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Abstract: Peroxisome proliferator-activated receptor gamma (PPARY) is the master regulator of adipogenesis and

adipose tissue development. It also plays crucial roles in many other biological processes, including lipid and
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glucose metabolism and energy homeostasis. Recently, evidence has been accumulating that the PPARy gene is not
only genetically regulated, but also epigenetically regulated by DNA methylation, histone modification,
non-coding RNA and chromosome remodeling. In this review, we summarize the advances in the genetic and
epigenetic regulation of the PPARy gene during adipogenesis, and discuss future research directions and trends for
the study of its regulation.
Keywords: PPARy: adipogenesis; genetic regulation; epigenetic regulation; gene expression

i E AL VB A B TE DS %2 4K v (peroxisome proliferator-activated receptor gamma,
PPARY) J& T NI E IR K% . PPARy {ENRITAIM . ME-FiEU4nf . EREgfa. oML
2 R R 4 R R k0. PPARY ARG (A 1O ST, PPARY SICIALE & JE bk
BOE, WOMUE ) PPARY SR EERE X 324K o (retinoid X receptor alpha, RXRa) 45 &R —
Rk, #tmghia TR RHEEX, WEERRRERE. HET, S PPARy £ /I8 40 4
B BERRACHT LA K SORESE 2 R A 22 R R #E 5C B ] . PPARy HUA CHR G
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B EREAE B HAR B I B AR, PPARy K — B2 AR 5 A2 A0 2 24 7 (R R
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U A B S B SRR TR, R R VR R D A A 4 L6 AT i A QAR G 3 [ s
ioh 2% 3 PPA Ry3E PR R A =l g 1 5 2 (10 R 6 1k 27 4 20 AT ROV L 6 20 Ak R s i 4 ™). e
BRPPARySEFNE LS, H RIS BT KRBT AT— A7 B i SO e 43 Ay 4t 1610 3 DRl
BRAMTRIL, PPARyMEDR RGN RBUNAEDT 248, [ AP LR ATEE. Har, A7
XF T PPARy: R Y8 AL 1% OF EEBUR AN KIBETE, R IVFZ PPARyRERIRAS, g T
V4% PPARy 3 Al 1) S D8] 1 R P PPARy G PE K B s B R 145 o I AR oR A LI A% 26T
FIAWHRN, NATRILPPARyHEFIE SZDNAF SEAL . AL A8 . AERASRNAFI G )57 &
IR (P T . ASCERIR T PPARyFEDRIFE g 17 A2 jl rb (0 10 A% R s A% U 422 (1 AT 9 3
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55 BRI AR I % DIAE ¢ . PPARP/STE 2 FZH b |12 ik, 15 i B S 0R R B~ 4 2 DI AH O
PPARyF B7E (I IR H A RZ G IR A rh sk, EEAHR AR A p, 4ERRR T AR
TURITIRE . PPARY/EPPARSS I SN 2 I — MBI, PPARYER 16/ 4515
(A~F) , XA AT 53 A TheIE, RV A ) e S 45 M8 (A/BIX 4D . DNA

GEA SR (CIXBD « BIXI (DX RFiiksE &4k (EFXED (D M, pifk
MR 1) s 7% B 445 R A0 5 AF-1. Cactivation function-1 motif) 45 k3, AF-145 ke 2 s
FRAGHAE S0, 2D Re I T K ser27 30k Ik 4k A7 22 2 )30 B 1 (mitogen activated protein
kinases, MAPK) R {tJ5, PPARySHECIRIISE &322, FIPPARyS: A MK G 3
TIRIRE M. PPARyZE FIDNAZE & 45 I S A~ w FE AR <7 (I BFFR 450, Refs Sl Ak
VB AT I B e (peroxisome proliferator response element, PPRE) 454, ¥ PPARy
BRIE [N (s R0k . B IR PPARY S SR BN N T HAR M X . Mtk & &4 Es 5
it (4 5 PPARY A5 S 45 41112,

XTI LBV 7 & B, PPARYE I PPARYIRIPPARY2AN R A MR, — 3% (45
2 FANAEETNA S, HA, APPARy2# I FINA S LEPPARy 1IN R i 284 & JE R ik 2%
/N ERPPARY2 8 FAN A ELPPARy 1IN A 3 K30 M SE ik 3>, PPARY1MIPPARY2FH
MLV AN, PPARYIRIZM TG I ELEY™, EMRITAZL. . B WA E P A RIX,
T PPARY2 3 BE7E IS 7 414U 35 1°), PPARy1FIPPARy234) 78 IS 7 2 i 1 78 v 4% 4 5 B4
{HPPARY2i% S IR 07 AL B AE 1 i TPPARY 1M, 76/ B B As: 6 i 5 40 i 4 A it R
PPARYITESH L R L, i H/ZPPARY M T, MPPARy2IITE /AL ME w5 SR IX,
I BB R LB, RPPARyHIVCEK A |

WIRIL, PPARy R 2 — A2 B TIHE MR . A\ PPARy SR 4 NAFEIFE S
F, BT RSP ARRERIESEDHE, PPARy JEIR AT 24 4 FhAS [A) 15 3% M f——
hPPARy1-4, XEERESERMRMIZRINAET 5" UTR FHIAKEARM (& 2), Hi, #
SR hPPARy 1 .3 F1 4 #i4fi hPPARYy1 5 A J MR, 5% 3 57 M98 hPPARy2 4wt hPPARY2
B AR BT B FRGE T\ PPARy 2RI 3 4B S A1k, 43 5l 40 hyLORF4,
hy20RF4 1 hy30RF4. 5 HHTC AN PPARy AL, X 3 MEHEF A G 37 3
G 2 AMMNET (AMET 5 A e) MO (& 2), M, hylORF4 5 hPPARyL [¥15' UTR AH[F,
hy20RF4 F1 hy3ORF4 43 %5 hPPARy2 F1 hPPARy3 (1) 5’ UTR MfFE (& 2). #3tFHik
hylORF4 Al hy3ORF4 Fitémh ) 8 A R AT hylORFA, #e s Mk hy2ORF4 4wt i 8 H
SAARRN hy20RF4. X ANHTEE Mk (hylORF4 Al hy20RF4) 1ZhRES H i S A1
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hylORF4 1 hy20RF4 {3t 20 3551, /NG PPARy 3L 2 MR ENT, W22k 2 AR

(R R, 33 /& mPPARyI F1 mPPARy2. XMW MR 5" UTR R A A

R, 45 M 4A0 2 5444 mPPARy1 Fil mPPARy2 (P 2) B4, LIT AATIA RS PPARy 3£[H]

R — NS ARFI—AH L1 8 B 7644 cPPARYL. (HISERF ST RIN, XS PPARy KR 2

Z s iR, e 5 MRS R (CPPARy 1-5), W 4RA% PN &R H 744
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Fig.1 Schematic representation of the domain structures of PPARy protein

AF-1: WOEZE/1E (A/B); DBD: DNA 454454418 (C); HD: £ IXi%k (D); LBD: Fiikgs& X (E/F).
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Fig.2 Schematic structures of PPARy transcript and protein isoforms
FEEE R PPARy JEDH s bR, B T E R RSN T, BB NS T A4 PPARy E 115%
Ptk iR, HHE P B G, A: A PPARy R (05 3 SRR R (1 54040519, B, /N, PP
ARy SEIFI%E 5 SRR (1 A0, Co XS PPARy BT 3 S PR 2 1 57 g 481,
2 PPARy ZEHZEME R IRERHT

PPARy 3EPIEAE KB AL IR 2 S 1E (SNP) f7 4, HrP 2% SNPs 5558 R L.
FIEJHESRE B HoAH S b e P12A & PPARy J:PH 5% ILIG—/ SNP, 1% SNP 15 A Jik
B RARPUR 2 AUE PR (R AE B DI, Hob GIG (Ala JAla) FE[RI BRI AT LLRRAR N 2 BUpE IR
TR A a0, Dong Z5PNTE h A BE R B, PPARy R:[R C1341T 7 s % &1k SR &
2 BUWEPRIFE (1) R LEAH G o 53 41, PPARy SE IR 6 SNPs I8 BE RN PPARy (135 A1 K IE - N PPARy
R P115G f7 55T 50 PPARY2 25 4 Serll4d HUBEREAL, HEMIAE PPARY2 I - I0& 1%
PERA, pp4Ry JE[K E157D A7 UL 5400 PPARy SEELR ) T X PPRE 454, 1T
PPARy X EEEPR A 1E IS, 7T PPARy MCARZ: & 4538 2 AL & PAGTL.
V290M . R425C #ll F388L HEF4M PPARY (11 it i %), 523, Majithia 2%} PPARy
FEPRFAT KRS 5 DU R 047, KDL PPARy 3EK A 49 N3t SNPs, Hirfr 9 4> SNPs AEfS
i PPARy V&1, M4 IR IR G K AR SE R . 34k, PPARy JEPRAG 2% SNPs 534 (1 g i AR
M. 2B R LA K ARG XA R RS &L, PPARy 2ERZALIX 4 1
ANRAZ (C291T), ZRARS 7 . AR XUA 4% 28 XS IE AR BRI G 2 B2 AH G

IR SNP A7 s EEAL T PPARy B2 AME T X35, 7E PPARy JER B 8+ X R T — 48
SNPs. #1 A\ PPARY2 B &l FIX ] 1 > SNP——rs4684847, ZRAFLIM L3 KT PRRX1 5
PPARY2 JAE) T-45 &, S5 PPARy2 mRNA %35 F 428, A PPARy3 3T C681G M &
F( STATSB A At 55 PPARy3 JHEIT ELIEL &, MIMHH] PPARy 3:F 13652, Wang 258
RIIE PPARy #EH B3 T IX M 2 4 SNPs (c.-1633C>T #1 c¢.-1572G>A) 5 WL A JIE Jiii

Cintramuscular fat, IMF) VIR . 8 S BIE Rkl R ARAE XU IR 2 A

RIL, PPARy 3K 5" f3[X 2 kb A 3 > SNPs, X1t SNPs 1555 %9 i i =5 A1 I JIs 6 (2 25 A
Ko

H AT CFE PPARy F: R AR R4 5 X R K& SNPs,  ¥F % SNPs 5 AR e
JHESE S AR R B B VIAE G . B5 SNPs Tl W2 ThREVE R SNPs, BRI PPARy A
FIERGENE, SEURTAER. RIER SO FASCER  R A B2, BRI EITE



SNPs [/E LI ANE R, f5 EAEARKRFATIRAMIT, XLl SNPs 2 U501 PPARy
FR I FRIBFI T BE -

3 PPARy RSB EHE

3.1 PPARy ZEREEFREETF

PPARy FE PR s 3% mt 78 B i = 24 TR 72 A AN PPARY1 J5 301 H1l PPARY2 JE3)+,
JEH LA PPARY2 JA BT IR SR ON) 2 MR, X T N PPARy B[R HoAt 2 N R 3l
FARGE R . AT, %5 HVF 2 L3 s PPARy 3R Rk 15 SRR 7 (& 3) 732751,

J5 1 40 B 4y AR 1 IE 1 #5 %% A7 C/EBPs ( CCAAT/enhancer-binding proteins) 3%
C/EBPa. C/EBPP Al C/EBPS. WF7t3RH, /N PPARyl A3 T IX %A CIEBPs &5A 18, {H
PPARY2 B3 XH 2 4~ CIEBPs 45447 1, C/EBPa. C/EBPB Al C/EBPS #B 1] DAL 4 iX />
K7 I PPARy2 ik . (ENE i 4H M 539, C/EBPB F1 C/EBPS 5 PPARY2 JE %) ¥ ) C/IEBPs
R4, (HEEMLE, C/EBPo NELAL C/EBPP A1l C/EBPS 1 5 C/EBPs fif fidhi &, ik
S PPARy2 F35B4, 5k AA/NBEORT ST AL, PPARy il C/EBPo REMS HH HL AR HE 1 5 e €15
(K14t Ar, MW RIS V22 G 1 A0 A R 3k 3. 53 4k, A5 WF 78 &L PPARy Al TLE3
WRE A HBOE M I, (Rt E BT, KLFs (Krippel-like factors) 37K iEG
LRS5BT AE R, R KLF4. KLF5. KLF6. KLF9 il KLF15 {£#f PPARy
2k, 78N 3T3-L1 UM R i A it B, KLF4. KLF5 A1 KLF6 750k L RIA,
KLF9 1 KLF15 M) 73 A E 73 A6 AN 040 5 131K . KLF9 Hi KLF15 % PPARY2 531,
T3 2245, H At OF 9 KLF5. KLF9 il KLF15 B #2454 T PPARY2 J2 307, 0% PPARy
ek,

EBF1 Cearly B-cell factor 1) tH2RIT4ifiu 7 fb i — AN IERER 1, BEEESE T /MR
PPARyl 51T F, {2k PPARy 3R K #RIAPY, #%PHT SREBPL (Sterol regulatory
element-binding protein-1) 1 E2F1 (E2F transcription factor 1) tH/EE #2454 /N PPARY1
JEET, AR PPARy B #EE 8, el ot Frr, %K T NFIA (Nuclear factor 1 A)
FIEEEE LT, R NFIA ] 3T3-L1 40 i) 74k . BFFEUESE, 75/ 3T3-L1 4
NFIA B 3455 T PPARY2 3T, (g4 . #3507 NRF2 (nuclear factor E2-related
factor 2) AENE B2 5/N B PPARY2 JE I T4 ¢, (it PPARy2 (iR M IS I (¥ 6 B

ZFP423 (zinc finger protein 423) & —NHi KL RF -, Rk ZFP423 vl FdF
JEVRVESANL NIHT3T3  PPARy2 K1k, {HAREVSS PPARyI 3k, {2/ 3T3-L1 i fi5 i

Yifrh, ZFP423 iRk (et fe Az i, ik ZFP423 JE R U 2 $i fig i A= i, B&#AK PPARy1



A1 PPARy2 1263k, {BILIA#E PPARy2 WONLA B ATIEAE 2. PPARy JEIRAEAE TR, 18
/NER 3T3-L1 4 srfhid #2H, PPARy1 £RHfES PPARY2 /B 3+ 1Y) PPRE E#:45 G, fEidt
PPARy2 W9 % 35 R0 fig Wi 2B g B9 . fE 3T3-L1 40 M 4>tk B M, STATSA/B

(Signal transducer and activator of transcription 5A/B) #3158 PPARY2 J& &) 17 (K35 M,
MITIERE PPARy2 JE[A (2351 A AN B 78 R B Twistl Ctwist family bHLH transcription
factor 1), KROX-20 tEE(RHE PPARy JE[H [k, (HENE B EIEL S PPARy 2 5
BT 1M KA AR ) ATE A s 2,

GATA2 (GATA binding protein 2) 1 GATA3 (GATA binding protein 3) & g i 4l Jig 51k
P R, BERS A HI AN PPARy2 WERIE, H2 HATIEANEHE GATA2/3 52 H
LS T PPARy BN FIX KRS PPARy SRR, 16 107 240 i 44k S 45 R
KLF2. KLF3 il KLF7 i PPARy2 FEikFIGIHG . WFFCIFSE, KLF2 REE%4 &/ DR
PPARY2 A&, FMHIHLFEREIE, 1HE KLF3 fl KLF7 & 75 B4 & T PPARy 2N )5 5)
T XK PPARy FE KA H AT ANE 2447, Zhang 25 & IS KLF2 FI KLF7 AEf% 1]
PPARY3 5 B TS ME ARG ZE i, 1H 2 KLF2 Fl KLF7 J& 75 B X8 PPARy 2[R () £i5
A 2T EQFA i HL 45 & T/ PPARYL JAZ0 T, 401 PPARyL [ A fIg 10y 26 i B,
FAN, T NFIN R BRI 78R B, #4355 K F FOXO1 (forkhead box O1). HES1 Ches family bHLH
transcription factor 1). PRRX1 (paired related homeobox 1) A1 IRF i A A1/ iR PPARy FE[A]
fryesk,  MTHIH g A e,
3.2 PPARy EHREHEF

HBhFEBOE R 7 (coactivator) FA#BhILAMHIE ¥ (corepressor) 7EH:[RIFRIA A H K FE
HEMEH . BT RIEA TR Lhdad & 3 B AR RPEPPARY TG YE (13D, AT 52 M g 157 2E ik o
I FLSI AT 7E R B, GBS R T PGC-1 i it 5 PPARY FIDNALE & S5 f I AN e A 45 &
X3k 2 FEAE, H5RPPARY /3 ML S35 1% TIPGC- 1B i 5 PPARY I % S5 I 45 3 &
&, PR EPPARY S EE M. SRC1. SRC22SRC3 (steroidreceptor coactivator 1/2/3) i
1 BN I LXXLLZE 1) 5 PP ARy (R AF-245 4 380AH HLAE H , 2 im PP ARy FC ARG 1 % S B
VI PERA, A B3O R T TRAP220. BAF60C (BRG1/BRM-associated factor 60c) FICCPG
J& PPARy G st Ve AT A 75 1, FERCAAFAE 26 AT T, X3 B 3L 0E Bl 7- 5 PPARyAHH B
Ve, $REPPARY I S BOE M,

PPARyH BI04 74 RIP140. NcoR. SMRT. SIRTLFITRB3 B, RIP140i# it 5



PPARYE I BAE, Bl 54HBh3tuE K T-SRC1354+45 & PPARy, MM HIHIPPARY I i
TS PE A A A A AR AR RS OL R, S INHI FNCORFISMRT4E & PPARY,
(7] 6 3L 4R S HDACS I IIRPPARY /3 A FH, - 40 AR 40 A 2462 SIRT Ll 5
PPARY LA, fA5ENCORFISMRT, M HlHIPPARy /T i 34 I3, 5 4, TRB3#E 5PPARY
(FJAF-LRIAF-245 Hysg AR S5 &, I ARy ¥ S B v HE 254,

RE BRI PPARy FERIR R0 78 QAR RN, (HR V2 @A 15 T k.
PPARy 7% JAshv iR, BubHAT, ATy Ba 7)1 R 7 s,
PPARy FEDSI ) oAt 5 3y I 42 LA SCAE Jig 177 A2 i e 35 R e 3600 30 1 ) AR A ELAE FH 45
WEANEHE . PPARy BEREAE B S, ARHBIRERINHEATERE. HitC S H 24
4% PPARy T 1 AR B LB AL A 7, 2 T A7 AE Ho A R 4% PPARy 3 1% 4l B B 5
HEATERE . X A 5 T AR KA — 25 (KR T 547 o
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Fig. 3 Genetic regulation of the PPARy gene in adipogenesis
LT €1 )94 PPARy SR HEI5 ) A3 65 R T, 468 09 233k PPARy JER 2 i IE IR 6 A T [P 4T
ARG PPARy 15 T I 3 S B4 1 R 7 W Ex e AR TR PPARy 35V IR e S B 9 7
4  PPARy BEFRFWBfE =
4.1 DNA F#EAL

DNA FEAY & —Fh E Z R ML 897, H Al AR DNA FE L%

PPARy 33k (£ 1) B, Dave PG T 9 X8 S AN IE 1k 8 ) L& PPARy ZE IR 21
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/> CpG AL BB, LRI 4 A CpG 7 sl AL FLE 5 PPARy JEDHFRIL 2 GAHORG,
Hrr 24 CpG hiF PPARy X G 8h+, 14 CpG AMiT PPARy ¥ 5'UTR, H4b—AMi T
PPARy £:[KI A4 (gene body).

FujikiZ Vit st R B, £/ R3T3-L1RGAEMT4ia, PPARY2JH BhF 8 kAL, (HBE%E
3T3-L1AT AR TAMIIKI 734k, PPARy2JA 85188 2 AR, T PPARy2 mRNAZ I &% Hi 1Y
e SUAH—%0, A DNAF FALEENHI7 (5'-aza-C) ALFENIH/3T3N AU &L 3t PPARyHE K
MRNAEIE I R RERMNE . N ZH 2 ZBALBESI7 (trichostain A, TSA) Ab#
NIH/3T34Hffl, PPARyZEFIMRNAMIFIEEER AR . X, DNAFEALLE I PPARyS:
RZRIE P e S T Sk . LEEDNAF JEAGRIR B AL 1 PPARYy 3 31T (4R 35 S DR
R T FAL I PPARy J5 314 = DR 1 i 3 A TR Y B K PPARy JA B 14 & B BRI 1
J&/RDNAF LA PPARy B FIEE . R ABFFUR I, S A/NRAHEL, AEMEALRE R
/N B T T 105 4R B PPARy 2 JA 2l () R AU AE BE 5y, (HPPARy2IIIMRNAZRIA N, 25 LA
&, TRERNIE RSN, PPARyJE 5T DNAH SALREWS M PPARySE [H 131k, H.PPARy
S K] /5 2 DINA FF 445 S AR FR 78 (1 R A AR O

5 NAVIN SR 7208, Sun ZEPEI T A b AR O KF m  ARIR XU 4R RIS PPARy
FEEEE T 6 4> CpG i (-1014. -796. -625. -548. -435 #11-383 bp) DNA FIEAL {1
R Y5 PPARy Fk BIAHGTE, 459N, (RMEXS PPARY3 JA 3l 1 H AL 2.3 & T iR
A, MAKARXS PPARy 2R 55 8 B E AT A IR XY . X645 A2 R, DNA FEAL XS PPARy
BRI FB FIPRIT A B 3 ARABARE R v AR 45 2 A X A AR 7 2E. 21 DNA Fi
FERE R RIA AN E ALK DNA FEAL I BB AT R B, AR AR S i 50 MG Wi 4141 DNMTL A
DNMT3A Rk w03 i T En:  SULaRaA g FoH — 30 RN 0 I8 1 4 2 S T
ZH DNA HIFEAL KT 53 g T i g rg P9,

1 DNAHEALRIEPPARyHE R 1K

Table 1 Regulation of PPARy expression by DNA methylation

DNAH AL R A 5 Yy X 15 B SCHR
04748988, 13518792, 10499651, 04908300 A PPARyL 3T  WPPARy [56]
-437, -298, -263, -247, -60 /MR PPARy2 JiZlT  WPPARy [57]
-1014, -796, -625, -548, -435, -383 ) PPARY3 JEZIT  WPPARy [58]

Vi 7Skl R RIS R Rk .



4.2 AEBBM

R N ARSAepE 2 MR ARSEN, TRREFAR ARSI, AEABhie
WA WA, BERRAL . 2 ARSI S, o AR B 1 R 2 Bt e i o
2P, A A Ra o BB, HEHERRIL . DNA Ziil % DNA i
Bite 52 2 I,

H AT a2 E PR 2 HEALEES 5 PPARy R R B RIS 42 MR DT A B
(53051 H3K4 [ty 8 FR AL AT — F AL (MLL3 Al MLL4) & PPARy JE R 230 A0 5 4= pl
P 75 10, B ATIHE B W26 B rh B B PPARy JEPH (353419, G9a /& H3K9me2 [ 1 ALk,
Ezh2 52 H3K27me3 ALl 7EMRIT A ad Rerh, G9a REWS (i #E A PPARy JE PR i AR 20
[ H3K9 1) H 5:4E (H3K9me2), 53 PPARy FE[KZRIAMA, 1fi Ezh2 it B #:40H] Wnt
SEN ML, 1AHEIEHE PPARy DR 1R A0 I8 1 A= o4,

LRI, H3K4 =FEEA (H3K4me3) fefeidt PPARy JEAI 5. fE/NR 3T3-L1 Hif
g F 40 B 1 2 i T 40 AR o AL R FE R, PPARY2 JE Bh T X L & 4 H3K4mMe3, %418 A H
SEANABIRENEHE PPARy ZEDN 2L 00, fE g0 it fE b, BB W78 R T 41 i) PPA
Ry2 JB 8T X H3K4me3 (Hfi i i s iiiditnic) 5 H3K27Tme3 (Gt i s 4Mifil b)) 1
Eef (K4IK27) KA, X — 5 S Ak g B AE BT SO AL BRI H LY PPARY2 J&
B T SRR, 7E 3T3-L1 B i A s s i 4m et , #4341 TonEB (Tonicity-r
esponsive enhancer binding protein) fE%% 5 PPARY2 JE ) T BEL#E4E &, 14 PPARY2 B3] T IX
K E H3K9me2, MMM PPARy2 A5 1 HEE, 32 PPARy2 MIZRIEE TEE, il s
JU B PRI B 3 AR T,

1R A AL RS PPARy LR IIEIA . Bl B2 R 3244 GR A1 T C/EBPP #%
A% T PPARy2 3581 X (PPARy2 ) EJiF 10 kb 4b) J&5, 2 FEUKXIRT H3K9 2Btk
KT ST, WS PPARy2 (76160970, 78 43 K 4H /K -4 H3K9 Fll H3K27 1) Z Ak,
M RIL, 1E 3T3-L1 s bt e, PPARy FEIR R (1) H3KO Hit H3K27 Z Bk &3 71,
PIE I LA S PPARy R HIZRIL 2 IEMSR, {H H3KO F1 H3K27 1 LI AL BEAE iR 17 A= A
PPARy 235 b 1R P At 1.

4.3 e RNA

FEGIY RNA El i 7E T 7Y, & —REERE R GREREEREFEER T, 251

A A AR AR R Y. JESRAD RNA 5/ RNA (MIRNA) AT AR S RNA

(INcRNA) . miRNA J&—28 K/ 20~24 #ZFIRAEIRIS RNA 7, il 5#E3E mRNA



AR TAN G, FEEEEER mRNA FEARECE A RIS, iR R Rk . H
AT C 2% € 12 RS PPARy 21 miIRNA (£ 2). AFIZNiR miRNA-27a/b. miR-301a.
miR-302a Al miR-548d-5p A& EL#%AF FI T PPARy 3£ Xl mRNA ) 3’ UTR, i PPARy &
122 3 A0 IE 7 4 A 346 7 miRNA-130a/b R85 [ EL3%AE ) T/ B PPARy £ 1K £ mRNA
MABIX A 3" UTR, Tl PPARy RFfFIE, T4 ™™, 52 M&, miR-375.
miR-103 il miR-143 BEEHEIN/IN Bl PPARy2 LM 335, {THERG W40 k07781,

INCRNAJE — KK 200MZ H BRI AEgTIRNA, 58 3% oM 1 fa /K155 2 J2 T 5%
M LR R IE . TR, 7E3T3-LI4HE b FE, IncRNAH BEI Ik 5200 PPA Ry 3[R 1 4%
s, MR g4 . Chen5 VoI e L, 7E3T3-LAART 4T, IncRNA U909264E 5111
Hil PPARy2 J5 3§ W& 14, AT A PPARy I Z X MR AE e 5340, #E/NBR3T3-L14H 531k
it FEH, IncRNA NEATL/EPPARYIG MBI U R AEAEH, THINEAT1RIRIAREW iy
PPARy211735%%, DivouxZPUR I, 3#3i5INcRNA HOTAIR T (Lt PPARy 5 Rl (115, {2
T BT 7 20 B 1) AR 1D A PR R A, (B A E AL HE ANS 2
2  JeSIBRNAVHEE PPARy R RIE

Table 2 Regulation of PPARy by non-coding RNAS in adipogenesis

miRNA Theg SRR B SCHR
miRNA-27a/b WV g A= A 3T3-L1 MAMy4u, 18785 40, 3UTR [71]
JIT PR I 7 4
miR-301a \ i A 1k 3T3-LLARMWTAMM, A& s s 4t i 3UTR [72]
miR-302a WV JIE 5 A A 3T3-L1fIE i 4 it 3UTR [73]
miR-548d-5p \V JIE 7 A (] 72 J5 -4 3UTR [74]
miRNA-130a/b \ I 7 A2 B 3T3-LAMGMTAML, AL I 7 20 ZwidlX, 3UTR  [75,76]
miR-375 A TR AR 1k 3T3-L1J M 4t [77]
miR-103 A HERE R 3T3-L.LT Hi Al 200t R i iy 400 g [78]
miR-143 A JETHE R 3T3-LLH0 i 7 200 B A0 s o7 440 i [78l]
Lnc RNAU90926 W figfili2E Bk 3T3-L.L i R Uiy 4 i i i s 448 [79]
Lnc RNANEAT1 AR ZE Rk 3T3-L LA R iy 4 P i i s 48 [80]
LncRNAHOTAIR  MNEZE R NI BT T I Pl 4 [81]

Vi J5Sk TR MG I A R Sk 1 bR St g i A


https://www.ncbi.nlm.nih.gov/pubmed/?term=Divoux%20A%5BAuthor%5D&cauthor=true&cauthor_uid=24862299

4.4 RetoREY

Yo S IBRE AT LA B R Rk, AT A . 7E 3T3-L1 iR 4IRS 5 0k
JEHIUAS/INEF P, PPARy JEIR BB R AR et 08, Yot )it £ IFHCIRAPT, b PPARY2
BT XY P IX 32— PPARY2 JE 81X (¥ 5 3R U AR 4L SR RFE, FLAR
T PKA (protein kinase A) . WF5tRK B, FIF shRNA fif% PKA 2 S5 PPARY2 Jg )T IX 44
B A % (chromatin accessibility) P, BT EH, SWI/SNF B ta )i H B E 54
PR HE R PPARy2 13255 . Brgl /& SWI/SNF Yt i S8 5 AW — AN k4, Brgl KI5,
V52K 15] PPARy. C/EBPa. C/EBP FIT 755 1 2T 24 40 150 g s 4R i 4 204k 07991, e
3T3-L1 miflghidnf 43 AL -4, CIEBPs & 45 PPARy2 JAsh 1454, WG R EH 11 Il
SR TR T PPARy2 RETIX, )5 SWI/SNF Je (0 )5 #3858 & WA 5k K+ TRIH 440
BT PPARy2 BT b, fHESREE AR,

LF LRTR, RMIEALALE VIR PPARy FERI BRI A s rp R AR HZME . {H PPARy
B DR AL VR T S NIRIE D, V7 2 WS AL P45 (K 1E FHLHI G ANE 2. B, PPARy
HER & H B P IR VUE RN T AA/E 25, DNA R, AR, ReiER
SR AL 2 77 AT P R 2 PPARy ZERI ik . B6Ah, VFZ PPARy B[R (K T
U1 E2F1. NRF1. Myc. SP1 4%, &1/ DNA 45 & X454 CpG 74, {HE PPARy JE[K 2 5
FIX (¥ DNA HIEEAL & B R IX LE R e 1 5 R 3N F IS &, XL o) R A 15 T 3E— D IR
N7 LTS
5 &

B AT AW 2E b PPARy ZEFHRTE N RIE A, , IEH 2 AR T T .
T PPARy TE NFUZNWIAR T A AR 5 5 6 A S A P S, PPARy JE BRI R 747
W RIS B RNBYDIRAE S FO R A EEER, IR W R BRI o T S AR K
Je SR, AT 70K TR 8 AR U8 A 1A 42 1 B T R o AR i B T B BOR LA 5T
MR, PPARy 5 I 7E fIE 7 A2 B b R 8A% A FOULE AL R MUK Bz AP 1 B, 10K A
BT NFEe 2 1 AR NG ORI 3 A K R T (s AR ISR I BHAE AL, ot B T-4E3h DA
PPARy J K| 5 5 AR M S A BRI 2 FE I o i oh, T 22K Al PPARy 56 (K35
bRt Cnshfigtk SNP) A1 ML RE (1 DNA AR TR & &1 T hric i
B, IR & AR AR E .
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