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RN FBF T 2H) R A IR INE i Fo AR AR S AP 45 L B s RARAL, A7
RERERMAAKX LR, 5080 B T o3 5 ARNA £ ) F 2 fe Aol =A%)
BT LA 7 QA AR A B B TS RS Kl 69 R 4 4E A, 48 &6 I 2 @ 41k
g9 A=A, AESABRNART fEZ KA A4 1E A .
http://www.nutrition.ac.cn/PI/PI_yingh.asp

wBEEMEAMRSEMERMEFENX

A N TR e VR -
(PR 15 90 5 AR e B, o BB 58 L2 i B S0 b 2EJR A EAUT, L3t 200031)

WE Al MRAFEEBERWAL. AT ERALMEEREOHE, B ERN
LAY R AT IE L 7 MAR R R AEFAVR 09 BE S AR . B4 AR I PR R 4548 & B8 i 4 4R
s e ERA LA T AH], BB T T HERTAL LS RRERBIR Y P A M1E 58
35 5RO X TG RN LAF IR AR E 8 2 R At 2RISR T ) ERAR R, M A K
TABENE LR LR A RO 6 T RABE T BLAARIE . AR T L5 RAF LR INGGAE E 52 Bl
R LAZ b AR ERA R 092 T @K 5 TR, TR T SR TATR 8 I R ey Je 6
T F RO A 2  TAT .

KR ORI E R 5 S IR, Feor s LT

1 #BEAERRHER

R4 Dy e (AN [R], IR 2L 30 A 44 N 1 T s 4L 23 3
B3 ok 4 g W7 4H 23 (white adipose tissue, WAT) Al
5 i 1 41 24 (brown adipose tissue, BAT)!, ‘& 1]
IIAAE SR RIR 5y, EABIER. 70 Thid Bl
AR (D). H P WATHER DL H wh =g i B R
AR BRI & AR e, (RIS SE REAE A N 23 Wb i
B 43 Whadipokine (4leptin, adiponectin), 1F H T %¢
IV g B R A T HLAAR I Re 2 AR . 5 WATAS A 2,
BAT [ 1 H A2 10 o S8 A0 IR 7 R ke =, 71 S8 VA B 85
PR AR, B FENLAASEIUN I e i, iR RS
Al dEAhTE, WSS AEOE, R NS0 g BATH
AETH FE N AR20% I JE At A U BE 72 . BATIRIX — %
PRI fe 5 L5 ¥ % V) AH OC . BAT H #6415 107 40 A
F 5 B A AR R e € T T AN R R T
oY L N DN SRR SN == €5 1A% NS S S EE 53 VAT N

P A BE L A A — ol 2 U S AR v ) A £ 38K 2
UCP1(uncoupling protein 1), ¥4 5| 1% & 15 46 €4 JIg
20 ML PR E R AR S A 28 SR AR TR ) LA
e e, & iR i 3h B, W UCPT. UCP15]
HEC ZRL A SR P IR ) H A 38 FTAT P 7™ A g A 1 A1
F, AT B T R A AR 1R ™ RE R, KR RE i
PAIGAE T UK, SR BAT=E & 1 108 1 G i 1)
SRR

Aoy 0I5 07 40 1 2 A PR TR AR LR LL AL A R
SR RO A PR IR 7 40 A 3 T F A SR
20074F, WFFTN Gl nd fiik K Bl —Fi g Fk yPRDMI16
(PRD1-BF1-RIZ1 homologous domain containing 16)

FPRHSE T R, B #9738 (No.2009CB919000, No.2010CB
912500), [ 5 48R FH# 3 4:(N0.30970587, No.31070679) A1 L 111 [ 4R}
2 5545(No.10ZR 1435000) %5 Bh 17

*WIEH o Tel: 021-54920247, E-mail: yinghao@sibs.ac.cn
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Fig.1 Key regulators in brown adipocyte differentiation and metabolism

(1093~ 75 1 107 240 T 73 A 2o v i 38 G B 1y U 428 4
B XF 0 1 e L 0F IR IR, BATH ) I 115
A0 M7 A U5 E My f5+1 UL AR I, 5B s DLAH A7 3%
[ () 0 AR UE, T AN ok 8B IR I 20 23 b 1R i A
AP AHIE, Jy—SBHFITIESE, R 5 E WAT
Hh S I RICZE B 48 1 T 07 40 P I SR AN i e i SR TA
UCP1, H1JAF BMy 5+ 40 il 7> o >k, 785 K 5
L5 S BATH 141 AR AL AH A .

Ay (I 15 40 2 e 1) 78 J52 2 Jfd (mesenchymal stem
cells, MCS)/ ki ok, 7ERIIG IR K E. 5T
N G BEN I BAT AL AE /N BT L 30 P AN 4] A 1) 22
JUPAFAE, T BEAG A e T, O N IR BAT 4 +F
BE BT~ M ) L)y B 32 W 9/ L 20 k. 20094 AH 4K
R BZAENew England Journal of Medicinelt) JLINAf 5%
S5 RO T X W0 3@ £ L TP PET/CT
(positron emission tomography/computerised tomogra-
phy)FHEFEA ) 73 B, BIF 58 N B3 AIE SE R A4 A 4
FEAE AT DI REBAT, 32 255 A /2 85 A0 R EE 2L 1)
i A5 A B CBL A 32 B ik R 3L 32 20 50 Ak, Wt
FaE Rk on, NARNBATF HE#] 5 BMI(body mass

index) H1AH IR, IXFR I G AL FRE R IAMA L
B, X R BAT 1) 2y REAEHCP U e 1) — & 1
H.

T FRATTIN A, BT E B AR R LA 7
FERE ), & ARMRER B CLUH I = He e U,
SEARBAETERILRE . % IS SIBATIE4ERE N A RE =
SPA8ET T BT RS B A, DA R G st i K T FE RE B
IRES1, BFFTN 51 22 A8 Bh B 1S BAT 5 % #% #BAT
() 75 V5 SR 4 v BB R 3 1 B S Vi FE /K1, AT I8 2]
LI H M, S T AW 58 385X 8 7 72, Fofl 1 22
00077 T e ) P 4 € 0 7 4 L A 5 AR PR T 2 L
Hillo DL, FRATTH 0T 35 4 R 4 € I i 5 Ak 1y —
O R R R S AT SRR RN S (K1)

2 BATH USRI REPIEEESERK
2.1 BMP7 (bone morphogenetic protein 7)

BMP & TGF-B (transforming growth factor-p) it
FEP KA, 2RI ZRAERKE T . 84
kB2 K HLBMPE 204> X BMP{5 5 ¥ 3
FIWT 5T R L, BMPEE FH AR A BCAA 58 5L R 2%
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=1 BEREREASE AR LR
Table 1 A comparison between BAT and WAT

BAT

WAT

B LNV N1
Mo Ai
ML

P T RERE

SRR MR R 2%
M (A T BIRZL (D)

LA L

ALJEAZE ST

i 07 2 e £ 2 3 85 15~60 pm

AN M AZAL T A0 Y o 7]

R o AE 2 7 =N

23 DALY (RTE AN 'O NN |
ALZNA AR RS o —

BROES

UCP1., PRDMI16. PGC-1. CIDEA. Deiodinase type II

AT HER, NS E

[R5 NN = 0 NI 11 @1 NI G 317 N -
G BT

1L 55 78 2

SIS R AT AN 283 I

i 077 40 . 5t 22 7000 5 5 ) 5 25~200 pm
ok AR R (DBUIEZ 3

BRI, o5 4 A 1.90% ) AR
RiRR . BN K

MY N FIEER 2, FR 2T 2 20 AN 7 4
RIP140, resistin

T2/ Ay 2 R VA T V% 1k TR 52 & (BMIP receptor TIHMI
ActRIIB)4f 45, P47 5717 52 A (ALK3/BMP receptor
I A. ALK6/BMP receptor I BFIALK2/ActRI) {2
BERR AL . WERR AL TR 32 fA o FAT 22 B IR/ 75 Z R T
B E, E RERE 52 AN 7 1~ Smad1/5/8 (R-Smads),
5| E2R-Smads i FIC ARy i1k . IR 1L [FJR-Smads
5 Smad4 % & Jn Heis BN, AEHAB S S 1 (10
RN, B R S 2 A W 4l 5 2R IE DA A i 5 X
Ik, PR ) A

BMP S AN [ % 574 6 A5 1 440 1 A A8 i) il A
H EAT AR AR o Tseng® ™ ELH 22 FBMPs & B,
MESBMPT fi it 32 (001 107 240 ML P 20 AL 3 R UCP
(¥ 35 . BMP7HES 35 2 I i%p38 MAP kinase Ml &
"I iiF ) ATF(activating transcription factor)-2, Jifl i
PGC-IRBGRUCPLI R ik, SoRiiR A pe. th4h,
A FIBMPT 5 T 1) 78 5 AH 41 i 17 463 €74 )1 17 40 i 3%
SE ) 734K, R 1K e RS A 2R AR A, T LUE
kR IR T 1 2R, I HAZ A 23 7 v 4 € )1 197 41
WA R BMP7i b ), /N R IG# Rk =, JF
H58 @ AZRILUCPL; 1 i B 5 /v 3 I BMP 73 3%
T8 S 1 0 /AN B P €0 T 0 L, 5 1k R R
FERHG N AR . e W, BMP7AEHE {0 IR 1
A o P R b A BRI
2.2 Wnt (Wingless-type MMTYV integration site
family members)

Wt (Wingless-type) %< ik (Bl 2 (1 LA 5 73 30 Al
For bt 7 SO E A A R A S ™, WNT
FIEA L 104> G Wntsl P A2 #8410 i & 1
Frizzled(Fz)/low density lipoprotein (LDL) receptor-

related protein (LRP) complex4f o 1X 45 52 A% £i5
FAEH 4 N Y Dishevelled (Dsh). glycogen synthase
kinase-3p (GSK-3). Axin. Adenomatous Polyposis
Coli (APC)Fl #% 5% il ¥ [A ¥-B-catenin. FHGSK-3/
APC/Axind] 1) 2 A5 1A 2 5 21|B-catenin 1) £ [ fig 14
I I B, 4E 5 H K A B-catenindE B /K . 2
Wt B A5 O I, [ A 3 AR 1 R, B-catenindE i
AN A% R . B P[] B-catenin /] lymphoid
enhancer-binding factor 1/T cell-specific transcription
factor (LEF/TCF)5 ¥, s IR 7 AH ELAE FH, AT 52 T
Wl Sk o ZIR BRI Wt £ g 4205, Wntfis
5 38 % 3 AF 7 A T B-catenin 1) JE £ ML ig 420
HT T Wt ) 28 g 45 L 098 52 Wi 46 €0 IR U 40 i, A2
AT AR ISR TR
Wnt10afl/5iWnt1Ob/EBAT P 3 1A, Hf H b &
ey £ 1 105 40 B PR Jl A I KT B, TR i HE )
A g W A AT ) T BTWNT!S. . Longo4!
AT WEFEWnt10b7E /N A4 3 S T 75 490 1 T 1 5%
Wiy, ST T M 0T A 2 S 3 T8 Wnt 10D ) 2 26 DL/ Bl
(FABP4-Wnt10b mice). i 1] % I FABP4-Wnt10b
mice & TG i 23k & 52 BH, R INK50% 247 (1) g
Wi Z e IEHKE AT T, FABP4-Wnt10b micefit
TP IR S B NEIRE, 78120 0 T 52 E ) S ok, JBR
By 2 UM s v HR WU R BIBATIV K A 32 B,
JE IR ) 4 44 W42 30 WAT, L BEAS 6 IABAT ) 43
FHRICUCPL, W ARIAWATII 3 Fhiide 4 T4
PR, XL DR /) B AR AN B 08 ZE 4 A% O AL,
50 18 WIBAT A A Dy fie ik Bt ™', Kang 5" HEAT 1)
PRAN SR v R I, Wit 1ObAI IR (9 15 5 40 e 7 AL
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PPARyFIC/EBPoAt 5%, XFUCP1H 1] 5PGC-10fF
Ko MATEZEN T FHEE /N (UCP1-Wnt10b mice),
fHWnt10bAk TUCPL 5 2l 7 # ) K, M4 7 il
BATHF 5 (1) 1 % A Wnt10b. 20 2414 1 & 3, UCPI-
Wnt10b/) BT I RIBAT A W0 56 45 WAT, 41 ffd P 43
5 R 0 A I A IRUCP1AIPGC-
Lo KPR B, Gk Ak il 5 A 52 2140,
IMPPARy. C/EBPoi ik /K V- ANAZ . X LEHJF 5 KUk
S SR WntIE B, BB s 1) €5 7 Al B 1) 1
JE T AN M Ak o AR, AT TR IR, AN A 52 214
Bt/ B, 38 S ob/ob s R A N [JBAT H1, wnt10b55
UCP1HIPGC-1o S HUAH & (AR L&A, iz, Wt
R 00 11 469 €0 IR U7 7 A 40 B PR 23 A 7 38 11 4
v, BE R R £ IR 1D 40 MR AL o

2.3 A% E A (pocket protein)

14587 At ffretinoblastoma protein (RB). pl107
Fip130, © AR SE2FH SR 1 KRN H 45 4,
00 1) 0 R (10 B s, AT A R 4 S0A% 40 B S 31 g i
AR FELAER U, pRbE =3 8 S K I RERS 52
Wi JIEE 07 40 B 23 A R BE BT o pRORIR ) /)N B 7 4 9 11
FAR AT, PRI OC TpRBI) R 2 KU 58 2 A A
ANSEIG R EAT . X EEEF AL RERIp107 p103”
f{Jembroynic stem (ES) cell|r] i Jiij 40 It [¥) 5 [7) 50 1k
R, UCP U AL AERD 14 JIg 107 40 L P9 4 75 3 0k
PGC-1ofERL™ 40 g A 7K P T oAt =2 . il
TN U AR IPMEF (mouse embryonic fibroblast)fjf
FUAS 2 T RbgZ I I 40 p o A R 1945 S . Hansen
AR SRR HIEL, RP MEF#GE S0k
I I 40 P e A o 7 2R AL T WAT 5 BAT ) 731
bRt % ¢« UCPLETE J5 & b ik, PGC-laft )& #
TR IE KT B iy, HL RS IR 1R R A 7K P R AE
BATHUAH . HLBEU 4211 45 S WoR, 7EpRBER Z (1)
I 0 0 v ok AR B 222, 4, pRBAZE 1 4] 5 i
PG T I 400 D T R TRT W 2 51 RO 41 i &) 39
BB AR BTG S, pRO AN 10 I 17 40 Je 1 J) B 42
W 7R, Foxe2 & RIS F1 04 75 7 1, Rla AL
CAMPZERIPESE I AMP I REUENE o TT4E 2340 1 53,
CAMPHEUER I 34 N g 0% 42 S CREB TG P, 21 75
PGC-laff &1k, & # 1 N i K 75 EUCP1 £ ik &
P Lok A M. AERD () G 107 4 oAk e R e
Foxc2 FIRTou )2 iy T BF A B0 o 3t V5 ] LA
I RERE R A AR TG D5 40 i B A 8 2 (¥4 € IR

S ML RFAE . SR A FE M) 55— A U p 107
RE S 0 I 10 40 M 1) 4046 5 ). 20054, ScimeS5 I
FU TR, pl0771) /N AR A BT (1 WAT#S § BAT
X, FF HWATH H I 22 53 0 40 i, o PGC-1o i
UCP-13¢ 1k & FF &, 5BATZ AL, A8, pl077/h i,
[FIWAT 1 pRbA& K 7K P B o B H B, flATT i)
5T & BLpROAE [RIPGC- 1o JE 3145 & HLAm %
Ko T AATTIA A, plO7AIpRbiE L i 7PGC-1a ]
FEIE AN AR 7 2H 23 P 985 1 1 3L ] i A4 4 i [
1 EL B T 1 17 48 1 234k o

2.4 Fi1%IAR % (prostaglandin)

RUZI IR ZR AR W IR A i >k, 2045k J5 721 %,
A5 — A U B 45 82, COX (cyclooxygenase)
AT IR Z AL o B rp i PR g . COX-1H1COX-2
JeCOX [Py Af[A] THg. HrhCOX-12 4 i ik v,
COX-2/¢ 1 G HKIL A . COXIH— > HB 70 it AL 3k
DR L, B — 537 B4R AR DU R RO 43T IO %%
1k iPGG2 (prostaglandin G2), $:35 Hlg (1 55— ANk
I EAL I A I N, PGG24% AN L T34 i i PGH2,
Ak JE BT B IR 2R

LI HRIF 5 A B, AMAICOX-2 ] LAy i 8 i 1
5 R /N B R e AR R T e e R I
KUK COX-255 A7 FE K 22— (1) /Iy BRI g
2T 2010k % 1 Science [ — K57 8 7, 7E
WATH1COX-2/2& & F IR 345 5 18 % 11— S 208 4y
T, K TWATH 5 5 I e €15 107 48 M A2 0 75 1
HU A R 25 B A2 A5 5 1) 20 A0 1 ) 78 o 4l i 2L A B %2
(104 €5 1 07 40 B PRI RS AIE o AEWAT H 3o 3R Ik COX-21E
75 FBATH) M 3k(de novo)a) 53, 47N i 1) g 194 €,
B 1k IR B g RS I/ BRUIEIHERY . R i R R AT PLoS
One F RS RAUESE TIX— IR, IR T
COX-2XfUCPLH5E M. AT A IR, 2815 5 WATH
IR FRI AR (5 15 15 4 0 UCP 1 2634 (0 T-COX-22,

3 BATH L SRIFPEZERMERE TS5
¥

3.1 PPARs (peroxisome proliferator-activated re-
ceptors)

H #7iA 4, PPARY $iPPARa.. PPARyFIPPARP/S,
s R UL 0T R A WA A% =2 Ak . AT BIE S84 3E Sl
TR AN L83 AR B 1) 250 2 PPAR [T LA
PPARMY 3T Ji fiE 0% FIRXRIE 1 5 — B4, s 4%
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3K o —FIPPARTEN FLAN I VR 4 73 A1 HAT A 2V S ke
PPARoF EEAE FFIE 83k, (O IE B JIEFIBAT 1 4
APAE, & T RE A2 P BRI R 1Y) 5 1, PPARy/E IR i
LR LRI, S TG RUIR T 40 M R R o B 2R
JECE () G T ; PPARP/SHIE IS S M I E AN, £
AR HE i 1 ZH 2 b 0K B B LU v, A LA S T
JIgE J ZEL 2000 4 (o R W 4 B otk 5 e AR R, =
FHPPARFLAT AN [ 14 o e Hh, PPARY S 1 42 i i
90 9 3 4k 1 4> 1, PPARoURTPPAR B = 2 3f 4%
e FE AU . PPARy A R 40 I 5 41 B T B ) O Bt 3
DAL 7B o 8- o 5 DR g o3k /) BRURSE 28 1) 9F 01 SEPPARYy
S VR P A 28 TR 07 40 B T J T % 7 1P PPARY
WA I 7 40 P 4 A ) BB BL AR I AR Bk . AT
I R PPARY IS A A T BATRAAE ) H I . A
HIPPARy [ I 44 (Unrosiglitazone) A F 44 41 435 37 1) 1
15 7 40 e I L2 b o, k3 4 v AT R R R
NE Wi 48 Ak, B4 P IR AL S G AR I S 7 AH V. 5
TRB334 PPAR S W (1) 57— A 5% APPARo.{EBAT 1
(2T 7K v T WATP 4R 25 FE PR SE 3G /R, PPAR«
RIS UCPLIY A 81, 3F HA 7 PGC-1a (ML K
SO)RE I S X — 4 FH B AT SR 57t k BPPAR ol 44
RE T JEUACAE €0 1 107 40 B FIBAT HP [JUCP 1 3554,
1M 55— LA REAS AR R 1 451807, b4k, f7
W 7R PPARa 1)/ ' BAT W UCP 1R IA 15, {HX]
A RSN HUREEY . R, PPARGUH T8 €4 )1 17 40 i
(1) 5 R A ff 3t — 20 1 W] . PPARP/S/EPPARZ Ji%
T B W6 A3 R B IR J B, AH OG TRIAE 9 1 AR b A i
WL, FEBATH A BEAR U 1) B PPARB/STE
oA Ihfg. (HAE, — S8t e 3L PR N BRI 90 & IR
PPARB/SH FIT-fg ARSI 1345 . 910, 2RI ZH R
P 2 1 2 R S0T I PPAR B/8 58 A8 1A B 5 | 512 56 3
YT WAT D, L3 22 R PR T 21 20N H i — R AR
Sk BAT P I H I = P 16 B B A, (28 R
BAT I AN D o PP G D5 2 2R b 5 B I R A A AR i
RE R AEHU G LN, WFFUCPIR L AR LT, 3F
H, IX A B R /N B RE B HCHT i IR A B g R R R e
64k, K FHPPARB/S (12 71| A Fi db/db /N L 7K fig 3
/DBATN IR FR B o X —WFIT R A 1020 T LA
R WshFfe % 3 5 PPARB/S AIPGC-Lauff) AH B A
H, It HPGC-1afe % 11 I PPARB/S 1) — ™ fi K - 14
SUCPIRIL . A5 SR, RN 414{PPARB/S
ks PR IS, R & AR /N R UCPL
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R T,
3.2 RAR (retinoid acid receptor)/RXR (retinoid X
receptor)

RA (retinoid acid) & —2S HEL 1) 4 AE AR
[H14, 4. 459-cis retinoid acidfilall-trans retinoid acid §
Pl b4k, I RARFIRXRATAE IS BE, HAT 2 HE
YA . 9-cis RAREWUIERARFIRXR, Tfijall-trans
RAH BEHIERARY . 7EARAME 7% 1 A €4 I 15 4
Jurh, RAREDS FUCPIERIARY . RAYS FUCPIRIAK
T RUHI R 98 UE SEAEUCP 13 DAL R 57 v (g B8 i~ 1
FAEAF 4 #L[FJRARE (RA response element)* fIPPRE
(PPAR response element)*”, {1 LAIRAR/RXR 57
TRRGS G, TERAGS A A AT IR AH DG R R 3R
k. Ja# W LLRIPPAR/RXR T k454, fERAE
PPARMC A& (AT 58 2 — L8 JI5 7 8 S FLAT A= 4 [ I A7
TEMRZAE T I8 B 5o B BeE VE U o AH R IR 4 P 5K
B UESE, RAGEE B N/ EBAT N (JUCP LRk, fEA
BATJIg il 73 9 /b B R HEEEPY . %K BCOR HRAR
PR Ak PP 40~50 15 T FIH = IR AR TR I /)y
B D BE $2 mIBAT W UCP1 [y mRNAJK -, if F 1A
RARFI/B{RXR fE % 2 = 41 s A RASE 5 UCP1E ik
(R fE 30 A S, R S RS2 AR BRI RE 8 4 IR AT
HEGRAE M, IXUE I T RAMZARLE 1 FUCPLKIA
SRR ERERVE R . Ak, AT B, fER
A 45 /N R 10~100 mgffIRAfE S [ WAT 5 5 A
Il B2 B (0 3%, JF HWATHIUCPL. PGC-10%5BAT
FERAH ORI A B A JE 20 RSN ST
S RRAKLFE G 0% 19 5 (1 405 07 40 B 1R AR A AR, X
WAESE T ARSI 1) 45 R,

3.3 TR (thyroid hormone receptor, B X ff = 52 1K)

FFOR B 984 2% (thyroid hormone, TH)7E BE & 4 iff
o AT AR Y. THE S T3IRIT4M FE 2, T3
fE % FITRES £ MM B0 TR % 5% K7 Th B, 1 T4
w725 i Dio2 (type 1I iodothyronine deiodinase)i% 4t A
T34 G K FE W4 EH . TREHTRaMITRBH AN I
Zfis, 73 5477 /ETRB1. TRB2. TRP3FTRal.
TRo2 JLFf 5 4 44, FL A TRB A = Ff 5 44 A M TRl
REMEFIT3SE 5. 78 K M UCPIEE R A AE—
NI TR response element (TRE). 7E A [F/TH/K
SR, TREE AT DU e si (300G R -1~ i DL 4101 K]
Fo FEPRANSZIG R, THES W 4k FH 4 €15 17 w441
M AL L FR, FUESCUCPL IR 3R IA 2 52 B THRS I
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AR, RN B RIGA H B WA BAT, 1 inDio2 ) 3%
3%, A e €0 1 I 2 A T4 AL A T3, SER TR
Bk D REM™ o RIEH K kAT 25 T _E IR R (norepi-
nephrine, NE)EA: B84 — /N Py 2 v e s v R0 1Ty
FH Yk 11 K B 28 I NEHE F: BAT 1) ™ #0 AS g 16 i)
FEVS P AT HBOR B A BEAZIE. Ribeiro
AU FH 1B ML R TRAC (A Ak 2 sl ) /) Bl &L, TH
HRIBAT Y I iR 22 Ae 32 A6 AE Al s, UCP13RIL
KAV T g3 ol o P A AN [ TR S R AR A 3 H
X FR A UL A A R B THAE R (IR 5 7 Pod A2
SEANATEBR ). AR, BN EUEA T34 G 66 TR
Bl R I, UCP TR 2 1 7K P 7 - 48 0k B2 I 2 T
(1, FEARIBLE B, BATREWIE H 3h 51, UCP13
AT T HAE, BT 2R R, XL RS
FEVS T 32 77 R BT, it Al W, TRAEBAT P A 4%
—E e, HALHIEAT TS .

3.4 PGC-la (peroxisome proliferator-activated re-
ceptor g coactivator 1a)

AR B I8 107 40 i, PGC-1a/EBATHY 7 14 11
215 . PGC-1afE A i 51~ BE [FJPPARy FI TR B4 75
HAEH TUCPLIW B 1o 146 €15 107 40 i 23 A6 1)
R PGC-1ais & LT, v JIHE s 2%
BAT"'PGC-104 35, 1X —id 4 HIPKA-CREBIH #%
Fr 3B, A A g 5 40 0 b ok R IEPGC-1afie 5
SERARE K. UCPIERIAR ), XPGC-1o 35 i K
RG2S R L D RERY . BF ST R Bk = PGC-
Laff) /I B AR WBATE AL AL AR /N, (HUCP-13& 3k
PRAER, X5 ¥4 R BCREUREET ™, A A 77 1) 4 € T I
W 2 PGC-1auJ AN 52 i €40 i 107 40 R B ke, AHL23 7™

S SLFE I RERY, DR, PGC-1ouses 44538
PR BT, O AR € R 15 40 BT ) e
T
3.5 PRDM16 (PRD1-BF1-RIZ1 homologous do-
main containing 16)

PRDM 16t Spiegelmani K =1 1o X6} /I B (1) %
SRPIEAT KB e 2 1, fEBATRp 5304 . Tl
1 ShRNAA 41 465 €4 Jig 1y 41 Jitd -HPRDMI 61 &35, A
FOILT-58 43 Ak (T 7 40 B SR AIE o AE ) 72 e
Jfa i AL PRDMI 6 /¢ 51 24 T PGC-1ae,. UCP2AI
Dio2 ) 235, 4 i S 0t 48 €9 T 107 i e 07, 3K
LERIE A 45 S 1T 7R PRDM 6 f6 % 1 42 45 €4 15 17 1) 22 17
k. $E#5, SpieglemanZ i % YK WL PRDM165&

My £5+41 it 73 A4 77 1) 1) T L5 A 7, S AR IR
J075 00 P 5 e UL B AN 13 €0 I 40 B LT
kR . K 2:PRDM162> (i 3 48 €5 i 17 40 it i
AR B i WL 204k # S, SR ILPRDMI 62 55
F LA 0 5 A4 Rt £ 1 107 40 .- Kajimura 557
W52 W], PRDMI16ANY fe % (i 13 4 (7 g I A5G J%
PIIE, TRl e 4] 7 B iR A e e D R ak . A
1 HPRDM165 CtBP1/2JE filt &2 459 J&i T LA &5 &5
15 B IR 1055 7 208 B B IRl (U resistin) () JA ) 1~ L,
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Recent Progress in the Study of Brown Adipose Tissue and Its Scientific

Significance
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(Key Laboratory of Nutrition and Metabolism, Institute for Nutritional Sciences, Shanghai Institutes for Biological Sciences,
Chinese Academy of Sciences, Shanghai 200031, China)

Abstract

Brown adipose tissue (BAT), unlike white adipose tissue storing energy in the form of triglyc-

erides, primarily maintains energy balance by burning fat to dissipate surplus energy. Several signaling pathways,

nuclear receptors and their co-factors are involved in BAT development and metabolism regulation. Here we briefly

summarize the key regulators in the process of brown adipocyte committed differentiation and BAT thermogensis,

hoping to elucidate the latest research progress in this field. Besides, we will also discuss the emerging science of

BAT therapy as a novel way to combat obesity.
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