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CRAEANE R 2 B RFE BOR 2 e, AR R I5 1 75 P B e SE TR =, R /R3E 150030)

2R
B OB BT
HE

DNA ¥ JEAUAE A —AF & 6 R IFAE FASAG 77 X, ERIFIEF mICHh FE.

HAFEPIT.

JERE K BVABN KN L A AT BAEK ., DNAT AR T 2946 ZAE AR X, © 24

oA 4 B R GK 6 T B R VLR AR AR Z—,

AR TR AL, DNAY LS ren s A KA FH

VAR NCREJE K A 1T A2 P K B A ZAE R . DNAF A8 A I8 s e e s R B F . 45k
Bh B F VA B MG B AR AR R AR B 0 R GA, MRIAE IS AR A KR E . EL R T IEEALR
A K& F 42 P DNAF BAL 6 R ARt B, 354T T IS 222 DNA T AL e A A e fo R R & R

7l
KA

DNA H AL /2 45 /EDNA H JL 44 7% il (DN A me-
thyltransferase, DNMT) 4L T, LAS-HtH H AR 2 R
(SAM) Ay FE S HE PR, 3 B 1 b K FF 88 n 21 e #%
TR L i 7. DNAF AL AN S AEDNAK]
J 41, W FL 3 PDNAH HE AL & A T s i, 32 22
IAECpG A% T 1R (1) AW g b, T B S- O it s
Tk, A LEECpGHI AL, XA AECPG I Ak K A
{ECpHpG(H=A. T. C)J¢4I i fumsng BN, L5,
SNPANTR], A1 R DNAFH JE AL ] A A i e e A s
4. DNA AL BE O G 00 5T IR 25 F RIS 42, 52
HE TS DNAR S &, IS BUER Rk . —
Wk, FE KA 81 X DNA i F AL = ik L A Y
DUER, TG A RS S DR . DNA AT
FE DR R 1 R I A P 2 h ke PE AR TEEAE AP, i
R FT IR, DNAW AR T H KR
BRI T HEAEH]: DNAF AL v] LU
JI 107 40 o3 Ak e S PR 1 e s B DR - LA AR 2 1R
JI7 A 2R S 1k S DR ) 0, DT 8 4 i 1 4 4 A=
Kk H . DNARIAL 1) 55 0] i 2 5 SOT800E R
(1R A

1 BEAFALRARE

Wy 7L 30 00 1) g s 2 R A5 1 €0 0 Uy L AR
RN NN Z B T3 A7 IR DT 4 2
A VR 2 A SRR 10 A0 i, 45 T A A 40

DNA F 34k; SERRIA; NEITH; A KR E

W BN BRI A S S i A A AT A
WAL, IX LA xS TR A LN IR AR E R 2 T
e EERER . EITALA RSt A7 i &=, &
e AN EEN N WA, R 2 R R AT,
XA G O AR A 1, R R IR
2 OMRPUR SO T AERT, ISR A A
TANSH R BRSSP FARACE 5
FACHS S . MW RS ERIERE, b5
LR R WS . AL AR A VR 20
RO,

MEWT A R H 2 AR AP R, A4
() 78 T 40 -5 i P A A B B 5 A i IR
H(lipid assimilation). I iy 4 i (4 AL K DA K i 4 5
AR RE s R AN ORI TR IG T AR, MR kit
ZRETANNE. HRIVTERANNE. e 0 A0 AN IR
T AL ILAN B B, e 28R N IR A R (T
6 F R W A0 ). AT 07 20 0 80 RS U 4
(R RE R, e o DR 7 S L 4% M 48 B4 1 o 2
PRI o e S DR R Sy B DAL 5 ) TR RN PR AR
g sE T HE T AR A e AL e, X LB AR I e

R E I 2012-04-19 52 H 1: 2012-05-31
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PR ST T s sl o e R e ik, e 24 5 B IR s
20 P 7344 kg T s 4

PPARy(peroxisome proliferator-activated receptor
gamma) A1C/EBPa[CCAAT/enhancer binding protein
(C/EBP), alpha] & Fif i 17 40 Mo 1ra) Jo 28 19 48 i 2 4
FR SR T 42 D), Y b R A 39t T s 4 B oA . AE
JIE W7 4 P A i #2 v, PPARYHY S P &5 & 1 JL A 3
JA 8l 1 IX )PPRE(PPARY response element){f: H 7
P, PR ICRIIE R [ k00, PPARYy = BLM 1k 5 4 3%
B2 RX 2 AR (RXR) &S 5 LS U5 — R A T R 35 4
M i w4 B 3L 0 R -1 PGC-1 sl A B 41
il Al -7 RIP 14045 45 51 420 A AR SRR R i 2R,
S8k H o = EE A 2. C/EBPofE H.#% 45 & T-PPARy.
FABPA(fatty acid-binding protein 4). GLUT4(glucose
transporter 4). J8 2 (leptin)=5 I 7 41 f A i3 L DR ) )
B IX, WOE XSS EE R Ak, T S B0 R D 40 Py
SR IKIL N # 5 . C/EBPBRIC/EBPS 2 fiFt i 41 i
AL R R 5, e A5 5 PPARy I C/EBPockk
fRIL, AT AR 2 R 157 40 B 2r 4k . p160%H Bh L%
i A7 ZK i % 51 SRC3(steroid receptor coactivator 3)
At 5 C/EBPRFIC/EBPSAH H. 1 H, $2 =iC/EBPBAIC/
EBPS ) e 5% % M, M T [7) 32 34 428 PPARy 3 [K] 36 ik,
(i 308 g 17 41 i 43 16, PRDM16(PRD1-BFI-RIZ1 ho-
mologous domain containing protein 16) 4% £ (4 JIg JIjj
173 A TR O B e s R 48 PR U, e R R 4
CoR ity 45 & 85 A 1A12(C terminus binding protein 1 and
2)40 i 1€ 5 7 4n M ) B DR SRk il i S5 PPARY
D5 it W L P0G PR PGC- 111 AH B A A E 46 R A
A R 38 WA 7 AR ERE DR B R A AN, R I
KLF(Kruppel-like factors)#% 5% A 5 iki. CREB4; &
# [1(CBP/p300). PCAF(CBP/p3004H 5% [X 1) & 1
#Dl(cyclin D1). RbZFAE 2 P s IR 1 MU A )
BRI IR 17 400 B o0 e R v k4 T 2 p 4 T

2 BRI KAEZREPRIDNAREL
AR 22 W], DNA FF L A0t £E 5 7 41 21
KRB AR R EREEAEH . DNAF AR
S i o3 A0 A SR DR A sl B DR DA B LAt IR s A=
KRB IR B2k, M 45 I 7 2L A K
KA -
2.1 BERRFYHZNAIDNARE (L
7] — 2 2R A [F) AR KO B i Br L DNA T 4L

KPR, K 2 500 HES P 1t 41 23 rh 3 [RI21
DNA FFE AV R B A A8 (10 14 I B U N
M, 5- - JR M e 1) 2 & 5 R I — e B L
(GO, AE A, A7 — S8 BRI )5 3 T IX CpG —#%
T R Bt A A % 110 385 T e PR AP0, i R 7 (ca-
loric restriction) ¥ F T-NERERIGTT, (HIZ LRI 2L
RAE 22 IR K. i, BouchardZ52% ] #hu i R
W7 R8T 40 28 i W1k B BRI P U0 2, LR T
JIES 25 SR T (e I 25 )5 ok I 2k SR 2 (I B 25 380 I 1
PG 7 2 2R L D A DNA F JEAk, &5 5Lk I AE P B
T, 25 38 R N 25 1) JE IR A AT 354 (2 3
SRR AR D 3 T AR BRI 1 2 AT 3 W )
DNA R IEfL X Jak, o — SEDNA B4k 75 S X 3k
Hh A, B B 4 A R I 5 3R 3 WA AH DG R L R Y, 3L
A DNA FF JEAY 72 57 X 37 S5 PR 21 BRI 3, X 4
e, DNAR A S5 T I 0 A Kk & A
JFE o

BLRZ T G D7 40 2 (O DNA R 38 4K 40 17 R B, 10
JE U W A RN BB g W L2 PPARy 3 3 1 I PR A
CpGAL £i(73 il i 1437 bp #1247 bp)DNAH JE L,
AR 151120 JE 88 1 5 AR L /N BRU((DIOZL /s Fi) FHOBE FR
T3 B BU(db/db T /N )P 5 B AR RN BAR B,
B R I A IR /N BR ) B N R AL 2R, B N IR R 4L
U RR T A e Kt 22, DR b 0 BP0 4 08 R0 241k
Y1 B 1 B S R R T 241 2 PPARy I B T IFIDNA
HIEALRRSE . 5340, WFFTIE R I, REREREEL /N SR A
JUE JIg 17 40 ZRPPARy2 J5 )~ 1) H Al K~ i 1 1E 8
B A= RN B, 17 I PPARy 3 IImRNA 1) R A% T 1E
P ARSI E AL T AR Ab Lo E . RIRR
VALK I J 4 ZADNA FF 4k 1) 22 5, R (RBIE &R
PRI X 623508 I 17 4L 2 PPA Ry 5 K] I 31 7 IFIDNA 2L,
TR 4710 22 52, (R /I8 ADNAH ALK 3 T s &
DNA F AL /K 1 HLBE A A w8 38, =, (N5
FXG I G Wi 4L PPARy L R )3 8 1 [FIDNA F 34k /K
SR T BEOR K Z) o

JIES JHE P R 53 4 4 TR £ b 78 HR Ak 4K, T B
IG5 AR AT JRE 19 & 2B, 6 BIDNA F S Ak 76 BB I & AR
IR A AR P I SRR I ), 1R R
R AR Rk 10 JIE e B A L £ B Jy 2 2 v,
leptinJE ] 5 3)) 1 X (1) 16 CpGAz i HY AL 7K1 75
60%~95%, 3535 AL 2853 30 R T3% 17 7%, P
RG2S e LU AN Cp G s 1) AL 2R,
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TEX 16 CpGAL 1, BN CpGA s 11 HI Ak % 71
JE T B TE /N B D)0 R AL B B 2 S, ix e B
2 W IE B B Leptind IR (I mRNAZE 38 39 -5 1L g 3
FDXHIEA TGO R RIS B I I 7 4L 2R ) B
IR, /N Wleptin R A 21 S KF 2L 3
TNE SR I, HURAS [F)HAL AR 7 4128
() SRR AEAAN TR o S5 28 R LREAN ] S5347 1 7 4
21 2 TR 2 DNA R AL LU R IR, AN ]330 457 i 10 4.
2R (7] [RIDNA LA 7K 1 22 S it 25 (P<0.01), Horp
BT A1 2 g 10 AL TR g P A AP 88 v, DRI T
NP, BT N JE IR T A KPR Gl DY 1]
RNV R A A A 22 AL 1R 5L, 2009)

W OLN, DNAR LR E 5L RIA 2
AR, 8 811 T AL BRI R R R IA . Fujiki
SERRIL, 10J5E /N BB R M 107 412 DN A TR AL
2 'FEPPARyHE R I 2 IEF B AH AL A BiF 5T B,
FEDR F R K 5 38 D 3R 1A R BRI K &R Koza
SRR ST RN, 10 % 1 /0 BRUCER] R T R AR B
25 i 41 2 Mest/Peg I (mesoderm specific transcriptaf,
paternally expressed gene 1)3E Kl 5 517X (~175~+88)
15/4CpGAZ s 1)~ 35 FHEEAR K K33%~61%; i i
TS I P B~ 38 T A 7K 24 35%~69%
T /N B CHAI I 8 ) R s R AR A5 S5 (0 R /)
B )P~ 2 DN A AL 22 T0 W] 22 S, (ELIE R /) Bl PR
25 W5 40 28 Mest/Peg 15 INmRNA ) 4% 34 42 41 W]
BrTERRMNEERE. DAELKIER T6~21/
U LE /0N BURH o I VDR 3 10 PR /N B BRF 582 10 s 077
2 2R Mest/Peg 15 N IFIDNA H L AL 7K, 45 BRI,
Mest/Peg 1 R [FJDNA F AL 7K P A 52w G Tk} 5
F R o ST S AT T 10 e 1 /N B (] i
TE 5 ERLRR) AN i A TRDRL A5 T 1 I e BB S22 % i D 4
A HhisFRP5(secreted frizzled-related protein 5)JE [ J5
B 11X (-209~+94, +138~+361) 16 MCpGAir L1114
ALK, 45 BRI, TE /N BB 2 15 7 4 2 v,
SFRP5HEI] JA 51 X 16 CpGAv s 1~ 1) H IR AR 7K
- R2%~36%, 1] i N TR 5 5 1R I JRE R ) ST 34 HR
AR R 0%~47%, 3 F- 3 T A K TG 2 3
et o AR, HEJRE BUBH 52 15 107 40 2 b sFRPSFE R 1Y)
mRNAZE L & W] W s T 1E o U R IE . ELE
S 28 HnT UL, 7E /N SR 2 A D 4123, Mest/Peg I
SFRP5HEAI (1) 36145 5 DNA FUIE AL AT R R,

gx bk, DNAF AR R T R A KOk B ik

R k¥ T EEAE L, Mg L2 i PPARyJA 51 1)
DNA FALFE FEAEAN A R BB BOZR AN (1), HARRR
VRIS Y PPARyY ) 5)) 1~ (DN A F AV A7 A 72
Fto JalWiZHZAPPARy 3 5))-F DNA FUIEAL (1) T i 3 2
HmRNAK L T . i 52 P AL IS 1) 2 8] lep-
tiny Mest/Pegl J¢sFRP5 3R 3R IKAFAE 22 ¢, (HIX HE L
DA )3 5h 7 DNA F AL IR 2 5o
2.2 BERR4ARE Y L3 T2 P HIDNA R E L

DNA P LA TE i 105 48 M 73 A 3ok A5 v ] 4
HEZEMAE R BEFOR I, 75 NR 107 40 Mo o A0 R
HIDNA 3L 4k J2 3 & 28 6 189, RAIDNAFT JE 46
) 751 5- G0 A% M Ak B /IS ROV TR) 78 5 40 T R
C3H/10T1/241 Jifg, fee FEC3H/10T1/241 iy 1f) g iy 41
a3 AP BRIRI3T3-L 140 M S AUs T 1 iR DT 428,
STz AR R (R AR SN IR 7 40 J 23 A0 T 4 A 2R B2, 1
DNA FF LAk 400 131 771 5- 80 2" Mot 40 1o 1 A% 7 Ak 2
3T3-L140 fa, nI I3 T3-L140 M 1) 73 A0, ax L84y
P2 01, DNA T EEAL 5 IR 7 4 o4 b 4 T s
VEF . B Mg 22 W9, 3T3-L140 i 1t 704k 5 JE A
YLK P IR DNA H ELAL AN 25 AR I Bl il 5K o 1 HL,
FEAN oA it FE Hh, DNA AL AT 22 S A 1 Ll A
YEFF AR — AN FEE I KPP, Sakamoto 5P R B, 1
JIE 15 40 i o3 Ao R v, 840 5 DR ZH DNA A R AR
TR (R A B AL, JF FLX R B A
L) SR A L) () BTN . X BRI, R 4
SRR, R B0 SO — AN R3S
R WEFT IR, 3T3-L1JIG 5 40 M 73 A 1 1R 4 37
T LA TN IR 55— AN I R A 2 k40 ) 8 1 4
o A HIHEVE (licensing); 53— AN & 40 L 70 Ak I AT
AR, AT IR A RO T 40 i 5 . 3T3-L140 i 4y
b B HE VR I 72 5 DNA 3640 B 41 8 B I 45 K,
7 I B B G S5 HTDNA B 36 Ab 400 il 551 B RNA -4t 4b
PR M, 780 M )R M AL B, 2 8 BRR
U T B R T A L PR R o AE ARk sl H IS
F(insulin) /b B 541 T, FFT R IR A3 0 A E VI
3T3-L141 M, & IR3T3-L14H 5 [n] 4344 4 i 07 4t i
(R fe 3 ml LA — A& 2 —AX, — H.40 e =2 32 Jlg 1D
AN o AR 2R 5 S, IX SR RAT A P ME T 11 40 PR sk
SO, Btk R AN T i B FA AR R
1 B 53 A0 52 3 B 53 DR R4 X 4% TR RS A R %, H R
CL R ILDNA Ak fig 8 45 22 AN I D 4 1 2 e 1 2
SR SR AR B R TR R (R Rk
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22.1 AEAKF LEDNAF A ZhuZ5 B4
11K FIMIRA-Chip /3%, 404 1 N HT AR5 40 B A e
JIE 7 440 i P 4 L DS ZH DN Y 64k, R BIIE I 40 it 4
)G, 52 701N KR A TAR 64k, 10704 FE 4]
RAT AP xR, JE D7 4 i o3 fh ot F rh
[AI 4 DNA P A AT JE 5 Wl 35 72 1k, DNA T L4k 2
LG o A i o E— D 0 b BN, IR Lk
A R A AR () R TR 2 B 2 5 IR I 40 e 98 P At i
75 S Im . Wntf5 5B . MAPKAS 5 4 A
By g5 Sl 5 55 A AH G I AR, {55 M
L8N TR, IPIRRSE IR Fo(tumor necrosis factor o).
41 1 53 %4 25 (cytokinin), - [ 411 Jftd /1 3 8(interleukin 8)
JEIXAN P 6% rh E B IR A R P

222 C/EBPa3 B C/EBPosE: g4l B /4L i &
PSR R 72— BRI, 7R3 T3-L1i R 4i
it C/EBPakEIA A 8))-1 IR BAL 1Y, {HAE3T3-L1
JSCEIE 07 40 M, C/EBPodE IR )3 51 42 v e Ak
(P, R BH3T3-L1FT N 107 40 M 7 716 A 1 1 iy 4
JL i) R vh, C/EBPadi R JE 315 IX I CpG Ak 7K
SPRETE R MR BRI, 7E3T3-L140 i #%fk
J146148 h)5 C/EBPoE N 3 1+ [X. (=340 bp~—116 bp)[1]
DNA A AP T e (U2, 40 B2 Al 5148 hi,
H MDI(isobutylmethylxanthine, dexamethasone and
insulin, BJJ S5 ] FYRE B4 | iy SEOK A I 1 32)
B FC A 41024 h, 25 &I, C/EBPakEIA 3
)5 [X. (=340 bp~—116 bp)KJCpGHJ FFILAL K2
). HE [FREI IGO0, PR e By 3 A B A
AN MI24 b, 1% 5 31 XK CpGATy PR+ 1 HH AL,
R FRIAKN 7R, HATMDIAL B 1) 48 il v] WLC/
EBPai i IR TF imy, 11 i d 38 B Ak 40 i A DL 36
BN, 23 g B 2 AL B 41 e FIMDIAR B S,
I IR A3 AR RCR 5 5 MDD S 41 il A4 1R 25 A
BB, X ek B, 704 MR A il 3, 3T3-L144
JfL 23 Ak I HEVE S DNA FEAG AT G, 17 HLIXF 41 i 43
ARV 2 W 15 A% T LA 40 i 1) 20 24T asi A%

223 PPARy}H PPARYy 2 JIiz 17 48 i 53 A 1) e
R S - WFFUR IR, 1A 78 5T+ 4i fWPPARy
SEDH ) 8 87 R A AR 1, 2% BH W) 78 5T 40 i 7
IHAHT A AL TR BRSSP, 7E3T3-L1RTNE NS
AL, PPARyHEDR 3 51 2 i IERAG IR, HIAEAG TR
PPARy 3 ) i I S 0k o AHBHAG g 105 70 4611
4k4z, PPARySE A IR JA 2132 7 25 /T 4k, JEmRNA

FEIB I I, XL IRPPARy JA 311 1 25 F B A 5 {2
I 7 A0 L 23 A R IR T 40 L. FHDNA A,
I 71 5- 0 2% M Ak B % IR 1 41 M, R B v A e rh
PPARyJE R [ 22 3%, 11 ELDNA FF 356 Ak 00461 571 1 48 1
EFEMMNE . 53004 H AL FIR HIEAL I PPARy
JA B A DR A i JeNTH/3 T340 it i T 1D 4
i s 328 T T i, A i o DR A R I R
PPARy 3 11 I S AL 1 29 ' 25 g 41 4 JE DT 1)
k. XELSIIG AR B, DNAF AL ) PPARy 3
DRI PRI o e £ 5T 5 S DT S 56 36 B, A0 i g D7
9 I 1 2 I OR), CpG4l £ 3 112(MeCP2)
5 WIEAL I PPARy 5 ) 1 FH &5 &, T 76 i i 197 40
T B 552K, PPARyJA 31 X ¥ 41 B (ATH3 £ 4L
AP A TR UG NG, I HL41 8 (A & LWL RE AE AR
MeCP245 4 3 1 AL [ CpG Ay 5%, Rtk Bl i
SO BATCELIR M ZE2R), HEH LB 1
J0AT 68 & FH T MeCP234% H #7 B fift 185 Bl 1170 3% 18 B,
5% MmRNAZK I J7 [, JH 801 DNA F AL 145 H
s T EE LW

ENBAN A 40 J 2R B, PPARy2 S R e s
GAAT R I I CpGAT AR FHIEAIR S AR, 7R
JIE 0 4 23 4 25t R 14 35 ML 45 4 Jifd (stromal vascular
cells) 1, PPARy2JE PR i s 4 17 1 B I Cp G2 fI%
LA AP, (HJEFETAN M, PPARy23E A )5 5 1
DX A2 R R BRE AL, i L7 25 T A0 e R T A
PPARy2#EANZEIR 71 b i) 78 J5T—1 48 M 1) T 107 4
AR I R vh, PPARySE IR JE 2)) 1 1) FE RS AR5 400 %
A I S AR N F B PPARy 2 X 3 3 1 17 41 1)
LT R, 4K 2 BUPPARy 25 K )3 511 I B4 A7
SUHB RS IR, B Ul P 2 1 PR RE AR AR A X 7
BEAE LN UE25 bpfyu NP, HENNX LS CpGA AU
DNA LA 11 #5 7 APPARy2FE N () £ ik . WF5T
RIN, NZEPPARy25E A I 55 s A2 Ui A 1 13500 bp
Fe IR AFAE—28Cp G i, {H & FRPPARy 2 A (1) AH
A R E A X EECpGA. 5P, X HE R [F]— AN L A
TEA R FIDNA B AL A7 2 5 o
224 leptinkk A leptin2 —Fh 3= i1 i iy 41 i
UL R BRI R, E e RIS Ak,
PR fe AR AE . BETURIN, leptint) R iE 2 L JH3)
XA P T o A TR) 78 50 48 L Leptini DR (1)
JA B A JE AR R B 1 AR 3T3-L i g s 4i i
leptinFE P J7 ) 5~ X I CpGAZ x5 2 B v B2 Y AR ALK
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A, H4 i Toleptindk [ £ 15 . OkadaZ52° 1) fiff
AR R, FE3T3-L1T AR 40 Mot F AL b
HEIFASREAL AN M leptinFE FImRNA ) R IE 8 . £EH
T I 077 40 B 1) R0 I 40 1 2 AR R i R v, Teptinik
PRI IR R 31 S 18 2 O EEAK I, leptindi I mRNAJH)
FIRIG N, Milagro®5 It vy g TlRLS S 1R IE i
KB FT R IR, 7r G5 N 7 4 2R3 0% T 10 40 Jfa v,
leptinFE 8 5 8)) ¥ X SRR FE A B ik Tt iy, SRINAE
Horp—ACpGAHr st AL & T IE W B, XS
leptinf)FIEALAUAH G .

225 WGEF.R WGEF(Rho guanine nucle-
otide exchange factor 19, ARHGEF195{WGEF)/&Rho
B ML % 1 R A 45 Y] 1 (RhoGEFs) 5 ik T 1) — 03,
RhoGEFs{i #GDP#% 4 yGTP, 3F 1My 7 4= B3 1 (1)
GTPHiff. RhoGEFs{E VT 2 /= 3R B 2% ol Fi v & 4%
HEAE ), WGEF LA i . oA i rh 3
ik, & ] LLE I RhoA™, RhoA iFRhoA-Rhoi i
(ROCK)fF 7 5 i 17 40 Jfw 52 22 1) 5K ) (cytoskeletal
tension) >k #1 il g W7 72 1. Wang25*17E20094F W
FH 3 T30 51 B AR FIMIAMI, - M 4 356 R 41 £ B2 40 #ir
3T3-L1JIG 5 40 M 43 Ak 72 W DNA F AL [ 1 0, &
LT WGEFHE X [IDNA F A S 2 A48 k. it be
B A 3 T3-LI4N L I WGEFE N 5 3 1
X DNA FFEEA 7 0 e s R A7 e S+, IR
WGEFH: K (=81, —40., +12047 & (K] = ANCpGAhr )
TEI AR A0 M At 25 HIEAL ) . WGEFBE R 55— Ak
BT SR 120 bp(+120/CpGA s AbTE R4y
A4 i S 2 e A R IG, I HAZ R D &2 m Rk
R A 3G 75 R 5 (A0 I v AR 52 42 24 A2 25 T B
(1, LR, B R AL D 2250% ). X 3 H, DNAFH
BT BE M T WGEFFEN A 3l DX i) 85 5% 31
TE JI8 W5 40 B 20 Ak i A v, WGEFHER i) FE R4k i A
ST HIER L IEIH. WGEFILIN )3 3 1 X CpGIt)
AL RE FIHWGEF 5%, X P ILZ LT 5DNA
FH A A0 ) PR S (R U VR A o i e (H, ST
T FE PR 5 3 i Xl YRR A 2 oS ik A
ik, Bldn, NEM)2E s 41 fliMG63 1, PDPN
SEPRA B 7 X B S AT s AR S =™ HT
OV R B, BEFR 45 14 8 I Kaiso LA #1lEs S M 7 28
450 BIRE e 0 W AT RO HLBOE 3 s, R W] A7
PEAERERE S ) FR AL 2R

22.6 UCPIAR fiE {15 25 4 1 (uncoupling pro-

tein 1, UCP1)EFR ORI Al Mo ki ik i) — N A, &
B8 77 40 0 R T U7 1 o i 7 2 T i e LA A A
fe, LAAERRHLAR AN . UCPIIEDE 1 14 9 1 7 T 3
JA BT IX, 76/ R4 i ZFR T 4123, UCPIYY
58 I CpGA o F AL S I H A7 B — PR IR i 41
ZURE S, I HLUCPISE 58 1 (1) H S A0 A8 1 8 HL 3R
KT A A ME . FIDNA B 34k 5 750 (5-
R I-2'- It A B WE A% 1) A B3 T3-L 140 i, fig F K
UCPI¥E 51 (1) H 4k, 135 32 s UCPISE R ¥ S itk
2 1k Fforskolinifs & (UCPIZFK ik, S53T3-L14i ig
AN, 5-Z8 22" Mo AU I 1 g A% 1 b PEHIB- 1B A Jifd ]
PLPE i UCPLM il ek, {220 Hil forskolinids 3 11
UCPIFik. F W HAL I UCPI G 5) (4 K:3.1 Kb,
A0 55 5 B 1RG5 1) R 5 i 3R AR o ik R 2 A e
GL3T3-L140 i sl ke U5 T 5% €0 )15 97 20 21 g HIB- 1B 4
FRLF0 ] 7 I BT IR E T ORI e AR
KW, DNA LA REH UCPIEE R I 3Rk

88 H forskolinAh # 55 A< 4b # 4b T4 AL i B v
fI3T3-L141 ff. HIB-1B4 fits, UCPI13E K 3% ik #( Tt
f, {2 UCP I 58 1 [ CpG H AR S 5 Kk 2
. LA CpGIfy SRS A IR, HIB-1B4H i
7ECpG1. CpG4. CpG6—=/Mi st i F AL KT 1
3T3-L141 (1), #H %, 7ECpG3IX A7 &1, HIB-1B
1 £ R B A KSR T3 T3-L1Zi . AT TR T
KALIAR N ALK UCPT R FEALWT ST, 45 BRI, 7
H ORI A2 RS, CpG1-4DNA FEAL /K-
e TR O 7 A0 R B i I CpG3 MICpG4 T ik
AE T AT HR L AR . 3BT R IW, CpG4r)H
FoAb 2 B AR HL 55 3% 5 R FCREBI# 45 &, 1 CpG3Fil
CpG4 % H AL FE (L L4 3 R 1~ 5 UCP XG55 1 1)
“@h.
227 HA4AR B IR FEIRI A1, 7706 107 40 oy
Ak B, A6 25 B 5% 2 R 4(glucose transporter 4,
GLUT4). g Wil 45 & H4(fatty acid-binding pro-
tein 4, FABP4). Jii & IR (lipoprotein lipase, LPL).
2 ki 44 %% 5% X T A(mitochondrial transcription factor
A, TFAM). Mest/Pegl%5 3 K1 ) 4= T DNAH AL,
(SRS o ] 25 B B 3 B 42 Tl O 4 R R R B UL 4
WP B A5 B e e 1) E R R G, r AT T ALy, 78
B B 25 B A S IR R e R A B b AETT
U 41 W 7, GLUT45E R R 8)) 1 DX R4 11, 1
7 IR W7 40 i o A i B b, GLUT4 )R 8§ W Ak K F
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UCP I3 ¥ 1 R 17 25 A CpG1-6 [FAHN 7 o #t Bl T EIFRCREB. PPAR. PGC-la. #L¥#(retinoic acid, RA). L 2 X7 ik
(retinoid X receptor, RXR). A7 €A JIg i 52 I JGA4(brown fat response element, BRE)FINFE-212(nuclear factor erythroid derived 212)#%,

Location of CpG1-6 and transcription factor binding sites within UCP/ enhancer are shown in their relative positions. The transcription factors include
CREB, PPAR, PGC-1a, RA(retinoic acid), RXR(retinoid X receptor), BRE(brown fat response element) and NFE-212(nuclear factor erythroid derived

212)#),

Ell UCPIESET REE(RIES E X#K[4911220)

Fig.1 Schematic structure of UCPI enhancer(modified from reference [49])

ST BRI, I HLE 37 R 2 ICpGAY A R AE AR
sz Bl 1 5 B 8 T &, FEGLUT
(1) 3 15 98 /0P, FABP43E [ FILPLIE [K ¥4 75 A 15 41
ZUh R m K ik, IR 3L RFABP4. LPL. PPARy
Jeleptinf] J& 311 ¥ DX AE B 43 125 1 o) 78 0T 40 . 28
Tk 5 5 1 1) 78 J0 40 1 DA R 434 %) ) 7 o4t i v
HOARAR B IO, Rk W R, 75 AR 20 I )
F0 T4 M T B R FR AR S S e AT T A
FIKEHKR, 54, BaEER I R A B
S e ATTHE 20 B o A T R IR ¥ 0P 4y il FHO,
0.05, 0.5, 5 pmol/LPY AN JiE 11 5- 22 % M 1 b B/
(113 T3-L14H M, A3 FH AL AN 54 0.5 pmol/L
A5 umoV/LI, 3T3-L14M il ' Mest/Peg 13 [F [ 3R ik
o, It HAE AP S (1) 554K Mest/Peg 15 K 3 1 14
A i b B 2, K ADNA F L4045 T Mest/Peg 1 &
DRI PR ik Gl i DO ) AR b R 20 -0 A 248 18
2009). SMAKL, A5 740 3 Ak B b DNA TR
0 5255, 6105 T Al DG S DA ) DNA AL 43
SRR WL B BriF T E s

3 RE

DNA AL A D —Foft o 528 (1) 2RO 3t A% A 1y
3, FEBH PN iy 423 5 7 AN 07 40 1 o A el e
FHREETEN . DNAF AL S4UE 1B, 4§
CRE R R ED), Fn BN R AN T i
B A T8 (1 R Wit A 2 B AR R AT T2 X, XK
FEAKE L IIHIFT 1. AT, Ak B
HIDNA P BRI T 3 B o - AN, 126
Z RN TS Y 0 IR W A K /i HH DNA T 3

W TEANAN 2, IX L8 Z ) HAT AN [R] ) 3E A LA
MRF IR AP A R ME AN TR A (EL T R IX L Tof g iy
FIDNAFIALHETT, LR B 31X L83 ) 1 i s
N GUR T AR 107 40 23 A 3 R T I DNA T JE AR
A B TR IR ALV B RIS AL LG ¥
KA AIE BT R, AR 3 LB AN ] #
RE G T AL ZA N R AR TE A RS, R, IRAFFA
FIFBAL ANl Fh 2 1]l HVE K R B IR i)
DNA AL 225, RiAT B TR s e i A9 A K
HH AR MR LB AL B, 765 0 3h 4 dh B
TR NFABIHEAE B FEAH I (BT A S5 S 41t
B . Ji4h DNARIAGE R ARH R 2%, H
BT BATIATVF 2 DL TR MR, AR BATIALEE
VAN BE PR s CpG A 5 FIUDNA FEAL, 38 5 I A
R WFSUDNA R HEAL, I 2 [ 23 A7 5 iy 41240
I 07 40 I PR B s L AR . R LRI A, SR
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B IR RG] S B DNAF SALHT T
AR, M W ALE3A AR T TR R W2 A B A e 45
W1 1 o
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DNA Methylation and Adipose Tissue Development

Gao Yuan, Sun Yingning, Li Hui, Wang Ning*
(College of Animal Science and Technology, Northeast Agricultural University, Key Laboratory of Chicken Genetics and Breeding,
Ministry of Agriculture, Harbin 150030, China)

Abstract DNA methylation is an important epigenetic modification and plays crucial roles in maintain-
ing normal cellular functions, gene imprinting, embryonic development and human tumorigenesis. The key role of
DNA methylation is the regulation of gene expression, and DNA methylation is one of several epigenetic mecha-
nisms that cells use to regulate gene expression. Accumulating evidence has showed that DNA methylation plays an
important role in adipose tissue development and obesity. DNA methylation regulates the expression of transcrip-
tion factors, transcriptional cofactors, and other genes involved in adipose development and adipocyte differentia-
tion. This article reviews recent advances in research on DNA methylation of adipose tissue development, and dis-
cusses the ongoing trends and future research directions of DNA methylation in adipose tissue.
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