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IS TS A S, R RS LF @M ED TR T EXE
ENAE. REREZZXEUNTAANT G: (1) EA @LS T AN FA SRR
I ik, Pt B bR R F SEAR A B b R e T i K 695 T A AL
#.(2) it B IR KAF R R FAAR K 09 2K B R KR, ST RS I dm I Ab
A2 e mIeNE T FARIAR.
http://www.nutrition.ac.cn/PI/P1_zhanlx.asp

RERn AR o L R H R i Rt R

PN

B

(P EFRREBEE IR A s =, P ERRA G B s R AR O IR R E DT U, B 200031)

BE  EMES SRR R AT E N6 RATRAFAN Z B X A8 i AR 42 e AL
BIEFR, . AT b, RS B 4R 6 AR RIS B tm A B 38 e A am AR RS K sE R, P,
FE W7 b o2 By B B Re T a0 2 6) AL ) AT AR AR B 4m IR 09 AR B 2, i AN tm B AR AR U] 5 ok
2B Aot Z B AR R A0 K. B b, 3B A8 B it oAk 6 gm it Fe o T AR, 45 4 B ARSI gk R TR
By A 7 3k F 209320 ah . R XIS Wy an J e AL R . BRI e AL RSN A SO AR R L AS I e
R IUAE Fa il 42 VA BRG oy fm SRS AL R RAR GG B R 5 7 @ e AR R R AT & 48, i2iR T i1

R E TR W tm B4 B R s e A R R
KEEim NG 40 i, 4k R4

WL T 25 AT PR IR ZHEA, R E IR 4
SRR R4 R Dh e DR el 4z (e i A H
=R A AFAERRT P, J5 & E AT M
(0 D0 2 B3 B R 23 M 1 B8 A 3 A 7 A A
I N =1 A RPN 0 i e TR S AP AW = 0 N
T A RSS2 Ak, B RE AR S PG T A, 22
JIAFE I F LA I LA R LE AR /D o Bt ig i 4l
S35 1 0 0 0 B DR R 98 PR R 2, R AN R
BEAL AR 5 2 AT A M. L2, Al
ALY LF- AT B, Forb BB g A A I s
h FERIAF R R AL LR EOR, A
TR LA DL BN I RE R A 2% B AP LA K
(I 73 Whs B 10 ELAE A LACIBR B 2 UM A i K
e AR T A B HT, BFST R
S T AL E TR S AR EE L T AR SR
Wi~ LR MR O I s DL L I
PRI A A DI O R AR A 7 (Al i 0 3 id e
(RIRE Y, 5 D LSR5 3 AN SRS 4 1k o S e

SRR

1 BRBh4RBEAIESIR

R H R a2 1 ¥R A g 0y 4a
JHL 534 Ay 1S AT 17 00 i PR 5 PR 1 9%, L IR D77 ZHL 2R
Y el AT AR . —FBOR A, ks A g 1D ZH 24>
AT 2R g it . eI, FEpE s
PR JZ I B A IR JZ I A, i IR 2 AR K, —
LBRE A 10 20 B VA2 23 A T TR TR I A 2. o,
LRI 55 0 R A B LTS i A (Paraxial mesoderm) 1 —
k75 Myf5(Myogenic regulatory factors, Myf5)3 ]
1) 41 73 Ak SR €80 T I 4L 2054, g 8 AR s 2
(Lateral plate mesoderm) 1 ] —LEA K 7A MyfSJE A 1)
A8 AH 5C AIEAE 40 B [ s 734 Bt € i 7 40 230 B

R R B E AU RI(No.20100HTP 11)H1 5% B AR R4 4x(No.
81071684)% B H
*JHIAEH « Tel: 021-54920978, E-mail: Ixzhan@sibs.ac.cn
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RN ZES . R, Bk Billon 5V IR, 43
BRI FRIMR)Z I 122 I8 (Neural crest) 41 il th g
W A IR T A . o A — et 3 7, AN (R
A7 7 A 2R R A I 7 A B R 1 B R () ek B o
BRI 22 oS, SREMAbAT T nT ek T AN [F) 0 i
i #H.41 ffi(Adipocytes precursor cells). iX#E4E L%
B, TR 2R AT 68 AN A2 I 7 4 2 ME— KU, T X
SO AR AR N e 5 TR IR 7 A28 % L5 HLARAS [R] 356
PG O8I HER OC R Re EdE— PR &K 1
NI LR, A7 ARG 18] 70 501 40 AN W7 2040 4 w4
JIG T 240 ek 2, AL T T i A4 T 7 400 B P e s v
ANEHE . Tang SFPWRHF TN A, NE DT A 234 w4 g
I 200 B 3 2 e R S A A T TR D 2H 2 A SR T )
i fd(Mural cell) 73441 K, (HX SE 20 i 740 4 w44 i
97 40 B R AL oA = 3T

2 PERAZBRESMLHIRIMAFIREL R H—R%idiE
2.1 BERAZMBE S L H RSN IR EY

IEEGOUT, Ba 423 i 7 40 a5 5240 0 40
TR 1/3~1/2, LU AN R I3 AR PR iA4 T 7 4
Ml PR ARR . b R AN MR AT i . T T
TR 2 43 28 e 2l LA 1] — e SR i 4 P e 5
L NS N RO T s T g e a L aa
fiff - B TR SN SRS TR AR N R R R
ST =, CLFE 2 HE REI T4 40 i 52 (Multipotent stem
cell lines) A AN 41 i 52 (Preadipocytes cell line)FH 5t
AREEFEII AT IRV 40 H(Primary preadipocyte)!'®. 28 fig
40 2R TR 40 R R R AN 7 4
J A A T T AR E, SR = AT AN BT
532 1) C3H10T1/2 40 ARG 41 i (Embryo stem
cells, ESCs). Al 7 41 1 5 H TS H 5ok )z 1)
B, G S BURSIG T 23 25 K 1K 3T3-L1
3T3-FA42 A FINIH3T3 Fi A 515 40 i 3, M ob 2k Rl
FUP S2 IR D 22 b 23 25 HE SR K Ob 17 iR I 1D 4 i &%,
DL IS R EE M A 253 43 25 HE SR AT HIB- 1 BER (5 i
PRI AN 200, R I Le 41 i 2R e £E AR A It i
52, HhZEKHK X IBMX(3-isobutyl- 1-methylxanthine)
(140375 AU AR 1 40 434 3ok R, AEL El A A sl 1
T T 55 15 M 2H 255 T 40 e ) F 4 FH R R R R,
DT A i L 512 110 e W T 7 4 R ) A e 72 o b,
FEXFFASFIR . ASRIPER]  AS[R SRS FUAS [R5
JUE T 440 L 43 AR PRI RE 50 v, 3 SR ) PR AR AR Bl 2 A Xof
PEo Insmax e g i 2 5 B AR o) B PR A4 I 107 40 3
B FREAR BB UAR AT BR AR X e ) i, JUAREE IR I
HUAA TG 107 40 Mt B A — 2 1R ) B, a6 4 i Ay v

B A0 AR, AR 0 4 M 5 B AIC BLAL T AN 23
Ay HAE, X i [ A SR I v SR A A4 I 7 40 i
(R B B o
2.2 BIKREBRAHAE S L BY—RRITEZ
AR A R LG P AN B, 28— N B IR

A0 B IR T A2 ) 18] 78 5140 i (Mesenchymal
stem cells, MSCs) 7344 A 5 7 #HL 40 g I3k 28 1 1 i
PRI 7 40 B, 265 AN BOR B4R I 107 40 I 2 R 4040k
BRI IR T A8 . H T, AR B B A T4
/b, AR 57 40 BT B P BRI R i AN 2
AHECZ, H A IR 17 40 53 A Ay RS seAg J7 4 JE Fey ad
H i D SE A ) B, Hoor A R K300 =N Be: (1)
A 22 5y 3 v [ A Y B (Mitotic clonal expansion): i
STYERE ) A4 T 107 40 M A A= Rl R s i ( Growth
arrest) 5, 7EAE IR E AR 20 RE EWRET,
FOFTE NG . 20t —4C DNA &, 40 1% B
e 2, A TR A TR tH ST 4R AR 1A, i A
JIE 07 40 A 25 FE TR Pref-1 iR IE B W8 /b, CCAAT
A5 1~ 45 A & F1(CCAAT-enhancer binding proteins)
(1) B F1 & MBS FF 45 32k I I s 4l i 73 A (2) 26K
IR B R B B R 2N A KR B B (Cell
cycle arrest) JF-18 H 41 L 55 Y1, 40 B 15 M1 40 i A bR
ST R A ARk, AR BRI AR N F A JSC TR 197 40 . )
JSCGAIG 107 A0 MR B A o e s DRl - sk AR Ak P g
AT BE 524K v (Peroxisome proliferator activated
receptor y, PPARY) A1 C/EBPo. Kim ik, Wik B
FHORFERIZIE, T TG T8 OT B W AR 2R, B &
e AR BeAh, 7R LA R B R, IR
57 40 L RE A8 T AR 7K A T il = R0 (3) s 7 4
BB g ad 2R o A B, IR0 4 3 A% by B
JIE I A0 1 o I A A B ORI T A, TR R
ENi0)=g et N R D TR e P DN T w1 10}
) IR &y R AU R H it = a5 e 2k 2B M i, JF
R WA K () £ 1 IR B L BT, BRI A LA e
PR,

3 mIRRERTAARE S L EYIATY

JIE M A0 6 A o R Bt A A P 2 ) T S B )
A2, FLIAK LT 300 Bl A I RGE AT R B AR . VF
AR R AN RIE AT 70 7 S &
Ao REWFICUESE, JR M A 7 A A e B
AR, 2RO 5Tl & miRNA
P A I s 4 L 1) o3 Aot R A EE VR D
3.1 ERAnYBAES L RIS RIS

I 0 P S T e DR R e S B 5 H ik
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BN . PSR T R FEVER, B PPARY.
C/EBPs. SREBP-1c F1 PRDM16, X i 42 i 15 40 Jfd i)
FSCE TG 17 A0 B 734 RN S PR R B S R e AR T v
PERITF S AE

3.1.1 PPARy  PPARy J& T #S2 iE FKIRFARMK
PG S DR, 2 PURE R P8 24 M) M Jo¢ — i 25 (Thia-
zolidinedione compounds, TZD) 48 y5 . A& N FIAA SR
IR SEAIE 52, PPARY IR IR T A €4 )1 1 2 SRt
NG W ALZA R T B 2 5 1)« Brun S5 MEFs il
3T3-L1 4t P file s PPAR ik [R5 350 il i 204 1)
1K FiAk, Rosen 09 FHR A A/ BRIE B, 6=
PPARy SE R M G AS e TE e 4148 . 2 H 1 kb,
WA A AT A — b IR 1 RE A 7E 51k PPARy FOTE UL R
TR . PPARy pH A T IE 6 1) 3 8)) 75 5%
TP Rl A, B PPARJL Fil PPAR2. L2
I, PPAR 24 S 225 T 1 iy 40 i L g 77 &4 L )
I U, SRR A otk e R s, 5L
A% 2 ARARALL, PPARy e8I it e 57 o 1) L PR
JA 8 X3 AEH TG (PPARY response element, PPRE)
RAYEE IS ThRE. ENRi g e, PPARy 254
A X Z AR RXR) LA S8 R AR 1 200, 8l im
I 5 A S TR 7 PGC-1 sl IR 7 RIP140 2545
S U, e SRR B ARG A DGR PR R It v —
R . HAT, PPARy 755 7 40 M b Py P50 e A4 v &
BRI o SRV — AR ] = ) o 2 AN R T
R RAE A BRI AN A1 I 25 S0 Ak A LT A&, 15
KL BOXLERAA KT PPARY GG, HA PR A
FH AN B ELAE G 7 4 e vh SRA i A Do BRI, DG
PPARy #2H6AL HLE] H AT AN 2 o

3.12 C/EBPs  C/EBPs)& T = R TR RES
FREE A KR, RA WSR3 K DNA #5551 CCAAT
BEHTHDEE, A5 o B S =FHIERINY, C/EBPs
(1K) = Tl MV 75 3 3 3ok Ay B8 4 A R 3 TR 96 58 R i)
JUEE P 4T ] 25 A B K ot 80 1 0 7 A B, S g s 40
I3RS [ I 3 4 B2 /E U9, C/EBPB M
C/EBPS & JIig J1 41 a3 A0 - WA TR 45 R 7, 22 Re e
i S PPARy FI CIEBPa [ 33k JA sh A R {5 2,
LR I 7 40 Ak L T BB T ek D20 BIFAE R A,
C/EBP HI CIEBPSHE M il 53 S IE T 4H 23 & 243, 1
CIEBPS#1 CIEBP S Kl fi 2% 1\ MEFs J8li3 7344, 5E ) 4
B TR0, C/EBPo fi Ik T4 4k B G i 40 g v,
=R B M A0 PR R 2% AR 1 R 2 R B ) R
WEFLR W, CIEBP o A bk BRAE A JE A A AL T
R It b, €2 1 1 2 SRR € g 7 4L AN REAR
Hi=RKe. eAb, AN A 5k C/EBPa. I,

HNRWT A DU B 2RI >R, C/EBPs X IR A pe
AHLLPEAER, AR DTSR T AEATAT
— Tt CIEBPs il BB s AMIEAR I PPARy, #HT LA
PREILNR WG A b3 I DAL TR ez, Cf
EBPs ANAEAME L PPAR y bf i 7 2 232 1 11 52 1«
SV IR e gt JL 34 W C/EBPs 18 i i T R A I 40 i
IIRERE T R A AR, (ECHLE H A I ANE
4. IR/, PPARy F1 C/EBPo. #1136 X HL A 4L
DA FRORF A, AL T 9 38 T e B ) 1D oo S I
J07 448 18 2 A 4 1 P WL R T A e B 221

3.1.3 ADDI/SREBP-lc  JH[i 4/ L yE ¥
(Adipocyte determination and differentiation 1, ADD1)
TR ] 2 8 7 J5 AP 45 4 B (1 (Sterol regulatory element
binding protein 1, SREBP-1), &I K AE AT A R
R —JERE G P2 AN LR TS T IR AR 45 B T 4 B A
U LA R JDEL ] I 5 RS FR) e 3 2 IR 5723, SREBPs 5 —
FF %4, Bl SREBP-1a, SREBP-1c il SREBP-2.
1, SREBP-1c ik T H ORI 400, B o iR 4n
PRI B e, A e A D5 5 1 A S 3T3-L1 i
PRI 5 4 i o AR I AE ] . BF 98487, SREBP-1c 71
FIEFAE Ry 2 e b g vl =R PG i 3 5 A
P73 (1) _LRIRIIR & el ZeAh A A i
BifE RE ARG A VORI B IR 05 I TN I R R0k
Wity 55 DAL A e T T il =8 5 Y (2) s
PPARYy ik 5l i 175 5 PPARy Be A i in H A4
JIRTEAE, (et T 07 4 L o3 A2 A H AT ADD1 Y
BIL A PR 0T A0 1 AR FELAR 0 A 58
P, DR R S4B s TR B 2 3 I s 4
A RE AR AR . BeAh, AR IR
A o A R T A E I ANTE 2

3.1.4 PRDMI16 PRDM16 (PRD1-BF1-RIZ1 hom-
ologous domain containing protein 16, PRDM16) &
Spiegelmanfift ¥ 2H P I A LA AE W6 YL £ g 107 4
WA B SR S R T, R T AR R A .
IR IFST o, PRDM 166 10 1o 2 R i AR ik
K B R B P 0 45 S e R U R B JR 3l 1B, R
e T IhRE . (ERTIX A G5 B RS TFANRESE
Mg HE 0 K 0 1R s 0 R 2R PR 2 27, X 3R BT PRDML6
Ty B H R 45 & LA HE A0 A 1 ) A R 7 AU IR
LRI P I8 e = 7 AN R 2, PRDMI6 AN BE
SR 1016 017 20 R €0 D 40 B F) T 28 2 AR Ak
FIEEZ N, PRDMI16 2 #8000 55 R S 4 4 2 1 1N
2 (C terminus binding protein 1 and 2, CtBP1 and 2)|¥]
FR s A IR 40 i R DR IE, A 5 PPARYyAT
S A PGC-1 AAT ELAE i i 32 4R A Al AT
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T P = G DR (1) 2R 0Y . PRDM 16 26 PR i ok Bl 11
EROOIR T2 5848 2k T 7 B, M AEAAR MG TR 1)
A0 I 1 40 Jf H 53 PRDIMILG 356 IR ) 5 3850 7 4 it
e LA AR U 7 40 BUARF 27 . Kajimura 2509
(RIIE TR 7, A5 R4 107 40 )i Hh % A PRDM 16
S M ) T 7 M 23, K €T D7 4 R S
PR DR 02 52 B, T € I 4 TS e ek R PR R
LRI ARSE R I RIA B 0 . tb4h, PRDM16 HEWS IR A
TR A RR ORI A 2 X3, I HIXAEER
ORI 2R X S R AT ER (IR D7 40 i FA D fig .
2, IXEERIT ST 45 LR BHPRDM 6 fit % 18 ik IX s B €6 5
J177 200 PR S 1) 5k R 2k T ke o L A R
3.1.5 HAesEEHET i IR He R4, &
A 2 B AR S PR 5~ I 97 40 1 0 Ao e R v R 4
BLAE IR, Gniy B0 11 Rev-erba X/l ARNT ¥
[X]¥ -1 (Brain and muscle ARNT-like-1, Bmal-1). 4fl
i JE A 2 1 S 1 33 4/6 (Cyclin-dependent kinases
4 and 6, Cdk4/6). 4 A -D (Cyclins D),
Kruppel ££#% 5% X ¥ (Kruppel-like factors, KLFs). 1
A B 4 MUlX+ 1 (Early B-cell factor 1, Ebfl). GATA
4i45 R 11 2 i1 3 (GATA-binding protein 2 and 3, GATA
2 and 3)%5 . ARATT6F I 7 40 B 24k A AR F I A4,
K2 it AL Bk LA o B
SKPR T DIRE RSB BMAK L, Ja 7 40 e oA i e
SEURPEHLRT-23 52 2%, X1 N DAV R LA e 1A
T T R 2 s DAL -1 1R 65 58 AT H A I U A
3.2 AR AR (LY S S B

2 Tl 2= A AR A DR 1 B 107 40 i e A e e
A BELNEN . TSR T s, KR
A PR - AEAE I I 07 40 P T R 5 32 AR i, 48
ANTAME 5 38 B A A% 336, a0 P e i PR PR B T 1
5 NG 05 240 B 1 PRy A sy RT3t M, T S0 g M7 4 i
ST
3.2.1 ARHFEH ey B TR TE%  AERE
PRI, I i 25 /R B 2 AR PR -1 (Insulin-like growth
factor-1, IGF-1). cAMP FIHE 57 i (Glucocorticoids)
SE A ) o A BT T R 2R, (AR TR/ I L
JIIANTR] o BB ZR /R A A AR 7 -1 e A R
REAE (L3 i 107 40 i oA PR DR b T R 077 4 2 T )
Bl 2R ARIR D, AR A% K2 1 Il IGF- 13244
P ¥ PI3K/AKt 3 % SEHL o PI3K 0% Akt/PKB J5,
FECGLUT1 M GLUTA e 2 A1 I L, A % B,
At N5 Iy 240 B -yl =585 g n, 535018 10 40 B oy
B, cAMP Rl DLl I B BRIk cAMP WS 1) 5 5%
[A-f"(cAMP-activated transcription factor, CREB), I

i C/EBPP IR 1A T 2E N 7 40 B oA B0 R 24 ik
JIG 7 4 B 73 A4, PK AGE 2% 77 A8 () c AMPIE H AT 7K i
Hvh = HERAEF, DX c AMPX IR 5 40 Bt 2346 1 46 H
ML A R Tt — 20563 . B i & e 5 )R 10
Y B 2R 10 FRRE R B0 3R 52 AR 45 5 (Glucocor-ticoid
receptor, GR) - BE 434k, (5 H Ay LT e 56 A fe
FEHIBLEI AT AN 4
322 WHIRM e BT AAS 5aE sk IR
A0 M () o A RE RNy 52 2R S AR R 40 i R
IRl S AH OG0 % i s o o, e 4 2R K R
(Fibroblast growth factor, FGF). %A K KT
(Epidermal growth factor, EGF). L/ AT A=A 4K [A]
F(Platelet derived growth factor, PDGF). #1b4: K
[A¥-(Transforming growth factor, TGF). MR ZE A
¥ o (Tumor necrosis factor, TNFo)Fl H 41 g/ 25 1
(Interleukin 1)%%, 3= 238 {2 7 R 50 10 I 2 0
(Mitogen-activated protein kinases, MAPK )i i AT R
& PPARYy I3 77 XA 7 400 23 A B2, 28 L) Wny/B-
catenin 18 2 10 il I 1D 40 L 04k oy — S % . 4
W IAE 54> T Watl. Wnt3a 1 Wnt10b 255 i
17 240 0 2 TR 1) 52 AR 5 5 I UG 1 R N, B-catenin
SR B T IR F(T cell factor, TCF)#44
HEANA R, Wi sk T i PPARy fil C/EBPa [
AT A 4B 4By, B T 27, Hedgehog 1
% U EAT I T 07 0 - A R A, AR D T i
ANTEFECY T 57 40 M e ) 208 B A 4 AR AR i B A
MM X6 B 53 DAL 1) Bt sy 48 sl B 32 i 18 S B
fR) o BE T H FTAE FBLA AN A ) — sead i,
VR RS L RIS A7 A T 30F 20 R dit
3.3 miRNA BZRERA4R A 5 14

miRNAK P51 AR5 /NRNA, fEi% 5 EmRNA
(1) 3" JERHE X gl 1, T A0 R R DR () R 1R s HL R
BT R 5 Ja R o Bl BB 50, a7 40 i 4k
A2 2K FE miRNA 5200, Horp—28 miRNA fef% 12
& LR T AR DT AR 204k, B miR-17-92. miR-27a Al
miR-27b %5, WangPI[{IHF 7T £ W], miR-17-92 1 4
1] Rb2/p130 Y] mRNA 171 {1 i2F /i 44 i 10 4 734k, . 2
HIPTIR, WA AR T 40 i A S8 ARl A A A KA s, 4i
LSRR S IR PG N A0 i ) 390, 220 v e
W 5, A4 e T AR . (ESLIERE T, 41t G,
ST S R AL AL T e sk IR 7 B2F 48 I, 1 Rb2/
p130 5 E2F A M H S-S0 T E2F DhRe ) k4%
M A0HI40 73 4%, . miR-17-92 AENS 4547 Rb2/p130
() mRNA I, 3 g BHLAG FCRE 3982 Rb2/p130 1
Zeik, gemfest AR 4 204k . Kim S5E060R]
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Karbiener Z5£WF 57 & I, miR-27a F1 miR-27b HH.HE1%
T s R ) ] PP ARy (192852 0 ) g s 4 B 2 4
VE HAT O S e T —LeReg B B 1 IR D
ANH 3 A6 ) miRNA, 1H25K 2 50 miRNA 3 A ) 3%
IEANGES B35 PR A o DRI, S 7R BRI HY
B2 1) et (2 35 M 45 05 07 40 B 23 AL T miRNA. 31X
LEmiRNAF AT, ks A ANATTSE IR ZI R T e i 10 4
H ARG T AH AR R AL B 2 1 B iE 2%

M2, Mg e g i o2 k. R
B A M R P AL TA% O A, {H 2 SR PR
SRR ELAE L A5 5 0 B AT miRNA S50 H A s vy
P R AR A R 2 () s e o i 7 40 L) oAk X6
T NG 40 M A LAl ) A T T A, K A A v
IV I7 R B it o B 1 8 2 2 R A

4 RERA4RRE S LA R P fFERYiE) L

H RN e Ji i 4 i A I R AT 7 3ok 4
TR T i, AEATSSRAFAE — SE T Bl B R R .
SEABATIRTE: PR I 1 240 M PO At ) AL, i g s 417
FERRG P IR B R S ML AS R 38 2 His s 4HL 2Rv ii
PRI 4 L PR DRV o S T FE R, ANIR A (1
M L RAT TR PR (3 PR IA AR, Hoh R E AU
TR I AN N A SR ME—RY o XTI L [
1] P, R DA A7 28l Mg A 4 e 1 RS [ A6 g A 4
SRS PETORSR I rTSE (1T B AR nTRE 2 MR it
PHRIT AL BEDTRRIK ) o 53 b — M A O (1)
)2 H I N S DR Ao ke 32 G 107 440 B A K 1
el o i 2L EARE BETORL 10 53— B B J AL F A
HEHan e b H h =B AR R . RE H AT A2
L0058 T A0 70 AL BT 0 5 FR 8 S PR, TIPPARYy
A5, ELILAE IR 07 400 23 A R b B4 T BL RIS AN
B o T CUAN SCBE B s DA #U L [T 1) B RE S IE T2
WL TR TAEEA. Ba AL EIRI 2, K
TR IR AL R €I 40 1 T PRI RIE 5 0
5o B ORI AL ZRTF AN S B s AU 1) 7 2,
HH B IA RENS I FE RE R 1Mok D g T (AR R o B50E Lehr
GBS R D IAE IR D 21 2005 3 R R €0 I D7 4 i
FEAR AR A7 A, TRV 1 60 I A0 M A € I 17 24
WA AN TR FRIAHL AR B, (E R AFERS S8 26 1F B R A
Ao DRI, st B € 107 40 e S FLRRAR I 5, A7
BN G A A P 7 A R AT 2T B
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Developments in Regulation of Adipocytes Differentiation

Da-Peng Ju, Li-Xing Zhan*
(Institute of Nutritional Sciences, Shanghai Institutes for Biological Sciences,
Chinese Academy of Sciences, Shanghai 200031, China)

Abstract

The epidemics of obesity and other related metabolic diseases have focused worldwide attentions

on adipose tissue deposition. From the cellular level point of view, body fat content is a macro expression of

adipocytes number and single adipocye volume. The number of adipocytes is decided by adipogenic differentiation

rate of pluripotent stem cells, and a single cell volume is related to its triglyceride accumulation and differentiation

degree. Therefore, understanding the cellular and molecular basis of adipocyte differentiation is crucial to develop

strategies for the treatment of lipid metabolic diseases. This review highlights recent progress in the field of adipocytes

differentiation, including the origin of adipocytes, the in vitro investigation models, the general rules of adipocytes

differentiation and its regulation.
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