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G BAAR L IREE, IRITAR T O AFTHERE T AR FHig 2T &£, XEERE
B, RAP1B#k %k & T 618 1338 5% SR ALK o) 66 2L &5 Iy 20 86 XAt e ), i o S me A SRR 0 A= I8 R 4k
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Knockout of RAP1B in Adipose Tissue Decreases Fat Accumulation
in Obese Mice under Cold Conditions

FU Yinxu', ZHU Hui', WANG Xinbo', HU Pingyi?, FANG Yu?, ZHOU Huaibin', LU Jianxin'**

('School of Laboratory Medicine and Life Sciences, Wenzhou Medical University, Wenzhou 325035, China,
2School of Laboratory Medicine and Bioengineering, Hangzhou Medical College, Hangzhou 310053, China)

Abstract This study aims to explore the role of RAP1B in regulating metabolic functions in adipose tis-
sue and its implications in obesity. Using adipose tissue-specific Rap /b knockout mice subjected to HFD (high-
fat diet) feeding and cold exposure, along with RAP1B knockdown 3T3-L1 cell models, the impact of RAP1B
on mitochondrial function was systematically analyzed in white adipose tissue. By comparing Rap b knockout
mice with control mice, body weight, fat content, lipid metabolism indicators, and thermoregulation ability were
assessed in adipose tissue. Results revealed that RAP1B-deficient mice exhibited significantly elevated nocturnal

body temperature and reduced fat content under HFD conditions. In 3T3-L1 cells, RAP1B knockdown did not
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affect adipocyte differentiation or lipid accumulation but significantly enhanced mitochondrial respiratory func-

tion and ATP production. Further investigations showed that RAP1B deficiency markedly increased mitochondrial

complex content in both mouse adipose tissue and 3T3-L1 cells. Proteomic analysis of adipose tissue indicated

enrichment in oxidative phosphorylation and thermogenic pathways. These findings suggest that RAP1B may

improve adipose tissue metabolic capacity by enhancing mitochondrial function, thereby influencing thermoregu-

lation and lipid storage. This study highlights the critical role of RAP1B in regulating mitochondrial function in

adipose tissue and proposes that RAP1B may impact the development of obesity by modulating mitochondrial ac-

tivity and lipid metabolism.
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A — A BRYE Rl Y H &5 7™ B )5 1) 7, ©
BetA A 2 A5 () - B E R R 3R, B 24
BEIRIG o IS g N R e SR P deohie 120 HEJRER)
RAEFEZRHTRERNEL RN, NTFE2
R R LD R ERRITHAT R R, A
AE Wi HZE e = A2 A S AR AR S I 4ERF it 5
ZREENUWER , IBNIHRZE 7 & PRI I
TRHLES1, UCP VA AN AR 1 A AR IR ), Zkir
A WG 1 % TG ROV BRAIE BA VR AT PAR 8 1 415 25 1
PEIN T T 07 240 ) B DR R 0 AR 2 3 B0t A iR
Wil FE 2R, B2 S TR
S N IORT 98 i 25 AE B EL RE OO, AN ) AR 4
ZARARUR D REXT B & P A A IR AR A A S
JIG 7 2L 27 o FE Ve AT B B- B iR 2R S A4 s )
BN AR E BN, A aR b gn T L1
KGRI AR, DA 5 A U, g s 2 2R
EBEL = GBI Be A N G IR AR K
A BhAS T, TS BINUAR AR S84 IR e 1A
JSCA T JRERDA R 5 ¥6 7 T AR — 7 R 14,

NEWT A LA A RARLE T RE B AR . REETHFE
LK G 7 4 o3 A S5 T A R P B B U510, g
FOR I, LRI R T RE T T & AR B JLAH AR
I I E IR R 3R 2 — U7 FE SRR Dy ee 2 40 i 1
OUR, BT ) A AL A BE & 1= A2 2 252, g A
FSCRH i T AL) J 2 52 3040, AT 52 00 IR 7 48 e )
DIRe UL Rl RN TR G 107 4L 23 2o R A Th R 1
VHFEALHN T IR AL S HFF RRE VR 9T g 2 A
HEE N,

RAPIB(RAS related protein 1B)/&—Fl/N G
B, 22 595 5% SRRz 20, BfF
WEFFE R, RAPIB AT BETE I 15 Ze bR Th e /5 T A 4%

RAPI1B; obesity; mitochondrial function; adipose tissue; energy metabolism; metabolic dis-

TER, FETE N i B /INE S AR REAE DG AR =
P E R IET R, S8, RAPIBYEAR 4041
R EARDI R RS B R . JET I, AR
5 TE 8 Ik A A R 7 4 ZRE S PR AR RAP B/ BRUASE
4 }3T3-L1 RAPIBRAUKRAIAUAE Y, RAIRITRAPIB
FENR T LR (1 AR BRI R, JCH R R ZRRLAR T fE
JE R AR B e B~ IR 2 o FRAT A B ik AT 5T
7~ RAP1BTE AR I K FCAH SCAR 59 1 1 F AL
i, IR R AR NIRRT HE R R AT AT

1 MRS
1.1 ARAG¥FFMERFRRap1b/ N R AV FD 2

S = BT B I LoxP-Cre R 4 /£ CSTBL/67)
B R A T Rap 1615 7 20 23R S 1 W B /)N B
(adipose-specific knockout, AKOFE Y | #) % AKO/N
B ARY T 75 RIS R Rap 17" /N fF Adipog-Cre I
H AW SE H 75 N BB A R A E o Rap b /)N
BUTE Rap 1b4h 5.1 5-6 P {1l 73 735 N LoxP 41, 5
Adipoq-Cre T = A FC S 5A 5 2 FI/N R, B F1
AN I Rap 16" Adipog-cre™ /)N i 5 Rap 1 1Yo
/NS B P20/ B, F248H Rap 16™¥%; Adipog-
cre” /N R B SEEG /N B (5 SChR RN AKOZNRR ), F24K
H1 Rap 16"V Adipog-cre” /N B T B /N B (BR 1R A
AN ) B R SR HL 4 i /) B i 2 DNAF ] LoxP
FRWES14) (forward: 5'-TAA CAA GTG ACA AGG
CAC AGG AAC-3', reverse: 5'-ATC CCA GAG GTA
CAG CAT GAC AGA G-3'), Al Adipog-Cre L= 5]
Y (forward: 5'-GGA TGT GCC ATG TGA GTC TG-3',
reverse: 5-ACG GAC AGA AGC ATT TTC CA-3', 7*
VIR /IN200 bp)idkAT 2 R AL 4 8 IR RO o AHIE LT
R BN 2 5 3R AHIR N B2 RH R 2 B A6 B2 7
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1.2 NREAFRE N K 2R LA HE A 3R BY

SEI6 SRR AELR £ F7 (standard diet, SD)1i
B IR M BE R K SR s L Bt s iR IR
(high-fat diet, HFD)FT H 60% = f8 1A k(D 124921, re-
search diets)ly H AL A AR A A, 8FR R
T BR A% FE DR R A3 A JE AT 128 DL BB T Hil. %
ANRE T12 012 WEBCTI . 18 70% 1) /N Eh I
TR FH 5348 AT CLAMSAR T 98 (i IE £ Sl A7 IR 2
), 4 A I R (23 °C) KA R (6 °C) R /N Rk
JoR AR S AR KA, P AR S RS /) BROTL,
BrukerfAJE ORI /N BRAA G B3 o A5 A1 14/ BRU B
AT 12 h25 6, B VES 30 nl/gfil 3 T 3047 WRIEF J5 B
A ALHFRE, o HL0R % T4% 2 K HE+H
TH&EG:th, HARH LR EE A G147 T 80 °CUKAd
o
1.3 H&E#E&

JEWI AR E TR EY, 4% 2 KHET
4 °C[H5E 24 hJa R IRAE & G % CREF K, oK
SERE AT IE B AR, 7RG . AR IR S
T, Ut EE TAaEY AL, YR RN
5~10 um, MJF2e i, =K. H&EYt, BiKE
F T B AMAEM 70004 45 M 5200,
1.4 MBS AN

W /0N BRURR I J AT AR HE B i, S48 S IR g 2 /b
JiCE 30 min, i3 000 r/min Ly 10 min, WY H LI
£ EPE 80 °CLRAF . LMHIEEE (total cholesterol,
TC). H il =M (triglyceride, TG). ¥ i i 2 (non-
esterified fatty acids, NEFA)F1H il (glycerol )k il i),
R E N 4 cCHUH iR, 1% B m U@ A TR
5T B AR AR B 5 23 7 4£510 nmy 500 nm%%:
ANFBAS T R RO FE (DY, RS .
1.5 ‘AARIERIAIE R ik

T pLKO.1-puro# {4 #4) i 42 7] Rap I b(NCBI
reference sequence: NM_024457) CDSE T %1 K
CCT ACG ATA GAA GAT TCT TATHI ki, FH
JFRL DNA/NMRIRFFI & (175 DC 201-01) BT ki 5
P3000. Lipofectamine 30007 &% 44 293-FT . K
= B, B3 T3-LI140M G 4 ng/mLIEEs 3 R
AEFE, 7RG SRR 15 2 RAP1BFR Ik (knockdown,
KD) 1% B (control, Ctrl)4HAEAEAL . 3T3-L1iE—
FRANIR N FN RS 77 5 1 kb B 5 T 240 R 1 AR

0 4m B, 2 B 45 0.5 mmol/L 3-5 ] FE-1-H
FETHEIS . 1 umol/LbZEK AL 5 png/mLfE S &M
1 umol/LE W& B . FH 0.1%HI i AL B FE I, 42 Ff
3T3-L14Hfds 7= B Ml HPIRAS , 4482355748 hfa
MRIRNIN 3 A0 15 97 3 R0 4 R 55 75 55 40 AR BE 72 h,
SERLA T,

1.6 4HREIMZTIO

3T3-LIAH o4 ) 57 235 78 2k, PBSTE P41 i
JE M 4% 22 5 W 2 R[4 5 10 min. SR J5 IIHT
EEPC R BT LL O TAER, 430 minf5 #2544k, H
60% 5 A BEDE 5% R A Y E 4T O, )5 I
PBS, T RAEe g .

1.7 ZEHB%ZENiE(Western blot, WB)

WA £E 200 i FH RIPAZE FR UK 34, HEIREAR
BYHYZ)50 mgfEAICIR A B Hh AL BE I 22, Bl 54 °C
HOW EE&EH. EHREXHBCAEINE, &
B VK, . HASPE, —hid cCiE LR,
T — 40 W B EL A5 29 2 121 000, 40 [ 224558 (k-
W) A=A BR A &) 1Bt -PPARYHLAA (24359)
PU-RAPIBJIIA (2326S). T -VDACHIA (46618).
PU-ACLY Hifk (43328). $1i-P-ACCHiMK (36618).
PL-ACCHiA (3676T). ¥ -FASNFi/A (31808S).
PL-SCDI1HU4E (2794S). FT -ATGLPLAE (2138S).
PU-P-HSLHi /4 (4139S). $i-HSLPLIAE (4107S).
PU-FABP4#114 (21208). $T-TUBLIN#HI/4 (9099S),
T B 3T (i) 5 5 A IR A |l 4T -SDHA B /A
(ab14715). $H1-UQCRC2Hi1A (ab14745). #1-MT-
CYB#ifk(ab219823). #i-MT-CO1#ifk(ab14705).
YL -ATPSAHIIE (ab14748). H-TOMM20¥T 1k
(ab186734). PL-ABCAI1HI1A (ab18180), I H %
LT A HER () E R AR B $T-B-ACTIN
PUiA (sc-47778) P -GRIMI19HLIA (sc-365978)
PL-TOMM704i4k (14528-1-AP). HT-TOMM40#i
1£(18409-1-AP). PT-HSP60Hi 1A (sc-376261), X H
FNFG R LLAI A 1:2 000 R L A AL P bmid i —
Pt (HRP-linked), % i ¥ & 1~2 h, ECL 2 047
B, B,

1.8 JETT 41k B B 7R M Bt B e X FiR Uk

I FH P 3 35 2 (#300410, Sigma/d 7))Ek+ —
Fi ik -D-2 ZE M (A610424-0001, 245 T AW TRER%
A BR 2 =] )6 4H ORI 20 2 AR AT b3, ik HE AR
P FEE 5 TR s Tk e 8 e P VKO 2R b AR 2 S i iR
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JRIEATRLIN , G2 EIZE 0 R R) b, A FH B Tl G
FRic i Pt (AP-linked) BB AR L S AL P AR 10 (1) —FT
(HRP-linked) #1715 B )5 2 (o434 .
1.9 SRR AEEPCR(QRT-PCR)

FIF Trizoly% (15596018CN, ThermoFisher
Scientific A F])HEHUAH A ZH 2 RNA, 1 F Nanodrop
DUELHAR B J A FH B o M A AR R I A A PR A

F) SR A A (R223-01) M1 SYBRIR T (Q311-03) 4%
LA PR TERAE . 4 FH L R ZH (DN A/ Al H2
&(D0063, iR A RAEMFEARFIRAF ) FEH4H
DNA, LA DNA AT S2I 5% 5 2 B PCRAEGINZ;
$i 1K DNA(mitochondrial DNA, mtDNA)# 1%, #&
27 AACHEX E B TE T R R R IA &, B 51
*1.

=1 314955
Table 1 Primer sequences

SEH 447 SIS —3)
Gene name Sequence (5'—3")
Actin F: CAC GAT GGA GGG GCC GGA CTC ATC

R: TAAAGA CCT CTA TGC CAA CAC AGT
Raplb F: AAT TCA CAG CCATGA GGG AC

R: AAT GTC GAC TGT GCT GTG ATG
Ppary F: CGC TGA TGC ACT GCC TAT GA

R: AGA GGT CCA CAGAGC TGATTC C
Fabp4 F: AAG GTG AAG AGCATC ATAACCCT

R: TCA CGC CTT TCATAA CAC ATT CC
Nd1 F: CGT CCC CAT TCT AAT CGC CA

R: ATG GCG TCT GCA AAT GGT TG
Nd2 F: ATA GGG GCA TGA GGA GGACT

R: TGA GTA GAG TGA GGG ATG GGT T
Nd3 F: GCATTC TGA CTC CCC CAA AT

R: AAT GGT AGA CGT GCA GAG CTT
Nd4 F: CCC GAT GAG GGAACCAAACT

R: TGA GGG CAA TTA GCA GTG GAA
Nd5 F: ATT CCA CCC CCT CAC GAC TA

R: TGT CGT TTT GGG TGA GAG CA
Nd6 F: TGG TTT GGG AGA TTG GTT GAT G

R: TAT TGC CGC TAC CCC AAT CC
Cyb F: ACC TCAAAG CAACGAAGC CTA

R: TGG GTG TTC TAC TGG TTG GC
Col F: TCG GAG CCC CAG ATATAG CA

R: TTT CCG GCT AGA GGT GGG TA
Co2 F: ACC GAG TCG TTC TGC CAATA

R: ATT TAG TCG GCC TGG GAT GG
Co3 F: GCCTTT TCA GCC CTC CTT CTA

R: GGT GAG TAG GCC AAG GGTTA
Atp6 F: TGC CTC ATT CAT TAC CCC AAC A

R: AGG CGT TTT GAG GAT GGG AA
Atp8 F: TGG CAC CTT CAC CAA AAT CAC

R: TTG GGG TAA TGA ATG AGG CAA AT
mtDNA F: CCT ATC ACC CTT GCC ATC AT

R: GAG GCT GTT GCT TGT GTG AC
18s F: TAG AGG GAC AAG TGG CGT TC

R: CGC TGA GCC AGT CAG TGT
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1.10 =182 AR F(adenosine triphosphate, ATP)
oml]

RN T 6L, frdn iRt & AL 70%~80%
WL B 4N ff 4% 8 Sigma 2y 7] ATPAS IR 771 &5 (FLASC-
IKT) Ui B B BEAT 84, 7070 2R TR HUAH i ATP, 96
FL B #3922) BRI F R 2, I EEIKE
BEATHFIE .
111 2RI AERTE

N T RIS AR 5 1, T S A P R 1A,
PRI S XA RO Z B R A7 P LI Rl —K
SEHEE TR, (AR MRS A B B, S0 TT 4R I 4 i
1570%~80%, fERF(25200072, ThermoFisher Scientific
a1 min/51 800 r/min 023 min,
i I PBS H 2k 2 0 1T Ve E AT R AR Rl DARBCRE 4
YT EAWL T TIFTV PSR R i 3 1 )
5E, 73 ESLAN A SN B, AE 4 5E BB AT
AL FH B AR SCEAT R O
112 ‘RBEFEE RGN

FEAF (oxygen consumption rate, OCR)fi F %4
A R Gt Oxygraph-2k (b st 2 B AR IR A
FDME, Skl AIEPEFEE R, HRERKRT— R
G IR AR A TA B B e, B IR G0 2
15 70%~80%. X T YRR SEEI, AT iR AL
Y1 minf5, BCERGHMOIN A IG5 HUEE Gl SR
MR AR o 33 Al AS I 6 AR I 249K 5 100 nmol/L
HH F (A606700-0005, A= TAEY) TR BRATA RA
) 150 nmol/L Ak I -4 — Fl F 483 2K 17(C2920,
Sigma/A &)1 15 nmol/LPLFF &K A(#2247-50, 4EH
BB A R AT, 73 3000 58 ATPAHAS 1 2
WRAB < L A fi R I I 25 R = A A I 1
113 |EBEF IR

BEARHR L MR EE R RA )G, 182 il
AR 2R BR 2 W) T J B I BT 1S AR (tandem
mass tag, TMT)E &8 H AL kil . o i £his &40
AEYE B, LR &R A B R e, RO E &
FEATIE A, LAAVNRIRIT AR E O S 2R
i, PIE/NT0.05, HAR A5 80<0.83 8= 1.2 40k bR
M EZ R EA, MR S EA F R4
(kyoto encyclopedia of genes and genomes, KEGG)%{
I P HEAT I8 B 73 BT
1.14 FHIHESH

FITA S 22 /b AT =ML B A, B Graph-

Pad Prism 9% i 13 45 R 247 Si ik 22 0 dfr, 3R
TN EEFRUHE R (mean+SEM), K H BT AL A s
Wt AT R IF 0. ns: BSTH¥ER, *P<0.05,
**P<0.01, ***P<0.001, ****P<0.000 1,

2 R
2.1 FRINAEBERTHF S MERBRRap1b/ N FRASEY

NV RFLNE A4 RAP1BE JE i K A4
RIEFR TR ER, AT 8 7 GEOEHE &
(GSE203414) SDFI HFDME 77 19 7)8 5K 14 i B 1
2HZ (gonadal white adipose tissue, gWAT)H RNA
MR, a5 R AR, ok H HFDWR IR/ R AR A
Raplb mRNARIL/KF 2 ZE 8 (K 1A). GEO%Hf
2 (GSE174475) 9 Ji & 2 H BT NFE IR B2 T s 7 4128
(subcutaneous white adipose tissue, SWAT)* Rap1b
mRNA K LY 5 25 SOt IE 5 B 5 = (B 1B),
F WG 0T 2 AR b () Rap 1 b3 35 5 [0 Bk A 5 241K
PURIEM %o FATFIH LoxP-Cre R4 f & T AKO
/N BR B X B FUFVN R (B 10), AR B % e &
Al 5E /N B LoxPFP A LI N, HL A A AKO/D
fR 22 1A Cre/7 %1 (K 1D). qRT-PCRATWBSS 5 H oK,
5 /UM A EE, AKO/N L sWAT . B R% J= il i 21
21 (retroperitoneal white adipose tissue, TWAT)H
RAPIBRIA & B3 N, gWAT) mRNARILIKF
T 7=, HEE KU TR (B 1EME 1F),
it I i 414 (brown adipose tissue, BAT). .
WU B RAE . O BESEH 2 RAPIBRIE K
SR AL (B G), 32 B8 D7 20 23R 7 11 e o /) B
HE AL B Ty
2.2 HFDMEF TAKO/)N R B 180

N TR TG W 443 RAP 1B KR B3 X AL AA AR
B2, 5 /A (n=6) Al AKO(n=9)/) i 47 HF D
I, IR AR AR &, K I HFDIRFR 5 AKO/ B
5 /8 B A BT & IR TE 2 v (] 2A), IF BL& TR
LA B ) DL AR Ot e 2 e (B 2B AT
2C), RAPIBTE MR 7 20 23 (1) R B A 52 W /)N BRI AR &
oK E(ER2DME2E). AT — Pkl T HFDMEFRE
T/NRIMIE S TG NEFARITCH & &, KIMAKO
NS AU R 2 TR] P I35 P A A S 38 b T B
%5 (B 2F~E 2H), %W RAP1BKIAE I Es 5 1 ri b
A BEANCIHFD S S AR RER L . fe i U E N E
BRI AR B, 7R AT AL I P kA L
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A B C D
( ) GSE203414-gWAT ( ) GSE174475-sWAT ( ) ( ) /1 AKO M
150+ 414 X = —
L
~ — ~ Rap1b" Adipog-cre™
§ 1004 ° §
< & 200 bp |
kS b i ~HEA —
= = s .
% 507 % Rap1b"";:Adipog-cre”~ Rap1b"™; Adipog-cre™~
23} [z (/1) (AKO)
0= s> HID (G) f1/11 AKO
Liver| RAPIB[IRSRE W | ; .,
1Ver -
TUBULIN
(E) (F) @i AKO [ mm—-—-
S 20, MU0 EAKO (6 RAPI (@O T sy, Muscle
82. SWAT TUBULIN s e am @ == 8 |, ,
b i « s TUBULIN S S W] 10 g
55 P=0.14 RN RAPIB[ S emamsemes e |
5157 — : raPIE[@@® i Kigne 5KkDa
g o gWAT| y -
5 Uy ] e SS=S=S1,,,
< 1 0- o 22 RAP]B,—M
5 o % : B rWATl RAPIB ms kDa Spleen 5kDa
E - m ﬂ ! TUBULIN 0 KkDa TUBULIN - o s we | 1,
>
Rarp R, RAP I S —————
% = T T T AT | 5kDa Heart | LS kDa
& = SWAT gWAT rWAT BAT TUBULIN [RERESSR |, TUBULIN S ———

A: Rap1b1ESDATHFDME F5 /N R g WAT Hh 304 8, 3K [ B L2400 Fe 08 % (GSE203414); B: Rap1b7E i 5 3 HUK (insulin-sensitive, 1S) 1 & &
i (insulin-resistant, IR) AFFESWAT (315 8, ok B e s 4L FE 408 5 (GSE174475); C: JIR I 2H 2385 5 PERSR Rap 1 b/ AL &) D: SR 42
PCRY™ 4™ ) AUk 45 5 I8, E: /N BUIRIT AL Z-Rap 1b mRNAZR L& F: /NRUIEITH2{RAPIBR L i, TUBULINAE A S 82 H; G: /b BUHIE . LA
BHE. B, OIFRAPIBRIE R . ns: TG IHEZ ST, *P<0.05, *#P<0.01, ***P<0.001

A: Rap1b expression in gWAT of mice fed with SD and HFD, from GSE203414; B: Rap1b expression in sSWAT of IS (insulin-sensitive) and IR (insulin-
resistant) people, from GSE174475; C: construction diagram of adipose tissue-specific Rap1b knockout mice; D: identification diagram of fI/fl and AKO

mice; E: Rap!/b mRNA expression in mouse adipose tissue; F: RAP1B expression in mouse adipose tissue, TUBULIN as internal reference protein; G:

RAPIB expression in mouse liver, muscle, kidney, spleen, and heart. ns: no statistical difference, *P<0.05, **P<0.01, ***P<0.001.
E1 IR S R bR Rap b/ FRAREY

Fig.1 A mouse model of fat-specific RapIb knockout was successfully constructed

P B 3@ I AS I /N RS [RS8 A i i, FRATT R
P AK O/ BR8] A iR AH L A/ T e (121, $27m
JIg i 23 FP f RAP 1B SR 2K 1] A 38 58 /N BRI AA 7=
Maets.
23 B4R FHFDMEFAKONR SRS
B, RN

RE Wi 2R 2497 =53 2 — & B i 0 200 i
1E EE I 7 LR IX IR T 0 A0 A B g 4 i ok
AFAEAR R A M, K €215 iy 40 i A0 AR €218 15 20
M B A — s AR = R Ty, IR Al i AE
FEV R85 J BB 0 T T ) oK I 7 A i 2 41 B
Rt — IR FEAE FE R PR 1 RAPIBX /N BRI 52,
STHFDME R 1585 ) AKO I I/ B3 AT 9 01— & 1)
18 VA I, A /N BRSO =G B R 22 R (BT 3A)
T A I/ R DT A B, AKOV/N R gWAT i i
FVA G RS T B, 98 1 o 2 38 ks % (- 3B AN E]
3C), HAlal iR /a0 U8 2 7 s (B 3D). 4R
1M, AR AKO/NRIMIE 1 TG, NEFAFIH

il

H (glycerol) I & 5 fI/fI/N R K P B £ 7
(BI3E~EI3G). Ffa, FRAT /N B G 107 20 2R kAT
H&EG-t, 54/ AL, AKO/IN R A € i i Fi
R8I 7 L 20 2 25 (AR 4 (I 3H), R AT REAE
8 A B4 g 7 20 P T fi TR 42 3 A2 B i KLAR IR E )
Ak
2.4 3T3-L140a B {KRAPIBA 208 43 14 K fg
FRER

N T IRENER T RAPIB AT BE S M LA = 4 4
TIE, BATRIH AR AT AR 3T3-LIME T
RAPI1B#K (KD) A Mt 7Y (Kl 4AFIE 4B). A TR
FRAPIBZ TS5 O IRl gu i i) o it 72, 38411
0T 20 43 A0 G FE H T RAP 1B AN 5 43 A0 R AiE
K7 PPARYII R IA &, W& G 13EAT, PPARYITIER
EEEE LT, MRAPIBIRIE R A BE WAL,
KA RAPIBIIRIA & (K40). BiJ5, &
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Fig.6 Chronic cold stimulation increases mitochondrial function in adipose tissue of HFD-fed AKO mice
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