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The Role of m°A Modification in Adipogenesis

WANG Xiaorong, LIANG Weiqi, YUN Zhaohui, XU Jin*
(Department of Preventive Medicine, Ningbo University School of Medicine, Ningbo 315211, China)

Abstract Obesity is a kind of metabolic disorder caused by excessive fat accumulation, and the preva-
lence of obesity has been increasing globally. Obesity is strongly associated with metabolic diseases and cancer.
Therefore, it’s important to understand the processes and molecular mechanisms of adipogenesis. m°A modifica-
tion is the most prevalent and abundant internal modification in eukaryotes, which can regulate multiple aspects
of RNA metabolism, such as mRNA stability, transcription, processing, splicing, transport and degradation. As a
dynamic and reversible post-transcriptional modification, m°A modification participates in various biological pro-
cesses, including embryonic development, spermatogenesis, DNA damage, tissue homeostasis, and adipogenesis.
This review summarizes recent studies about the effect of m°A modification on adipogenesis, which may help the
researcher better understand the mechanisms of adipogenesis at post-transcriptional level, and provide possible
ways for future studies.
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B DR F B A 22 D e 1) T BAE WL, R 4EDNATE
i 4 BB ARNAN S BB . B AEWIE
{RNA(messenger RNA, mRNA){71E 2 F{L 22 A&,
£ FEN6-H & I £F (N6-methyladenosine, m®A). N5-
FH 2 ffg 7 (N5-methylcytosine, m°C) Fl1 N1 - FH 38 IR
(N1-methyladenosine, m'A)% . m°A R & 1k & ifi 2
ORI mRNA W HE 1 77 X, fEEmRNA
K B JE g i RN A (long non-coding RNA, IncRNA)%
RNAFIIRIE AT BRI K A4, FHiEd 2

SmRNAMIFE . BT, PR AT R AR S AU Rk
SR B A 22 Ty el ZIKIBEEE)EmGAEﬁ%%

L BB 7 A b R R 4 A AR — 2Rk

1 mAfZIHELA

mCAE M 2 H8 7E I IR 28 /N I NJE - B
AR R ], 2 — MPAE R € I mRNA 5 4R 1) 1% 4%
PEAZ M 7 e mRNA F0.1%~0.4% 1] i 1 12 32 21
meARET, 1B 3 B K AE fERRACHSF #1)(3L H1R=A
G, H=A. CEU) I, KRZHmRNA X511 m A%
MRA R, (H A E6mRNAHL 520/ H 22 5 Zmo AR A7
R mCAB AT T 32 B B A A 2 R B R - A3
PE[X (3" ultranslated region, 3'UTR), 1 TimRNAAX i .
mCAE i FH A B L AL B —— W R R
(“Y 19 Zewriter”)Fl1 25 B L % 52 B (U 15 #%eraser”)

RNA
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HATHA. PRI R, Hm°AZS & & E g A
reader”) iRl Itk € HEmRNA K #rizs (K1), mRNAF
meA B B — A 2 E W IR I S A AL,
1252 A R R B RS I8 A £ 1 3(methyltransferase-
like protein 3, METTL3). METTL 141 3L {ih 4 B
TULRL, BN T ELAE B REAN MR 1AH 5% R EH (Wilms
tumour 1-associating protein, WTAP). J# EEFF m°A
FH L 5 % I8 AH OC 28 [ (vir like m®A methyltransferase
associated protein, VIRMA). & ¢ $§CCCHZ & H
13(zinc finger CCCH-type containing 13, ZC3H13)fl
RNA%E 4278 1 15b(RNA binding motif protein
15b, RBM15B) %5, Hirf, METTL3 /& {21k m° A2
T& IR 46 0, METTL14 67 57 4% 2 & %) 5RNA
SateE BN E GRS, BT WTAPRE %
¥ 5 4 [ 2 TmRNA, VIRMAT] ¥ m°A53'UTR
4i 4y, ZC3H13i%E @ K W% N 12, RBMI15BIU
A5 PR WE W S XA A, e LERNA T 4L .
METTL3-METTL145% — B4R & 547 LL 5mRNA
Hh 4K 2 BUKImCARE 1S5 &, /N B TP METTLS3
PRk 2% BRMETTL 144535 23 5 Bpoly(A)RNAH &
m A I 99% .

mRNA 1) 2 B3 Ak 1 72 0] e 25 F 2 4 7 1 A
T, BEWEER AR, SRR m AR K
Thide FHIAATR 25 AL RS B Y 1 MR AR D, T
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Fig.1 The machinery and biological functions of m°A methylation
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RES 7P RNAN R A, ARAC — BN TRl m A& i 4
IWHRAATIE R 201 HEIAZEDR I — A%
BB 7% g — JIE P AH O 2R 1 (fat mass and obesity-
associated protein, FTO), AATIA iR Zlm°AZ i & —
MENFERKEW B ARH R 2 E AL
HII 2, FTOW) MR 8K IE 25 3 BV A I mPAZK
BEINZ120%. 20134EZHENGZ R I, 5 A H
FL R I ALK B[R] Y5 2% 1 5(0-ketoglutarate-dependent
dioxygenase alkB homolog 5, ALKBHS), ALKBHS
JEFTOM [Fl 24, & J& T Fe(1D) o 13— 2 A 4t 14
ALKBINEABEZ I, € KRR o U A HmeA
AN

i 10 A% N R A2 B 3 28 T 38 B B4R
2 EAL R, moARE I I R I 75— SR R 8 A
R A AR B R ) RS AR 1, SR IBUE TR
W E B I PAT AR ED 2 DI RE. HEmALE &
HAWFEYTH(YTS21-BIAE YR ) SE M K . 7
4 K% 4% # 4% 55 [ (heterogeneous ribonucleoproteins,
HnRNPs) % & RAE A K F T 2-mRNAL & 8 A
(insulin like growth factor 2 mRNA-binding protein 2,
IGF2BP)5. YTHHSS #4358 8 ot A& f 54 & I 1)
mCAZE A H A, LB A AT SRS Y THES 14
B0 E, 4 % NYTHDCL. YTHDC2H!YTHDF1,
YTHDF2. YTHDF3. YTHDCI = Z {E F 7 41 fitd #%
W, AT DLFE SR e BT A 7, DL mRNAR) BT 2.
YTHDC2E 48 i A% A1 240 1 J53 v B3] 4% A Y, Al e
BEMRNAR £ E &M 1% 8 ¥ 14 f2. YTHDFZ K i
10 3 5 A 42 i 5T o, A Y THDF2 R] R 31 fifd )i
FH R A mO AT PR DA 175 5 B I SR AR TR 20 B i,
YTHDF LAY THDF3 MU 5 {12 32 £ Jf0 v 4 e s A% 1) i
B, IGF2BPHE A 5 YTHDF24H Jz, ‘& fig il it iR
Bme AP IS (2 SEmRNA I F e . HnRNPsHU|
AJ 3% P L 45 A mRNA E Im°AS7 5152 M mRNAP)
SEN BT RES FE . AMEA RS & i EH —— ik
X )1 F & H(fragile X mental retardation protein,
FMRP), & 7] 5 5 A 55 45 & 25 M) B 4 5 e 51 v
(frm°A, th 1] B 45 &Y THDF2 M1 (8] B2 5 mRNA
(AR TP,

2 BERRFEC R EE
RecH7 AL SR ARG FLE 00 3 SR R 2, i
B 6L 25 4 8645 S 40 2 A G 40 M,

o i s 4 e A B R AR AN B B B — B
Bt & I BB T 41 B (embryonic stem cells, ESCs)[A] [A]
76 J5i 141 il (mesenchymal stem cells, MSCs) ) #4745,
MSCs & 87 N aT G T 48 . 38 = [ B2 i
JIE W7 4 i 22 170 e A 22 53 24 v BT 3 (miitotic clonal
expansion, MCE) &% £¢ 7344 i 24 1 A 1D A . 5%
M2 7RI BSOS 2 4%, Hhm®A
AR A 1 mT DL 45 A8 10 48 20 A0 A T s 40 2R
iko /N AR R IR, FTO 3RIA 238 i/ i
RS Y/E NG i oyl S - TS R A S
2= UG W A R D AR SRR, A meAE
T AE O B 1 AT R I T 4 B 1 43 Ak B2, inFTO R
FEFEMSCs 73 A0 A HT a0 A0, 388 e HE 20 40 ] 34
HEFE KA kB 7 P B, METTL3 N 5 L I fEAH &, 1X
o2t WAE R, m AR S5 1 g7 T% s ad 72 v i
7 (E2),

JIE 197 48 10 3 A o — A B o0 A S DR 1 T 95 1
52 B2, LONGOFEM R 307 g 7 A= 1 1) 28 — B
B, 54 BOIENTH-3T3 40 ffd 41 Eb, B¢ $5 2] 1423 (zine
finger protein 423, ZFP423){E3T3-L141 fifd # [ K 15
40, 3T3-L140 M 73 46y 1k 24 A5 7 248 J 1) 6E 77
W58, R W ZFP423 2 MSCs & 5443 14 2y i A iy
S L R R ) — A R R S R . kA, HUSED)
(R8I 78 2 W B2 it 94k £ 9 8] 7-6(B cell lymphoma 6,
BCL6)/&ZFP423 1) i K 1, mibkBCL62: 3L
ZFP423KIE N . Bk 7 ZFP423, L [F] R¥ZFP521
AT FEMSCs i« 5E 77 4k, ZFP52138 1T 55 3
B4 il [l T~ 1(early B cell factor 1, Ebf1)4% & 3k 411 i
ZFP4233%k, Al Ag 07 A2 e i S Ak P g A
14 5 W 0% 52 /R y(peroxisome proliferators-activated
receptors v, PPARy). C/EBPP. C/EBP3 } C/EBPo#
INAFEMCER Y B R e S R 1 A8 ek 75 10 7 1
KB, C/EBPPB S C/EBPSYE A g i 24t M 74 1) - 17
BOE R, RIEKEE T, LA FPPARY & Rl
34N A7 C/EBPaff %1%, PPARY5 C/EBPat A1
OIS I 10 24 AR S e 2 DR T I PR 45 - R 1 4(fatty
acid binding protein 4, FABP4). ¥ & MR R 1
JA BN, A T 1 2 e e AT

3 BRI BImCAIE E
3.1 mCA“TEREER R RE AR & AR
FTOAE 8 — AN 1 ok B (I mSA 25 /35 % 4 ilg
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Fig.2 The regulation of gene expression by m°A modification in adipogenesis (modified from reference [12])

(YA, J& T ALKBAL A 505 H 1 — S5 HE A
Ko MUFRFTORE 2k 434 9 g 197 40 M ()3 T3-L1 40 i
IR, 2D e D 4i i ) iR A Y, 3))
VS8 3R BH, FTOXS I 197 % R A 47 25 386 g 1 1)
YR, FTOIE K& /N BRI H i = ER AR R EL Y A4
/N %, FABP4. PPARYHIER L EHE5H &
B AMRAT I 220 72 8o, FTOS HE AT (3 % . AR
o R 400 R S A A XU PR 386 I 25 D) AH 5C, FTO i
B R mRNA [{mCA ! J A 7K F 1 15 SEmRNA [ B g
FBYHE, (233 g 7 2B RORN R A
3.1.1 mPA“H AR AEMSCsti 5 MSCsiz—
FhZ ReT4u, H& B REFHMZ 100 1LI0RE ), fe
BEAEREE 5 5 26 N - R T 1 LA R
JE O NS A SN . 7R AR R AR RO AR
— M B¢, FTOM i 18 #me A& Ui ik F2 {i¢ )EMSCs v 5
e Wi gm L 4k A4 3 AR R F- 11 (growth differentia-
tion factor 11, GDF11) & i & 5 i A AE & e 11—
K25, 168 g b 53 P GDF 1K T+, GDF117]
DA77 5 A0 48 14 s 38 7 i 7] 78 /53 40 i (bone mes-
enchymal stem cell, BMSC)HFTOM) KL K-, FE
PPARy mRNAImCA/KF T [, 358 PPARy mRNA]
FasE P, M4 s BMSCHPPARY M & /K -F, {2t
BMSC ¥ 2l ] Jig 15 40 ff i AL 21
¥k TFTO, A W 50 ¥ i, ALKBHS . 7] 75 fig i

T R R R A AR, s R BE R 5 B A 32 A
4(TNF receptor-associated factor 4, TRAF4)n] {1
MSCs%r A A i 197 48 B, g 107 7% i id 75 H TRAF41
A ALKBHS % . B 58 % B, ALKBHS5 % [X il
4 2 5 3 TRAF4 mRNA m°A W 3E 4k /K F T &, &
FI R IE 7K AR, (2 3E AR 7 40 2F 5™ T Bk 52 K
I, w5 bR ALKBHS 6 g 107 A2 B BA 2 52, 7] B
s& T ALKBHS XY g 7 % B i 7% v sl Ag 3 5 B 1
Runx 1t1 5 #4444 ) & 18 6 # i), H #f ALKBHS X}
JIg 7 A s e BRI T A /b, BARHIL AT 5 gk — 28
I B o

3.12 mPA“IH AL 3 7A4EMCER 42 MCEZRTfiE
175 240 1 2 A S R T 4 e ) B S O R, AR R D
AN TR B AT 25 o IR 5 B MR 7 40 P 53 Ak 75
BAIA R EIEE0~2K) FEEE2~4K)
FRHIEEAR ZJE) =AW B, AT — B B 4 ) #5045
S8R A B 43 A B2 BHPY . WUZERITE j i 55 S 11
3T3-L 1A AR 7 48 i b & 3R, @ BRFTOR) 248 il HHm°A
R A K1 2 B, 9 H R 07 40 i 4 Ak e 0 1
TR A, 28K 2 B MLPES/GL A K AR BRI, $ER
FTOW] RefE A 2257 2L F i i 0 meA B 1S 1
A 1 SR, AT AR E TR A TR M 4 PR ) AR R
41 5 1 28 - A2(cyclin A2, CCNA2) A4 i J& 1] &
4% i 4 34 B2 (cyclin-dependent kinase 2, CDK2) &
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I 540 M Bl SHAHE NGB 1) B BRI, AR
FSCHR) A2 6 ) A 200 ) A 3 R ) T R FR R
7 RBERS, AR, AFRFTOfE3T3-L14
Jitl H CCNA2FI CDK2 mRNAFImCAZK ~F- & 35 38 n, —
H R AR IEKE N B R R, R AFTOMmeA 2 H
FEAGIE M VRYE 1 807 % B A Hh 00 20 e R SRR
W 7% 45 R BoR, M FRFTOZ: I i Janusi¥ B¥2(Janus
kinase 2, JAK2) mRNA [Fm°A 7K ¥ F- 1 IR 1% B 1 F2
JE T, HIAK2M & HKF T R, 461 S8 R IFES
e G RV SR 0GR 13 (signal transducer and activator
of transcription 3, STAT3)IREER L /K- R &, 41| C/
EBPI # 53 33 11 #0 - F7 BA R R Ik e 2 SRR,
FTO"R] fig il il JAK2-STAT3-C/EBPRIE 5B 4% & S5 fiF
i T B R 2 . IR Ak, FESTFTO L iF ML a0,
W50 R B, ZFP217 2 FTO/ i 3¢ 35 N 7, ZFP217
T L IS FTO) %% 5% K B IRmRNA U m° A H 246 7K
S, AR HEG AR 2D . ZFP21 734 W] e i 4
SRR AR S e G 107 A R, R BRZFP2173E 8 I, G4
OECIE I, SHHAIG/ M ZH i /b, 48 it Jo] 393
SEK, B A A e i 27

3.1.3 mA“H AR g KRS MR T b A
& JINZEROVR BLULKI mRNATE3'UTRA 4Am°A
B, $AEMi i ULKI mRNAT] #% Y THDFE2 B4 i ,
MFTOA] [% ik ULKI mRNA f{im°Af& 1ffi 7K °F, ¥k /b
YTHDF2%} ULKT mRNA ) [ fig /5 F, 4% 5 v b &
PWULK1H K, R B A 2. T me AR
T W AE i 107 A R A T R o O B I T 45 4
WANGEEZHED, me A& v Re 38 1 3 W R 3% 15 5
A, WA AT B0 AIE R I AR 3 T3-L 1 i g 1 2
i fFTO3E Pl 5, ATGSF1ATG7 mRNA fJm°A F JE
kP53 B, 3 B B RIEKF N, B
Wik A< T B sk /b, Mg 197 48 B b 5 PPARY. C/EBPBA
FABP4[1) & R IE K T B, 405 5 W FlRE i 2
FRCAE 3 A L AMULAT TR FE T XS BRZLF T O/
b5 G 7 ke #R 1 FTOBE DR B /)N B (adipose-selective
FTO knockout mouse, FTO-AKO)f# | 2k L3RI 5
X R AL/ LA EE, FTO-AK O/ S i B (R 15 1
TNARE R IG N, FIE VA A A 7 0 o = KT
X HEZH, 17 H I = BRIk P B K T A I X
FTO-AKO/) & (At 5 7 A 4R LC3-LIRE 4T 1
Mg, RIFTOHR Z ALC3-ILIE & 2 (%MK, ATGS
FIATGT7H) 8 A FRIE AR, R0 A g2

W E R 2R ERTIR, X Egh BR B, FTOME
Tt B[R] ATGSFIATG 7 2 Jig iy 48 B 151 W AR T s A= e
R,
3.2 mlA“YRIE RS HIH RS B & Ak
METTL3 2 £ 5 m A& 72 (1) — Fp 1 24k
BE(“gm B0 #57), BE 9% {2 FEmRNA FImeA F 3 16 T2 L,
15 g 05 72 B R B 1E ) S FTOAM o WUZERT R 3
7 6 107 % B 72 o FOIR 5% iR 3 2 (parathyroid hor-
mone, PTH) R & E/EH , PTHEAG (L35 1 Bl Al
0 451) Jigs 197 44 P 43 4 B4 VR, PTHY/FR AR 55 i i 2% 52
& -1(parathyroid hormone receptor-1, PTHIR){5 5
B R m AT FEMSCs 7 A 72 v 51 2 1) 1 JiEd 1, i
MMETTL3%: K J5 PTHIR mRNA %7341 22 58
PR3 1R T 22 BEARH 9 e ¥, ‘S EUPTHIR mRNAHH
BERCRBEAR, FHIPTHIS 5 [ BMSCHUH 71k, M
fEBMSCHUG 73 18 g3 . b ok, A 0t 72k R R
¥k METTL3 %1% JAK I (Janus kinasel, JAK1) mRNA
FImAZKE R [, JAKL R A Rk KT, (gt
STATS B RR AL, 48T 1 R iliF C/EBPBIN % 53¢, AT
i C/EBPRER AL 7K1~ T 15 LA A BMSCHI i 73 4.
W58, R EIMETTL3/r S (I mC A 1fiid i §2 A JAK 1/
STATS5/C/EBPBAE 5 it % 1 #5BMSCI#) & i 7 AL,
AR, 7ESPMETTL3. METTLI14FIWTAPZ X (1 5 &
P 58 A I, WTAPRMETTL3FIMETTL14%%
£ BIRNAH B i 7 20 Mo o3 40 1) e s 5 W% . 1
MCES &9, fils METTL3F METTL14 1§ CCNA2
mRNA [ m°A U EEAL KBRS, R A KT, 2
Tk 240 o JE) B 3R AR SR 5 T I T 4 B 4 Ak . METTL3AN
METTL 14X % PR #5568 i 107 48 1 73 A B FH I 2%
N, B BRMETTLI4AE I LB METTL3 W 5
B, 1H H BT MANE 2EMETTL14. METTL3AE Jig 5 4H
3 A R ) 32 AR, B Bl R SR METTL 35§
METTLI14%: 380 5 — Fh i EH 7K P FE AR, 1IIMETTL3
FAIMETTL14 (1) 3k [ i 21k S HBOX PR 8 E 7K P
B RIA KA B
3.3 mA“IEREEERIERE AT E R
3.3.1 YTHDF2f 4= ta e ) A% s MCEiZ A2 7E
mCAE I I A, R i R il R 2 TR O i A il X
mRNAF mCA F A0 B 1) 45 SR d 26 75 i il 52 4R
RESE (1300 287 8 1 AT U R SEBIPY . YTHDEF2
AB Y THEZE 6 3808 1 o S R 1 01, mI A 2 45 M ot
mRNAH ) m°A, #[7] P-/MA (processing bodies, P-



2106

bodies) i FEmCATE 1fi [ImRNA 1) % fift. WUk
B, YTHDF2 1] BLiR 5| CCNA2F1 CDK2 mRNA fAJm°A
FH B A A R A JHG AR, B 4 i ) 0 R ke 41
1] Fig i 7 B R BRFTOW] {83 T3-L14H g H CCNA2
M CDK2 mRNA ] m°AZK-F- AL G 0, AT FEAIS
CCNA2HMICDK2 mRNA %8 € Y, 2EK 4 Mo i 13k
&, 1M # B YTHDF2 0] DL 43 38 % FTO%: TR i B 16
B IRI3T3-L1HT i 17 240 B 7 Ak Be 0 (3 2%, JF e A
CCNA2RICDK2 mRNA [fIm°A F JE AL 7K BEA, 427
CCNA2HMICDK2 mRNA % € Y, HE 30 40 Mo ) B3k
FEIFGRHE AR T A . IX gt IR B, FTORY THDF2
I I me A H L AR B[R] 18 1T CCN A2 FICDK 2 3 38 K 1
25 ot e R BRI R AR DT % . RBEE T ILRRE
& T BRI (epigallocatechin gallate, EGCG) A& £¢ 7%
TEEFEERNILRR, EPEITAE R R s B
YER o 75 N6 105 41 i 24 1 S BRI B, EGCGad it FH.
WrMCEE F2 >k 47 1] fig 107 2E Fi, 3T3-L 141 A % &% T
EGCGH] i FTO/K F[&f%. YTHDF2/K VT, —#
[ I V8 Bl A CCNA2F1CDK2 mRNARImeAZKF T i,
YTHDF2iR Hllm°AfL 1 JF BE fEmRNA, 7 HCCNA2
FICDK2 1) £ [ 7K T B, 2E 4 20 f ) 10 3 A% 5 4%
PHIBIMCERL #2859, B T CCNA2FICDK2, B — 4~k
) 4 ) A 4 R —— 40 S 2R 9D 1 (eyclin
D1, CCNDV)EZ 5 T fig i 41 i 73 4, LIUSEEITE B
JT4EFR H H1217(zince finger protein 217, ZFP217)%} i
195 A5 BRI S I % IR ZF P21 75k e 4 METTL3 )
ik, M EIHCCNDI mRNAFImCA7K -, YTHDF2
PR B AR AL CCNDI mRNA, §#CCND1#%
KN, 20 MR A SRR 2 BH, H0HIMCE I 2 1 T 4
iilliEf e

3.3.2 YTHDF2if 42 JAK/STATAZ 5 i 3 % »%) I I
A% JAK/STATIE SHEERER G &I JREA
JI oA Y 4 A 3 g R R AR Y, LE VR T 4 i iz o
JHT oA RN B b B R 3 A B, 78 AR 7R
STATV %&b L A5 STAT3FISTATS 2 5 1 I Wi 4w 7y
Pt AR 3R, YAOZEPSTE B SUMETTL3 (1) #
X HEBMSCHUIE 7 HfE 7 (1) s it & B, Y THDF2id
FIE AT METTL 3 b 40 i b+ s T AK 1 AR F 7K
-, & W] YTHDF27] 1 5l JAK] mRNAHImSAf: &
15 % fige, AW STATS 5 R A4 I BH T JAK 1/STAT5/C/
EBPB{5 i@ ¥, fMHIBMSCla A5 g 1. tEAh,
WU SRR RIF FLF TOR 53 X A8 1 i 197 240 P 1 5 1l B

RIL, YTHDF2id ik i 2 FRAIK 7 JTAK2 1) 2 H K,
1Y THDF it 2 ik % TAK 2 ) 25 (5 7K -6 BH S 5,
FHJAK27& YTHDF2{E J# 1 g 197 40 f H 0 #1825 A,
A] @ 1T JAK2-STAT3-C/EBPRAE 5 i i 52 i fig i 2E
B, YTHDF2 B £ # [l m° A& 11 [11JAK2 mRNA &
HIFME, FHIAK2E H KT K. JAK2-STAT3-C/
EBPBAE 518 % 2R3, S &AM G 7 T B

3.3.3 YTHDF2A4= 8 i ii#  PPARa. PPARy.
C/EBPa. C/EBPB<5 R AH OG5k BRI A i 19 A= it 2
% ¥% B A ], YTHDE2 /] 3@ i me A i it 7 5
51X S R 3 5% 5 4% . ZHONGZEBUR B, FFIE
Bmal 15 R o] 8 42 0 FL3h 20 8 R AC S, Bmall k282>
S #PPARo. mRNA \Im°A/K “F Ft 7, YTHDF2 I ]
It FPPARa mRNAF R, A H A€ M B, N5 AR
Mo CATEEPUR I H1AHALL 5K 15 134 1 53 B(family
with sequence similarity 134, member B, FAM134B)
2 0 10 248 T o AR ) R TR 4 B 1, Lo SRk 2
U AIE 4 T PPARY. C/EBPaff) ik K, it
HE G YT AR . T YTHDF2 W] 18 51 3F 4% & FAM134B
mRNA ImC AN f JF A8 L B, PRARH S B 2, gk
1M A PPARy. C/EBPaff] 3 1A /KK B, Jig it Ji A
Wb o WLANEH B TR B, FTOM #E F BG 7 —
ZFEP2171 7] IF i M #5 PPARy. JI5 B¢ 2 (adiponectin,
ADPN)% (A< 3E K, ZFP2177] 5 YTHDF2H] HAE
H, FHWrYTHDF2XFTOR)4MHIAE H, 21 f# YTHDF2
S5 9 R AH O 25 D] e A o 2>, A2 32 I o T AR
YTHDF2id 385 [ 0 18 755 i 17 A8 1, 76 g 7 A it
& HYTHDF24E [MIm A2 i FATGSF1ATG7 mRNA,
SR HmRNARE A B ERIE R, D 5 0
TR K H I = ER AR 82,

334 AT 6 H i AL 3" [ T YTHDEF2,
YTHZF R A YTHDFL . YTHDC1 A £ 7] 3 idmtA
AR NG 7 T i #E R HEAEH . YTHDF U SE 45

1%, JIANGHECVE &0 5 ERIL T — MRy
() A i [R] —— 4 R A4 244 2(chondrrial carrier 2,
MTCH?2), MTCH2 ] 85 [ 1A 7K 5 H mRNA I m°A
KPR IEAZE, YTHDF1#E [0 MTCH2 mRNAF{ImCA
A, P R R i — PR IR T T B . YTHDC
J&— R AT 45 A 41 mRNA meA LT 5 i B 3 2 A,
A4k o 25 & 4F 4% TS RNA (non-coding RNA, ncRNA)
HImOANT £, AT 45 A mRNAFE 20 H BT et 72 .
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YTHDC1/2mRNABY 4% K 7 1 1 2 K 1, n 45 &
mCARL S IF I I 25 A 5 I mRNABY 452 5 133 N HE
mRNAZE & [X i ##mRNABY %, YTHDC 155 BY % [A]
T LA Wl R 30 105 A2 B BR T YTHR I,
HABRNALE &8 A A meAB IS ig 28 B A,
FENG D7 % O R vt R 35 AE T . IGF2BPs & — Fh it
FEImOA“TE S 2578 ), AR #EmRNAR) £ € 14,
IGF2BP 13d i 1755 41 . o) A 0% 22k [R] 11 3R {1 3 3
JE 107 A M 3G 5, 5 B 5 % B ZHAH H i R IKIGF2BP1
203G i Wi 40 P 5y Ak bR 7 3E [RIPPARa. PPARy. C/
EBPaZIESETN, REHAR 38 ™, iy tbmr I, meA
AE i VA 28 1 I A B TR ) RS T mC AT A 28]
SEA R E mO AL BB, 50 FERNAAR M 3k 11
YT HE T AR R

4 RE

184 N1k, £ Rm AMBITE B T o 28
(R 5T U BRI e, FemO AR i AE O B 0T i
5 72 B A A B s I (ORI 7 K T, (BT 1
% n) R AR B, R KA LR — B A
NAEANTT IS (R, (B BRI, R R s 41
AT DAZE [T 25 40 AHTB] 52 1) R 21 24 240 A 1 i S s 4
JEL, mC A7 R Y I P 4 v 8 e R s 4 i 4
AR R SRR A R SR PR R
R, VE RN A RIS ALAS, meA R UHE I B 3E
NEIRIEARAE, SR B R R IA RN A B AR, IR RIS 3R
(AR A 0 mC AP A LA 3T R AR A — s s, (H
HIBEENRDAE R . B AT O T AR AR
HELIZGY, Gn2s g ) A IR AR, T
AR 1 77 X AR AR D 40 e U mRNA m°A
KP4 0 4m e 8 H i = R R A B EY. EGCG&BE
IKFTOMI 3%, SHmMRNA m°A HHEAL K 1) s fAk 184
T, 383 AE 53T BH I MCE i R £ 2% 411 i 0 P2 ), A
M B8 25Ty A PR FI2 2L 0 R 998 BRI AT . ER R AR
KB SEUIE B 6 ) i Gl I mRNA meA H Ak 5
M) i 5 2 i, 5L IS B E N AR T 2805 19 R U R
UOUE. tbAh, HATE IS BEMETTLIFI 25 H
AL BEALKBHS R 2 A 7 A s A6 0 A0 ik 1 49T 783
oAb o 3K P 508 g 15 AR Fcse e AR F AL AT
Tt BT, IMEBRATAT LA A T ffmeAfE
TR i 07 TR 1R IR TR A% VR L, R R 4 1R 9T AR
JRE i R A A T 0 T 7
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