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o A0 AR ) 9 T I Bk L R e AT W BT 4L . A AR AT, R ROA
A AR RAERTMARES KRG B EIER, KT &M G R R & S
B F 8 7E 30, AT 5 BCE A B 20 0 1 v e B e 6 BRI 1 AR R B D . A MR B

Kehiltin]
fi 15 4 B 1L
28 Ji, | 4
3T3-L1
HE XKL
&M 1% 54

AN, XM B RERR, BT ALNERRE RN AED, £5FEF e
He 2 b 2 TR ok 9 A% SR B F 4 BE R W9 o (U B TR R AT O S ok L, R R R AR ok i B R R B Rk,

WA BT R B 6 T k.

21 2 22 40 A= 0 190 R AR 45 g BT ORI ) R LG
N —A~5Z K 9 48 A A B — A S8 B AR, — T
L 34 5 (cell proliferation) I HLEI, Eli@ T DNA
A2 RN 20 B 43 24 W A 3o R R A2 1) 40 i R 3 (cell
cycle) i 2k B M40 M A B s 55 A — 7 THI A T B2
143 Ak (cell differentiation)() 255, RIKG B — 14 21 ity
AR 2 7 531 A5 D HAT 5 22 T RE 19 AN (] 288 1 240
Ji, 33X 6 -k 1 40 A P A [ B SRR . ISR
H O LBEINRE, MRl e 2 A &
R B RN, — Bk, AR R Y S D S R
AR B RN RN Gy Y, A0 AR 4
2 L P A RS e R Ak S oy B4 SR A5 1k Ay B E A oy
FRIRZS. BLAh, 20 A3 5 e 0 AL AR S B L.
X TR R 4 e i A 43k 1 200 R 40 R i T 4 R R 16
2 MO Y 2 B AE T AR R SR I OT IR R AR S A 40
I B0 oS A 1 200 L D) 38 o A L YG BE AR . 58 A AL
(1) 240 B G R 28 T S 0 A i, D) AR 2 2 T R AT A
Ji o 2L RE S Bt Rl L, AR N — E AR AE—
R ok RO O R e E NS R L S T

FEFEH A MG 5 oAb o R ST L, R HBR
05 T 240 M R4 20 B Sk 45E TR T R B T 4 i 4y Ak
(adipogenesis) I 4% ) BF 98 — EL 2 A AT 56 1 A9 24 8
I FH 33 i 240 53 A AR 3R T IR E S, AN EAE SE Rl B 5
7 TR AT L St 342 figk 210 it 338 5 RN 534k 9 AH B MR G R
) Bt AT DA el I 48 7 i B 40 B = A X DR S ALER, O
o AE e DL AR oG Ak e i 1R B e 48 . BB
05 A M S A PSS 16 i T A B RN € i D At .
/B 3T3-L1 Hif A 7 4 A 2 0 i 0955 e g i
20 A A SIS R B4 B B 3T3-L1 Rij IR W
A O IR S Ao o oS = I A o = A < T U
NN O R NG £ 1 I M = e O
T A0 M o3 2RI Go ;5 SR JE % I 28 b T 4% ik
060 B Bt B wTAE W5 4n i 3 Fl 3 3R (methylis
obutylxanthine, dexamethasone, insulin, fAjFR~ MDI)
HEATE AL EE; £ MDI PRI, AR U400 e ok
HEONCRE E M 4l i 4y 24 —— 50 B P 3 (clonal
expansion), SR 5 Rt — 2 AT 2 A Ak T Bk AR
20" ).

FC5I MR Wu J R. Adipogenesis: One process with two stages (in Chinese). Chinese Sci Bull (Chinese Ver), 2011, 56: 1327-1334, doi: 10.1360/
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B HER HERGIDEIER SRl A E=Si paned: i
T o @ =
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MDI

Bl 1 3T3-L1 BEEER4HE MiES o ER
3T3-L1 ARG W AR SRR i 1 e B TE 3 0 e g
il 3 R TG0 200 LA A B A D o B, e Ak T 400 3 A £
GO Y], HER XTI b T4l 04 B B 1 T U 40 ) MDA 775
SAbEE; A/ MDI BRI, ARSI Z0H0 E SEik A ST B, K5

T — 20 2ok A AU T A g 7 2

1 NRWannE et —mhma by Be g 4RI

Rt feia s

AR A1 55 3% B B 2T 4 20 i — ELA B ) ik 3 T %
Hefih, EATAE 1L A0S REFNIG A, X — IR PFR N
FE AN # (contact inhibition). AR giA W HGE,
R M 200 B B2 48 I — A il i 5 L2 1 Gy H1 A BB
ELA& U B 40 I i v ), Ht A R GE AR, X
ol 2 fk 410 450 300 D AS 2 g 7 40 P JE b 0 7). A
Ub, 3 AN R ATF 0 5 1) %0 R 32 B A D 40
PR R VLG B AW FR0E ASAHS, FRA1555
ZER M, 3T3-L1 AR N7 4o i 225ty 31 2 d R4 ik
T BB, A B A& B R S o 4 sk IR 7 40 i
WERE. QAR A BRI s EE A Gy B, iX
SO g 5 A0 AT SR AN RE R R A T k. R U,
UG EATHEIEA Go BIFF AN 68 AL LA LL 40 i 3545 I8 1 4
ML Ak g e, oA B A2 3T3-L1 BilE 40
JiL R 45 5 o3 Ak B Ok B D 440 M DG . i — P R R
PR, AEE b 30, 3T3-L1 RIS ARG T Ak ks
i, Hh ML BiHESS T A Rs. X TIE
PE7R, 3T3-L1 4 D AH & 300 52 A28 30 A 40 231 1
i AR R A T Y (o T O A AR Ak, T A 10 4] 20
AR S IR YL 0 [T R W5 15 A8 1 1) OGB4 k2
Uk, 3T3-L1 A5 M 40 At 7 42 fal 0 skl 399 35 U oty 4 i
AR A B R, A O AT 55 A I G 0 T W
18 A5 AR Pl 200 498 R A0 A i hy o 5 2R A g s 4
Lo A BARZS . FRATT B 98 45 SR R AL SRR 2 R B F
FE T 18— WL 5E % ] 45 76 1 7 4 B 4 b ot 7 v
P T OCHE R, T E R R L, e g An
JiL 53 Ak 1 2% L 35 A s A R R A AR RS T
22 T F 2 4T o 44
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AT LBy R Y], AR AT Insulin )3
Ak T 58 BT B S L B A 3T3-L1 F AR 7 40 it i
SECTREY S, ERASTIEME; AR LA
B ] Insulin J)3# 12 5% 24 h J5 # ) MDI % &, X
SO A 58 4 T DL A R B 1D 4R . PRI, 3T3-L1
T AE U7 4 7 42 A 417 o) 30 5 BB e 0, Jo 3 W 35 4% 18
MRS AT AR 22 o e AR A s ™. X — 255 5
AT B 5T R — By, B oE BEYT N OR 2
3T3-L1 i i 4l fa 434k T b 7 (s A0 FR AT A ik 52
TARIRTEDT, SR L4 i 4 i S0 % 20 i R A A4
JHJ 4,3 6 SR AT 23 Ak T BE Y 400 1 T AR A 4 JiE A
WIHEAT IR A0 o 22 OF X MR A5 1Y o316 v REAE
AL AT R PR g AR B, DR Ry X e At AN T
B2 Ty A2 R A0 R A0Y, 7R 20 B 3 A AN (] sk [R]
A DL 4 MDI 55434k R 107 4 e

I TR A 7S, |G U7 403 04 5E 1 43 4 ot
FEA] LLAR 8 2 A ARl S B B (1) R AT B Be
(licensing stage), AMIPMR T 70tk fig, XABr Bk
LT 200 R ) ) A (R A R 2B, (2) AT B
Bt (execution stage), #k A5 731k V¥ 6E 1Y 1 g 1D 40 MU 72
PR S5 S R B T A R S 4 i 0 400 i
XASBr Bt Sz T A0 A A, B g 4 Al v RE Y A
JH I 18 Ak T 240 S S A WA A, 2] LR R
ST A A 2).

2 BRI o AR AR A 10 o) - P R 4% e
ER(e

3T3-L1 Hij I /7 40 A 1 4 f 0 o 300 op 34501k
VERAI I OCHE S, 200 B 3 4 5 1Y 3 WL 8t % 1 1 1 5
el 248 1 9 ) o Ak %) i DR 3 Gk R 4R E AT R A
CAHGERW], FARD40 Y4 8 A 3 1Y H SR B i
H3K4me2 FEFIBARMT A 795 K5 874 T #R
HAT B SRR RSN, i T A E L Lk
ATt U RTS8 U At e 43 AR e A, B
W A AR DNA 31 E B “CpG” 5 i B AR A1)
FATHRIWFFER R, B0 H A DNA W SR il
TG PRS2 5 T IR 7 4 Ao A T b 25, 2R ] DNA H
FALIHIF] 5-aza-2'-deoxycytidine T siRNA il
DNA HUEEE RS Dnmt3a, HAWH] 7046 I RCR 7EAL B
22 A 400 0 00 ) A LB R I e, A, 25 0 s 40
S ) B SR R T C/EBPoU I 8l 7 7 41 76 32 fil
il Ao AR HOE BT b A 20 P e Y R AR KO, T
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B 2 3T3-L1 B &R 4B B € i S o iER
3T3-L1 Fifla i 4u a2 ) 3 Ak B w] Lok 2 ASFEXT A ST BrBe: (1)
SR BB, AR T A RE, X AR B RR BRI Gy Y, i
ANFERE N Go WIGEAMIDENIN). Q) A EBATIEL, AL BeRyHr

JIE 07 AN A8 2R (MDD S T 430k BT I 1 20 .

TE MDI 5403 5% 5 3l 19 B A KF D0 A7 B
TR, JEATIRES. el LI 2, il i 4 fh
il 77 2R 20 A B 01 T A B 40 ot R Y R
555002, 7F 3T3-L1 HifR U740 g g o 5t I ik 47
Tl RE 8% 1) [, T 3R 15 o0 AR ) U a8t A% 181

FATHGE, A i 22 0 58 15 18 1 48 06 201 1 20 28
H 2 O LG . DNA 5 FL B 55 4 Fh 3 R R
A7 DRI, 7R o ) B G o] 8 42 0 2 171 57 3R st 1%
B & T TR R E AT TAE 5, BE N iR
I 7 R el o o8 4 < e e 1 E o - £
AR R . H AR XA HL AR [R) A Y i R
FEARZ, (HIRATAT LA 3 A R T %

TS A M B R R T 2 0 A R 4
b A1 ) 7T Ak B SRR Y G SR, ARSI 240
M 132 47 B9 25 (1 U CDK, pRB, E2F 48 i SRk
A KL B AR AL, T X e AR AL E A 0T RE Y I 2 4 R &
WAL B 7. A £, pRB Ml HDAC3 Af
VITERT IR Wi A e i — e sk Ml 2 &, 456
T N8 105 40 it o0 fl Wi 75 1) S B 5 S TR PPARY (1) 3
F by EiFEFET R T, pRB B IR 1b w2k 220G
T, SEXITESWMN PPARy LR E, Mol

PPARy fi§ i ¢ ¢ ik ") 75 12 fol 310 1 300 R R Ak 9
Cyclin D1 [I#:fEAS1%2 pRB —4ES HDACI LI K
SUV39H1 JERUE W), il s 81 PPARy HY
Fas AR, AT BN R G RN 4 T A A THGX
A3 A e 20 B SR A 1 PR S RS AR B I Y DG &R

HR T Z 25 I8 W2 A5 5 e S il il
F14) £ 25 R v T A I R A AR, PR, 4 Al
i 32 T L2 | RS 240 L 2 T) R0 L P S 0 £ 5 3 i 1Y
AU AT ST & B, A0 A KR S RE S R T
Sre, paxillin Al FAK 415 % & H ) Tyrosine B2 1L
ARENT B, A= KT PDGF Hil EGF BB R AL AR 25
FE 1R %% P 200 L LR S T R, T I O R 9 e )
BN R AT & B Hippo {55 L REMS
T Al 0 ] 15 0 Tl 2L 50 0 A T R R MR,
s THEE N YAP REEHENY. HETC 4k, &
/DA Insulin, Wnt, TGFB, FGF, BMP 7/l sonic hedgehog
%6 PSS B 2 5 N5 T A0 A o A TR Y R ik
AP0 T {5 5 3 G A 2 0 o) U ) 2 19 15 LA
S U n] 52 ) 2 R 35 A% 6 1 1 U8 4 7 3202 4 I i — 1
W H A

AR, Ok Z BB F DGR E, 4 4
A AN AN AN 2 PR e Si A 5 i A o 5 2R, T L e
g S LR e S TG 3P, SR PPAR w2 —
A LAY, XA B Y 3 T R U A O —
F 92 5 JR A Y 5L PR 2 38 1 8 45 18 D B AR, AT
PPAR [ 5 (143 11 52 31 i 1y 198 i L 3] e S5 st/ 43
T I A A T P A A Bl A 4y g
WY Go WA MA TR R AN TR 3 58 3 %) 48 g 2 A AR
e FROME TRE A A3, T G U ) 40 L D) = 2o ) 2
i 3o 2R AR (1 = R IR OE 2 AT RE AR R N .
SR, IR LA [ 1Y) B HE AR S K 7 AR AR R ATP e
JE. BRI, i ATP K iHEHE R T
FLEEFL T HMT ()57 X T~ S-Adenosyl-methionine [
B, DTS A0 Y R R A R e 38 21 A 1 )
RABMHEY, G TR HGE, S AN A E A 2
BEALAK S T ATP-citrate lyase RGP, 17X Al 1) 1)
Al 2 I FR A OB B R R A I R AR R R A K
acetyl-CoA; #F— 0 ByMF5E K& B, #0031 JiAes 410 )
JIg 105 4 B o3 Akt #R v R H AR 1 2 AR, AT
Jii 7 440 43 A 2.

LA, A0 R A T 2 A A R 0 O 4
¥ AR5 5 Tl BRI T — AR BB e A AR
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00 2 J M R4 200 g B, A0 SRR /N BRUIE
WIHZA R pRB bR, WL RE S 1E hn i 1D 20 2L rp 4k
B AR S TS 5 AR AT B i R 3Rk,
W] pRB AEAS I SRR i Kl FE 1, ATk
A e HTHAERT 53—y i, pRB AERSIH| PPARY
(1 22 35 17 9 2 M U7 4 e AR50 AR AR L AT
22 i 490 1 300 1% 480 B P T 1 4K B W) (reactive oxygen
species, ROS)I Y FEAR T 1EH AR K A 4, DTS2 00
T AR FE S P X FE A E ROS
A7 B 3T3-L1 i A 107 406 15 s I 40 e 3462, it 4h,
2 A AE A R RN B Be A [ 207 A B AN TA)
AL IR JE A ik ] DL R ARy T B B R R
(LMW-PTP) A {6 P, 328 11 532 i 5] 40 it Xef 45 b 40 1t 1
53 % 14 BB PO FRATTIN Ry, A B Ak B A 30 40
AR T 2K G L 8 4 R R 4 LA 5 e S B T
TE U o3 1 FHEAE FH R 2650 3T3-L1 Hij A iy 4 it 35
Ik F 400 B Ak T BB IR0 G R TR, L R AT 55 S A
25 g €0, J57 3R W 35t A% 1B TR 00 0 Bl IR
SR TR WL A5 P Y 8 T R UL A% A1 IR A REE AT
Jra; M e S B 45 R, 7R A I IR A
AR 7 AR 53 T T RE 4 G £ J5T 3R WL 35 1 8 T A
A 3). %42 00 i S5 i A 07 400 R ) 40 2% D PR AT TR
RIFH AR — 38 Z M R BESE, Z R4S e A
TN TE A I i 32 PR 1) 43 TR ML ) AT 55

3 BTN AEER A 5 TR 8 B 3L
ER(EE

3 ol 10 1) B 58 BT g 8 B R R AR B S
3T3-L1 B WM stdt A T s AT BB, BIRA&E T
AL BT ER S T A R D A0 B RS B s S
PR, BRI E: F2 5 b [ A Methylisobutyl-
xanthine, Dexamethasone 1 Insulin 3 Fr i 25 20 FH 40 g
2d, SRJG AT MDI Y8 R BEARSE SR A 4~6 d,
SUTE B T & A VEZ2 I R RS i A i1 X NA S
SHACRI R G R T, BB Insulin FEAEH]
7 3T3-L1 FIEI 4IRS IGF-1 24k b, RIGIHTE F
It B MAPK il Akt P ##5Y; Dexamethasone J& 1
HIFE Glucocorticoid 3Z & I, %% Z K] L H 1AW
FFITE 55 5 N1 C/EBPBPY; 1iif Methylisobutylxanthine
) 38 1 #7 ] Phosphodiesterase F¢ 7if 4 42 =5 40 Jitg 1N
CAMP [ BE, DTS 26 F1 M PKA, JE T30S %
% sk CREBPL
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3T3-L1

HIBSAR4BAR

E%é

MRESEE
%4] IGF, MAPK, Wnt
% ’ \
= “HARREAE S
5] ; “PpaftiEa It
CDK, Cyclin, pRB é=b ROS, NO, ATP
-~

" REEFMREENES
RREE pNnammEms BROENE PERETEAY

.l
&

P FEal T B ahis ih iR D H VR B R FRILE S MR

B3 3T3-L1 BIRERG 2 M 7E 4 Al 0 I B SR A fL v BE Y JE R
HrER
3T3-L1 AR AR Vs A oA R I BT R R 2, 4 AR
W 2N SR 2 PR RN M £ 5 T B S T ) o T
BT TARE AR IR 4 RPRIRZ, 25D de (B Wi L i
TR AT 35 T I e WL A% A8 i PR 3% B IR S5 SR R B
T IR AR IR RE R Yt (0 BT WL A A M

MR X 3 A DL EAT14s A e 0k
F, BRI RERY 3T3-L1 RUAST Al 47
S IE— A E AR PR TE S, FRATT S = A
A SE B0 2= 98 26 BH, I 3 Fhilk R 6938 SRR 2
F 2 R M R 1 SRR, WO
RAK, EEEEA LSO dogh U8, N8 5 40 i 43
b3k 72 1) S U 75 2L 2 5 53 2 R P R AR
AT S 35— b 52 2% ) 56 DR 3R 428 I 4 AU TR B 2 L iy
F 5T B2 5 05 5 40 M 43 Ak R 4 16 7 5% 1R LA
KEMZBPHERR, B4 @7 T —4 LI PPAR
C/EBP Al % 5 A 7 R Sl % o0 19 35 DXL 8] 48
g1ea39361 AL R BESE TAEBIR A, A XX — K
25 (RBT B Y I AR R 2 M R ok AR AR L W
K g 17 40 53 1) 21 8 A8 R DNA B4 5 45
6 T Wk AL B R 7 2 18], AR e 55 W+
Z B ERAFAE S A A AR, #0252 4 ) JE R
R 0 4% B T B A R AT Sy 28 R S TR R
S, WM AESS RNA 4 F——microRNAs .3 5
TR W40 B Ak i 3 R 4% S B, 9
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miR-17-92 FLHERENSH LM Rb2/p130 A ik
3T3-L1 RASHTAIMIEAT oAk O™, i SR v AR AR 5 20
MINFRIE miR-130, WA LA PPARy HYZIAFEAIE, #EM
00 40 i 23 AR B0 A, AATIE R BT £ Rhfig
% YA 45 N ) A 53 TR 4 58 B 3 P 1)l Bl R Y IR T
(coregulators), FL$% % B [N F (coactivators) Fl i Bl
PO K7 (corepressors), ‘B 1#Z5 T M40 i
SEDR R 25140 B AR, AR BRI 2k 1 — A
B B2 2 TR A 6 19 I 0 200 - 1 5 PR ) 9 R 45

3T3-L1 RIS 4 MLAE MDI i K5 S agwi,
WEEA— RN 5 Y 1 (clonal expansion)f) 4
JOBEFARAS, BIAE 2 d ZEG I N 64T 2 S0 a0 i
24 4y AN XA v B Y I G R A AR T 40 A 43
FEFT T I, — A AR A . RTS8 = —
AR TAEIER, W s bYW 2, 3T3-L1 Hillg
15 240 8 th R % R AT AR A 0 o A6 (A S R
ANFE, Ny B )& 3T3-L1 [ifg 4 i
AL T BN, FRATT S 08 % e T A BF 9 4 L i —
HHE T HRATAATIAGE S Wik s34 1 1k
T E A A0 P e AR R, e R s AT IEH
(4 A AT 22 73 S FUE AR 3k 26 14X 40 it 78 41 i 5] 19
FAT— B Ia] 5 1, #60T LA B2 MDI 55 1M 404k i
NG AN, FATHBFFT I, BACR A Insulin 5 AT
DS 9 A T4 k400 0 3 £ 3T3-L1 Wi B W7 40 M 64T 7
R 118100y w43 MDI B35S 0 | Y B G D
20 B ) T B YT R TR S e BE R X 3 PRI E
Insulin T i B¥ ) — M PERE P .

F LG — AN E LAY (a8, 7E A 508 5 40 A
A3 B 35 DR O 4 X 25 IS, A 5 43 ) s
[R5 67 3% o0 B 7 48 76 3l A9 40 At R 309 98 4 3 1R T
AT T — Pl I v R il DR X A [m) A % Ak 42
ik 3T 1300 A 3T3-L1 iy B 7 40 B 15 56 FH Insulin #1134 —
Beifla), R H AT s Y G B, SR A MDI i
SeNTLUR s 3. %5 ¥ IE R T IRATH
Wr: SEREY I AN NG 5 40 oAb B A 75 1. SER 2
FW, 400 Insulin FE4T 12, 24, 36 B 48 h Z A A
i 1A B f0) BRI 385 FEIN AL MIDT BEAT5 S, Hior b
BMORS5AEGULE MDI i S 1054 22501, 3L
RS B Br  &5 S 3 B, EH: A MDI 4340 i
24 h 1533 B FL R FRIRTERE S Insulin B 40 i 40
PR 12 5% 24 h AR A —FE, 145 H Insulin B0 AL BEAH
Jifl 12 5% 24 h J5 75 MDI b FR 24 h (00 9E 5 A 11,

TR FRAT K b 1k AR AN ) ok 1 R 4 SR R 5
BT FOREY 3G TG 2 1 20 S 3 e S R A IE . U,
B BAEIZ T B LR T R 7 40 i 41k B JE R
PR 2 A AR5

JIg W7 40 B 43 AR 1 <A T B B2 L MIDT 1753 21 TE ik
RE R an e 2=/ T2 4 d, F DRI 4 X 285 1) 44 i T A 1
HAH & RTEX A BEAE T AW A e, FRATT 58
B E RTINS RE M, STAT3 HJETE MDI i
R BE TAK2 BEER LIS, oF A AR IT45 & 7
C/EBPB JEHW# 9\ 7 I, € C/EBPB JEH M
IR0 5 A — AN R 7 KILFO B 2638 ) 2 7 P
(MDI % 2 d ) A& B, RIg55 — i3
F C/EBPa #HEAEH, 456 %] PPARy ZEHW)E 3T I,
EVE PPARy ByFeik™). HAp Sz = MW 5 TAEIR R,
KLF9 fifJ& % Kriippel-like factors (KLFs)Z % 1) £
B2 5 T R Wi 20 M 43T 1) 3 DR 4 I 4% 1 T4,
HAr KLF4 F KLFS 3RS SR R, e
WG C/EBPB HEN B #RY\F AL i PPARy My
IR KLF2 A1 KLE3 AE 4 15 7 40 M 24k il 3 61
P 5% DR 7 DU 7 38 2R 075 5 R 300 ik g T T g e
TS0 h i, KLE15 2518 5 40 0 2346 i 42 2 A
FHE FIHIHS ST PPARy MyZeikiiysls wsh, H
2 S R G AP-1, STAT 2575 1 105 40 it 431k 3F
i rp T B B 2 i B s Bl A R s e R P,

AT A (B $ R AT, 20 A sl 25 1Y £
JE ST 5% R U 40 B A 14D 5 R 8 42 0 4% . R L)
i, T B RN DR s 4 1 B 2 . A
i 5E i) A3 A B At AR e, — HLakE Ak B9 15 S w0a 3l
T, Y e b ) B SE G ok B A k. 3R
TR R, 55 3T3-L1 A I M 40 i /AL A <Fh AT By
Bz A, WE 3 FMEENEZ S, NEE L 546E
S I A i R R R, X s (S
W 0 W S0 B 6 SR T PPARY R8T $E I
SR BAT SR AT R, A PPARy HIEE,
B 5 BRI AN MR BE oAk, TR R S AR R
SAB IR A AE A 2 NIH-3T3 ot 3E3ik, WREHEHi%
25 40 72 B T A0 . AT, fE H BT R I
P TG 5 4 M o3 AR iR 45 Fp G SRR b, B PPARy
JE ME— BE S 6 2 1140 B 43 Ak 14 7040 RLAb B SR {01,
T TR 200 M F) 3 P B 5 o, BF 5 3 3 0 R Y S
BEALEE 7 i, A0 B S 300 20 7 9 4 I 246 5L R 3 R i
b AR I AU 3l g 2= da e kL B — AR 9 3h
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Ty G ST, AR 7 20 A3 R v
PR3 2 ) 265 o 107 322 FL AT AR 5 ) 3 g s AR e 1k, T
PPARy HYFEZ Al B ME— e m s 7. St
FHXT B 2, A 22 ol 400 i 21 T B A VRIS 1 400 i
T LT 4 2 22 BE A0 M ) 2 DA A 9 4 I 45 )
AREAL T LA AR E B B 1 R A, R B e R
517, TBERE 7o Z2 MR R R 4. (R, iE
A A e PR 3 42 I 4 1) B g S e JBORE S A TR 4R i )
PR A — B kA,

4 gwHR

3T3-L1 Hii R M 4 AT LAk J —Ff 8 2 i o3 Ak
R —2 Z i iy <t 40 il (progenitor), A& LLid i i
F% 3K — 4 AR TR >f 8 7 AR i T 4 A 3 R A T 40 e
SR AR AR AL . (R, i A A AL Y A5
{588 AT DL U 22 S B oAk DR A L. FRATT S5
% 4 7 0 A R T A AR R B B Ak B, 4 AR

BN

SRS B T 2 AN R ) R
SR 20 D PN A A A Y A PR <R R AN e S
(92 2 e o3 A R e 10 2 DR 42 1) 24 SR A i 47
2 55 1A TR Y O B 2RI, 7 20 ik A S BE R
Sy 457 il B 12 Ak 410 7 BT, ke R SR 07 A R Y
RN LAY, 3 LA B SO AT 2 R 4 A% b
g BRI A0 N 79T 3h, AIMAE 3T3-L1 i
J0 105 240 L A 0 o) e 52 TR A S D A DR 4 IR 4
52 A TR ) B DU BB s IR M 4 e o P ) 2 )
PP 2% B S R SRR, JE HR AR BN o i
e 2 DR R4 ) 245 11 95 N 2 g A s A B
L 2 7 R B A e e v R B T 2 A R R H 2 A
2N 1) B IR T Bl I 5 28728 I I BE & — AR S S TR 1
B EARSEEET ARG M1 25X 2 AR, BFFE R D%
KM ARG LY ATk, SEXA AR o 1 15T
HaRAEY T M TSP S, LRt
FEMBLEF AR

B S N
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Adipogenesis: One process with two stages

WU JiaRui'*?

! Institute of Biochemistry and Cell Biology, Shanghai Institutes for Biological Sciences, Chinese Academy of Sciences, Shanghai 200031, China;
% Hefei National Laboratory for Physical Sciences at Microscale and School of Life Sciences, University of Science & Technology of China, Hefei
230027, China

Cell differentiation is a basic process for development of multi-cellular organisms or functions of stem cells. By analyzing 3T3-L1 cell
line, which is widely used as an in vitro model of adipocyte differentiation, it has been shown that the establishment of adipocyte
differentiation of 3T3-L1 cells requires two stages: a licensing stage that depends on a particular cell-cycle stage, i.e. contact-inhibition
stage, and then an execution stage that is independent on cell cycle stages. In the licensing stage, the activities of epigenetic factors are
regulated by cellular metabolic states, cell-cycle regulators and cell signaling, and then result in particular epigenetic modifications to
make an adipogenesis gene-expression program. During the execution stage, which is initiated by the induction of hormone cocktail,
various transcription factors are dynamically expressed under the control of gene regulating network, and then result in adipocyte
differentiation.
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