIR M AnAE A B, LR B E AR i T
E— LY, DAIfE TAT DR A AT LUSCR B i6 YT
B, RS O A LB N e BN [P A
HRESEEE T, AR I6 TERE B A B A
2.2 FFREZEZ HHIncRNAs

JHEEAE S HLAR A R o 2R, I
IncRNAs [ 2 I8 TE7E BB B A AR B vh 25 &
AR E R . AR, AR B T AR A
Frib R, /NEUHBE K IncRNAs 235 32 241
il TE SRR N RE S TR E IncRNAs R GE Y,
FE7R IncRNAs 76 T IEA 38 R P4 i FE A

LA HFIEER S IncRNAs #E S Z 5 A0 AR &
JFACHIZREL R L F2 . IncRNA Snhg3 721K &5
SERC LN BRI P 2 U, A A e S e
B P RRARE /N B AR S AP i, DR I E
D AR I HERR I R AR . IncRNA GASS 7£ 5
JE AR 1 198 25 i = A A R /N U AU 28 7K -
i, 3 miR-28a-5p/MARCH7/NLRP3 4l 75 ki KG
4 Bg W5 P BF 9% (nonalcoholic fatty liver disease,

NAFLD) f9% J@ e SR " I RFEA ST
WESE, 7ENAFLD B4 . mRIK MR/ NS R
Be = RUAERE/NBUFIE S, IncRNA GASS 235 I
1M miR-28a-5p Fik¥EHN; DIRE L, GASS i1k W fff
miR-28a-5p K LR VEH, T miR-28a-5p i 1o 41
] E3 3% 42 iff MARCH? 1) 3" B 12 [X 14 56k 201 ity 4=
T2, MIMIESE NAFLD #E & ' 25, IncRNA
MEG3 7£ = B IR B W%/ )N BRI R 28 25 i 17 ik Ak
PRI FFAN A rp ek BRAIG, FLRRAIRREE 5 NAFLD Iffi
PR AR AT, ML L, IncRNA MEG3 i 372
FALEZH2 14 SIRT6, 11717 31 k1l i Ji 1 175 S 1) i
20 L N o AR R AR E I N, 4 7 4 R IncRNA
MEG3 7K - 7] € i & NAFLD (1) 34 97 5 mg o
Manriquez 55 "' I IE i — 2 SRR — WS,
1% BBR A B e A i 5 D-36 - (fi2 1 g 15 26 i I
A AEFEONKEAERE) A9 AE Bk 238 P IS 5 25 21
Hr, BB A2 % IncRNA GAS5 HI MEG3 #3214 i
IR

43 HF IE IncRNAs 26 B 42 2% 14 XU E o8 75 4
P, HHEA W A ERRAS et . 7ERERE
/INEUFTNAFLD 85 IHE T, /N IneSHGL B H A
R PEY) BAGALT1-AS1 257K EF#K ., Inc-SHGL
Wit SR E A AV EER, BN
Vo2 1 B0, K PIBK/AKt i B I 4 i mTOR/
SREBPI1C i f#, MIMAEME S R /AR R T
XU 10 ] JF AR A RSR R B A R T (AR TR R
&, Inc-SHGL 4 2 B0 il 3 ) 28 BEIR ST JF IR
FEAE RN ) 25 A RO RS T 5723 1 e 1
BEFIGR AR M 1 BB iFsE ik A 3, IncSHGL H
FEARAE M PT 38 21 415 miR-149/Mospd3 Hli fie i i 1
A AL 10 BRI IneSHGL 2234 1T i ik A
JHEAH S I 5 B VB AR IR SR

JELJHE P 345 S A ZE I IncRN As 2235 H IR A 14
M. W E . SRR EIEREACER R R
WERE S A S U AR ) = AR 7 v R 2
i35 JIF IncRNA DLEU2-Sirtuin & 42 54 /11 J5 4 i AE ik
AU 0ol s REARRE B S B BE H IncRNA-Lockd
fkFeik, T mTOR [ W id 7215 S Tk g i fX
0 X R IR T IncRNAs 7EAC I 15
AL 38 R TR EAEH

FEARIT U, B AR B VIR AANE N AT R
SRS AR O A RO e, AT R
IncRNAs AR . FFAFE IncRNA Gm19619 7EZK &
VIR N A ) 3 B, e ELAh
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AR B UIBRA G W 2 R, PRl RS AR Fn AR A
B P 1) $ER 1% IncRNA 1 2 5 AR 5
Pk

2i b, JFHE IncRNAs i o ZFh 43 T8 1S 518
W . 2L IneRNAs AU R TR AR L, &
#£ NAFLD 45 I8 AH 5C I KRE 1 K A % e v R #E¢
HEEA . FREARE R, IFIE IncRNAs Z 51
W ) B Ctfad BE . H SRR Z TR
SBT3 S Ay LA S PP A S AR S5 905 114
S FHLRERAE TR, o FF &I T IncRNAs (1)
ARG 9595 12 W b 25 0 AN YR T S B T LS
FERl
2.3 {EIRFAIIncRNAs

TER RS IncRNAs [RUHAE M . 3. 1
IR AN IR AR Z R A R e S TR, 1
T A AT JiE KRR AR s T B2 Wi 5 1)
BN S . A UE R W, IERER ST E A
IncRNAs F ik kA B oty , HahZB AU
BRI CIPRAS, il iES S50 R R HIF RRE 9
FRA PR R

TENEREARAST o T AR 2L A Qs P 3tk
AR, 46 KR ZBUEH IncRNAs #F 5 P T ks, xt
JIE Rt 55 AR T e 9 2 AU PR 28 35 E A7 4 1 RNA
FEorHr, &IA 114 IncRNAs 22 7 %55, vE—8
i 3 FE R BEHL A AT 4R R AR MU T g S AR A
WA 2 . Sun A5 S e A8 I A AR R
A S 5E 40 914 MIEFR IncRNAs,  H: ¥ IncRNA-
p5549 . IncRNA-p21015 il IncRNA-p19461 i # T
V. [EAEEAE, 20t 2 ARAREKE T
J5, IncRNA-p19461 /K- 3 I 4232 8 s
bR B VIR R 85 Roux-en-Y 5 22 B AR 10 5 & h
P H U IS LT IncRNA-p5549 263k H B3 %E |, (H
IncRNA-p19461 AFfL AN i 3 Y, X — 22 R,
AN =X T EAE A AN [R] A 28 st 1 R B 2
MG IncRNAs FERA . AEAE AR I & RE I F
i, JE IncRNAs [FIFERELH 2B T, 5tk
i, IncRNA AP001429.1 78 A JBE-5 91 FL AR 8 22 & 1
I RERAE T, SR H AT R MO AR DG L B s (1)
WTETCAIFR G AR TR AL 1 B =% BT
o TH = R IUAE £ YRR AR T LINC317.5 7K i
FFRAR, %4> Tt 4% PPARo. SREBP-1¢ %5
PRI A S R M FF 2 B AR e AR, TE9i 12
W B A ) R S e v, IR AR R
ANPELEYIbRE DG T

AN B IncRN As 74 CHE 2 -t 3 1 i
FA{A. IncRNA-SHNGO 1E I i 41 i Y5 A s A
WEEZA S, MR ARG T N K Rk
RO %N RV T IR ¥ IR0 e 3 I 7751 K 7
A W ] 1 1 4 45 IncRNA-SHNGO 5 25 4 iz 18 g
TR, HAE/ N bR b ik ek ge A R g
B, s AR IR B, NMTHRHT IR &1 T
JHE L X 2 R O BER S AR B IR R I
1ML 2% A A H ) IncRNA MALAT1 . NEAT1 Al Xist
MR IE 5 G IR B IR Ay U AR DG, Horh
InNcRNAMALAT1 7E U 5 HAR S 25 5 1 D 1 2 B
PERBRAE

e L ARSI, £ T0 IncRNAs EL g & 8150
JHEAR AR I SR OIAR G, IR . DhRENLH M
K& X% 1553 7R . IncRNA-SNHG12 M FF /D 4F
MARFEA 7 B AR5, AR AR 0 58 (IR
THEFEXT IR 7 DIRESCRIESE, B Al A
HDACO/Nrf2 {55551, $fi B i 20 2 5 5 R 1 25
HEHT, $ 7 LA AT P B T TR A s o T
IncRNA MEG3 7E AEJE L A1 ] 1 507~ 42 41 i Hp 52
PRSI MR 98, AT BB 1T 8 7 ATF4. FTO,
SREBP1, FASN fil ACACA %5 LN & 50
FEFE R ' AHHEZ R, IncRNA SNHG16 AEfE )L #
Mg 2 B, JUHAES IF 2 R ERERAE Y 2L
AT R, HOKSES BMIER A, Hi2WiE
JE L 2 M B 5 R 5 PR 0k 81.18% 5
76.47%, AIERVELERTCRNZWHEAR 1 BREIA
AN, IncRNAs A9 358 1% A8 S 5 18 e XU AH G
B4, Inc Ob rs10487505 (A5 PE2 MG A8 &
K, NS E AT, I ICHE LE G DA
SEOME DR HIT DI %) RSS2

Zr L, PEREE A 2= 5SS R B AR &
J&, JEIF IncRNAs FEME A ZURE M . AE Mg Ash
WHERT R R E N, TR A2 EIEE iR
B AR IR e UK R AR 2R
AL, I SNERERREE | RS AT SR T ISR
PIAHOG, B RUINIE 5yr a0 mim R 7. i
U, IncRNA-p19461. SNHGI12 HIMALATI %43+
ELIEZIRFSE TP g 5 A0 P S AR & 0 5
KB, B RIFAIZWaE. BEAh, IncRNAsTE
AP A T ) A M i T LA R 4 S UOR R AR
PR, PRI SR TR . Aok, Bl
HH AN S5IEIREIEAIREA , IncRNAs A HEG
BRI Z AL I WAL, B I B KR SeAR
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T RO 5 AL T T
24 HfttZHZA 1 AJIncRNAs

bR THENG . HREFIIEA RS #Y IncRNAs & 4=
AL, NEEIA 2338 o A A 2L ) IncRNAs 37 7
RN A LA AR D A %, SEIRZ A ZURE . Y
KW, mExkEif eI KL HMD
IncRNALINK-A ik P, i S5AFRE G R
K HF A K F (heparin-binding epidermal
growth factor-like growth factor, HB-EGF) P/p[r]fa
EAKE S T T la (hypoxia-inducible factor la,
HIFla), K3 FiEAE K T3R5, &38R RAE
R EE, IR 40 M R RERR AT, fE T
oY FENE TR T4, IncRNA ADINR 7
N WA B o, Gl A 5 MLL3/4 B AR =
C/EBPoJii 8T IX, HhIH3K4me3 &4, %8s
C/EBPa, MM iE [ JAFE B AR A o BRI
11155 IncRNA H19 B3, THLIGF2 5555, it
M- FBUERNLADIRE R B 240 - il i
AL I SRR AE IncRNAs 63k, SEMTH2 I 1 UiEg 5
FRIHAHOCEE N, 2 5 ERERAIE AL >, fiziE
EAERERE I /N L K 4 A H Y IncRNA Snhg9 11
Feik, AU ST PPARy B TS P, 5% M R B AR i

i,
3 EFIncRNAsHIBEBETE T SR B&

31 EERESRNAFEEIEA

Fifi 2 I 22 T BETE Y IncRNAs #IE 32 IR S
SRERER R A A, )i S SCHE o A I R
W | R ARG 0l SRS/ N2 R
HR 25 AT, %F%F IncRNAs A7 s B R T4 IR
AR, BIERSHIREHRAKERIIRE, T
TUHE S
3.1.1  FEmEUEMEIncRNAs

X TAERE b S e Rk TR HE IR D AR . R
i B 5 AU IncRNAs, - FRAR 26 108l SH KT H:
e T 2R

& 5 #% 1 2 (antisense oligonucleotides,
ASOs) JEZ LA B S IRIT Y, Reil
Bl B RS BC X R S MR 45 A I B A% L IncRNASs,
IncRNA LINK-A JZixX — 5B () JL AR 5, BF 5T 3
B, 7EREE AR, LINK-A B3R5 5 RAER
(2238 R IEAA G, il LINK-A/HB-EGF/HIF 1o
(G5 B A BRI S, IIRE =44, AT
PRFENEE Y, HE SR, M AR ASO 24

Yy sh AR B R LINK-A S, i 1
JE /N B AR S L AR S i, X R AT
ASO ML RIS N 25 Py P2 it 1 A7 ) A e
ERER SR, B R 55
AR 35 A0 5 2 21 v 1 IncRNAObr 36 35 & AE ot 7%,
ASO /A9 IncRNAObr 1438 i Creb #1l1fil PPARy
C/EBPB I C/EBPo 35 SRR L R 23k, ik
DR, wWiEE T AR A DG T AR T R
FHOCHY IncRNAs I PR ) 1) —1~ 58 H 1] fidT
IncRNA WISPER J8 /> U IE£F Ak, 3 )& — i
PR RS eSO A E 2, HHT, 25 ASO
25 AR TR M & R GUp As L, I
ARSI T R R AL T BORIIE 7

CRISPR/Cas £ 4t H1 T~ H: i B2 19 R 5 P A &%
PR, VE NSRS B 2AE DNA I T B, 7ERERER
Jrh g T Z 0248, AR 2 RN RS
J& CRISPR/Cas9, HARAIAEFAZ A W h gk 2 IAE
FEXT ARG RIRBH AL . fEZ RS, Cas9
H1 crRNA 4351 78 24 RNA 5| S 1R N VI i f1 5| S
RNA, #T4E%, IncRNAs ) CRISPR-Cas9 Zi%H £ 4
HUAS T I R BT L 2l . CRISPR/Cas % [H 4 i R 4%
(JtHJE CRISPRi4% AR ) AESZHXS IncRNAs 7% 51 )i
Bl F X IR R s AL DT ER 7 A TR R i &
o BRI F RNA, BTG Cas9 £
F 0 1) SO P IncRNAs AYIE R 0, 7T BHE R 5
MASTAS DNA JF51, b R R 0K 300 B4t 1 o
kg T.H . Zhao % "' {#i i CRISPR/Cas9 r= 4=
IncRNA Blnc 1 # FF IR B /N, HXF & iR
REFEFIIEHEAIGUERN . i 1] CRISPR/Cas9
DK 2 22 45 4 Y IncRNA Nron k= /N BRI DA
PN Z N S LR RE B AS 1 10, 1
4k, CRISPR/Cas9 % 4t 41 3 14 /Iy BUIE W7 4% 5= 1k
LINC 00278 i A3 25008 05 4l ff 3 R . AR S 34
TR BB E 43 L T e R0 A A 2 1, SR B )
LINC 00278 7] R 2 &5 H I 14 A JPE FAH S AR 1 2556
TS FEIRYT SR MG

I A R N e AT R I RS A 1Y
FEPRAR, AR ARE T ARNE GBI 1 —1
W EL TS 1 7 1]
3.1.2 AMFEBEHA fiIncRNAs

XFFAEARREA R Sk T . B Rk =k
R T B 2R UM A DR P MR T Y IncRN A, PRI B
W LY ) — R

IncRNA mimics f& k2% A bl A9 4 5 RNA 71,
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S TERLL N U5 A 25 IncRNAs B D RE S5 44 5, 1)
n, FREARNTAHZUT R RIA R IncRNA BATEL #£1iF
A BE IE ] 8 45 7= P R R e o 3l o 6 A U
IncRNA BATE1 mimics, AJRE “HR0W~ 40, 0%
FEA T FEV Nz s s A r= G i, BN RE T
FE. MmiXFHUALRE 2. #F IncRNA H19 19 28 45 {&
(Rgof) SHMMEEMRRERN (agrin) HE
(FXH AGR-H19-Rgof), EHFRI/NRIAP, F£IH
X e IR s = 3 S R AR B AP 0

X FE5 8 s ol T B A K P A A e A I RER)
IncRNAs, 1 LA 195 B 20 AR (an Bt #H ¢ 9 7
AAV) B H RS H DNA 7516 2 HARgH2l (n
NEMTAEL . AR ALA D), SEEUHAR . R 3k
ik, TangZ§ ™ H#E4Y Bine 1 1RRIGTE L SIS A
NP SR TR, 1 RSB 1 s e S 3R
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Obesity represents a critical global health challenge characterized by a complex pathogenesis

Abstract
involving dysregulated adipogenesis and lipid metabolism. In recent years, long non-coding RNAs (IncRNAs)
have been established as crucial regulators in the initiation and progression of obesity. These RNA molecules,
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typically exceeding 200 nucleotides in length, have emerged as key modulators of various biological processes
through multiple molecular mechanisms. This review innovatively defines IncRNAs as “molecular switches” in
energy metabolism—they regulate adipogenesis and lipid metabolism through key signaling pathways, and exert
bidirectional control over obesity via ceRNA mechanisms or recruitment of chromatin-modifying complexes in
tissues such as adipose and liver. Additionally, circulating IncRNAs, owing to their tissue specificity and stability,
hold promise as non-invasive liquid biopsy biomarkers for obesity and related metabolic disorders. Furthermore,
we systematically summarize IncRNA-based intervention strategies, including targeting pathogenic IncRNAs
using antisense oligonucleotides (ASOs) or CRISPR/Cas gene editing systems, utilizing viral vectors (such as
adeno-associated virus, AAV) to deliver or mimic beneficial IncRNAs in target tissues, and employing exercise as
a non-pharmacological intervention that ameliorates obesity and its related complications at multiple levels,
offering novel insights for personalized therapeutic approaches. We also critically assess the current challenges in
clinical translation, particularly addressing issues related to delivery efficiency, target specificity, and long-term
safety concerns. Future research should focus on the following directions: integrating multi-omics with functional
screening to elucidate the regulatory networks of IncRNAs in obesity and its complications; leveraging artificial
intelligence to construct predictive models of IncRNA-target gene interactions; developing efficient and safe
in vivo delivery systems, and optimizing drug design to enhance specificity and safety; establishing highly
sensitive detection methods and stable circulating IncRNA biomarkers to enable precise patient stratification and
real-time monitoring of therapeutic responses; investigating the synergistic effects of IncRNAs with existing
treatments (e.g., GLP-1 receptor agonists, lifestyle interventions) to develop combination therapies and establish a
multidimensional, personalized precision medicine framework for obesity. This review aims to provide novel
perspectives for understanding the molecular mechanisms underlying obesity and to establish a solid theoretical
foundation for developing IncRNA-targeted precision medicine strategies against obesity and its associated

metabolic complications.
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