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Research progress of different adipose tissues and atherosclerosis
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(Key Laboratory of Metabolism and Molecular Medicine, Ministry of Education,
School of Basic Medical Sciences, Fudan University, Shanghai 200032, China)

Abstract: Atherosclerosis is a chronic inflammatory disease characterized by lipid metabolism disorder. The related
diseases can be considered as the most important cause of death in the world. The dysfunction of adipose tissue can
induce dyslipidemia, activate vascular inflammation and promote the development of atherosclerosis. There are
three kinds of adipose tissues including white adipose tissue (WAT), brown adipose tissue (BAT) and perivascular
adipose tissue (PVAT), which have different effects on the development of atherosclerosis. In obesity, increased
fatty acids release by WAT and decreased lipid combustion by BAT and thoracic PVAT both lead to hyperlipidemia
and atherosclerosis. In addition, pro-inflammatory factors released by WAT and abdominal PVAT could further
promote atherosclerosis. To resist atherosclerosis development, strategies that reduce the release of pro-
inflammatory factors and fatty acids by WAT and abdominal PVAT, or increase combustion of fatty acids by
activation of BAT and thoracic PVAT and browning of WAT are probably efficient. In conclusion, combination
therapy of reducing inflammation and increasing lipid combustion is probably an effective way to defect
atherosclerosis. In this paper, we will focus on the distinct role of different adipose tissues in the development of
atherosclerosis, and the therapy to target these adipose tissues to inhibit atherosclerosis.
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) Ik 5 FE A A R el i BE IR FE IR R G
(low-density lipoprotein, LDL)FIH % % B s & A
(very-low-density lipoprotein, VLDL)¥% 4% f0k (17 78
s, BESEMY. FURMLDLE R ;A st
17 H A ZE B, A A LDLE S M8 & A %
SE S, FHEEE VRN ARRIE T, TE RS,
Sk RERE L R R RS e R . i e
ARERROERT, Sk i i, &
R, ™ O L B 1 R AR

W FLANI R D LSRRG A 2 RIGE R
B, WAL AL IRERIA T,
A] LUK g 5 202353 2508 1 T 197 2H 23 (white adipose
tissue, WAT). Fxta iR 212 (brown adipose tissue,
BAT) A I % J& Fl Ag 7 4123 (perivascular adipose
tissue, PVAT)(1). MEWIHZUER—KEA 53D
REMER B, AT LU 0 il s i e, 56
5 M5 RGAE N I H AL B AT 38w IR 5 5L
() 1 10 2 2 S i ] e o (2 gk MR T A M A e, 184
DR R EIIE IR A i B HE R (fatty acids, FAs)[S],
SR e i L R T A2 2 Bk A A R R A . FE M
5 B 23T Re W B IGO0, H WA A 2 DR 1
hns A B 5 23 0 = I 6T 98 RE IR
JS7, iR 2 Rk o B AL 1 R R . BB 4 2 Th g
LD N R BN KR FEREAL ) R A, IF HAS R AR
95 28 23 R 0ok 5y ok 55 A BB AL 11 A R R AN [ F 1
PERY, 327 I8 Wi L4 AT LU 697 sl bk ok AR 1 4k
HIFEH L. PRIL, 4 1 g s 07 AH 2S5 BRI B ik it
FEREA 18] 1R 5% 2808 D9 sl Bkoks e Ak iy e N B4R it
BT IR YT SR .

1 BeEREASHIGREEL

MRIEAEAE S AL DR AR, AR HE
AT BA43 A B2 T R W5 2H 2 (subcutaneous adipose tissue,
SCAT) M1 JIE g 97 2H 21 (visceral adipose tissue,
VAT). FE{@EESAT T, WATIE IS %77 g BAE M g B
Fe, BibEREmafEm AR R, A skt

MPER . M, EMEREEOLT, WATH 5K )
NEWT R Dhae 8, NRMR3G I, SI&ENEH R i
AU AL T K S Ik R AL . S IR 2 BT
AR R ) LA B . 285 EREZ 6
o5 T e Al A A, T IR I 2% B 0 R 07 48 A 0 g
RIS . ABECT-SCAT, VAT )LZSEy UK,
B oy RAE IR S T IR, BEISCE 2 I FAs,
FSHE SR X RGERER, VATH R
1 IR Tl e A A 4 ML A8 5 R AE I — AN BN
fals I 2= .

WATEA G 715 R, Hd o8 RIAE(E
HAEBAI M . TN 5 W40 B A A 1 kL 41 B 72
PR R ez an it i B A0 B AR K & B BUNK
(c-Jun N-terminal kinase, JNK)FINF-kB (nuclear
factor kappa-B, NF-«xB){5 5 i B 130G, KA SA AN
JSLRT P R X S, R R R B S,
P RIR I WAT, IR R0, A FERG R
SERVRAE, RIABEIEA ) R i, HmE
A A4 98 TR F RN C- B R AR e i M 2H 24 4% i
2 S HUMETE P4 (reactive oxygen species, ROS) 14
InAT—4 4L & (nitric oxide, NO) AE4)F F B R [%,
R A R ThaeREm . HILE R, ERFIRES
N, WAT 1) 595 20 B 32 v AN E AL 3G N Re 175 5 980 K
A VL B s AR L, TR E i 7 40 o B 24
REF . MXEBNSHIRMERE, FEULE R

WATHE B VF 22 5 7 R e EL R4 FH 381 0
BE, JCot, 98 25 (Leptin) 4 1iF B 0] DA A 28 R 5
R PR HEIAF o (tumor necrosis factor-o, TNF-a)). FH4H
ffi -6 (interleukin-6, IL-6)25 K IE, FHFN K
ROS, 58 5 20 i A W /E FH DA S gk of A~ 1 L
R e R, PR (Resistin) 2348 i AT AT
LDL 7™ A4 FBFAIRLDLAZ AR 7K -, BEL I A [ ez 1)
JEHERRALE], 530 Z LDLYE S ik b R, Hoh
AT B8 TR B ok 5 o A A R A AR 98 1 I TR - B 4
N i 2% (Visfatin) PO /#4462 (Chemerin)®". 1 WAT

®1 TEIEAAELRFFERIELE

REME WAT BAT PVAT

R AR AR EZANY Rl 2 SN

LRt d H b % LA

The R P4 isThRE PRk FER PR I R

1 B R B A E J IR Ek B B 25 I )

of 5 ik ks R A P 4 P F& T WATHIH L A IEWATAE ik ) J6 32 3 BKPVATH0 6.} 3 2 kP VAT i3k
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3 WA B — 8 HCAth I 7 PR % 30k o AR AL B A kT
EH - JREEZE (Adiponectin) BE % 035 P 2 I BE F
1522, B R MR R IR A K R R S T
VB LI S AR RS, ) oA 4T R P R 4T 1
ZHBRRY,  FERAR I 20 i X LDIL ) 5 N [ 960 3 200 i
FIEEAL Y, A5 Adiponectin ib B B ik 5k AL A AL /)N
B, REEIRE /N RURIERY . MBER-1 (Omentin-1)fE
% S0 Ui 2 IR DT RS 3 ) N R A PR M T . IR R AR
E R, 008 L ST AL R R P A A
FAMI9AS, — My BLEIAR T B8 7, ARSI A2 403 1
F RN A, s S E AT R,
oo R A tah, PRI R IR 22 &
T 25 H B #1575 (visceral adipose tissue-derived serine
protease inhibitor, Vaspin)#1% I3k JIK (Apelin) 73 518
I A HIROS A AR 1 IH [ Wi e, R AE DB ks
BEREAL 7 R

B 7 oW Rl F-A0 s i O A I 2 A A Bl SIS T
() il A M FE 3 (extracellular vesicles, EVs)™™Y, flfE4b
WA FE . EVsilId A TG AR (E A
microRNA)FEFEPE AL, 7540 i (a)@ i K45 5
BRI, 20184F, WERRW, MeWT4NRS Py R
0 Y E g T 2 A AEE VS S K45 B A A
M AS . AL, ARSI VAT SRR (1) 40 s A4 m]
DA I R 2 VA 4 B P T2 s R i 4 A2 4% Al AH ok
TR B ik sk BE AR A F RS BB Bl 40 6 MR s 4T
& A miR-221-3pIEVs, miR-221-3p#f 77 A L
T LA, (T LN P f 486 B RS A T
RIS 2, WATE 2 Mg s sl 5 s g,
FEAFIHOLT % s ks A8 & e R A5 AS [R] 1 1
FIER

2 tRBIEIAERSERIEREL

5WAT#FRe AR, BATREW A GEFAs ™ E
W DLERRARIR, R R A TS B A
Jro IEECAERIWTIER I, BR T L MAR G DT4EH,
W U5 SR BN N AR N IR A7 AE 55— 287 JAIR I 48
L, BEOKETEMT4n . K 7 40 A7 £ T SCAT
o, HAE RO E A EE 5 (W1 1t 4 2 57 I 1
T, #EEHES, SRIAMBEPEE] (uncoupling
protein 1, UCP1), I HUCP K i 11) 7= # g
F7UOV, g R K £ I 4 G Y 22 SRR A AL
fiE, BIEEE MR, 2N ERA=HAER .

2 A R JE BT A A R T FE RN, BAT 2 A
1ML 9+ 5% HC 8 B A H T = B (triglycerides, TGs)J4

PERIFAs, TTIXEEFAsR H TR s & H il =B& i
JIg % A (triglycerides-rich lipoproteins, TRLs)*". 5
BAT [ 30E 8L, £ A O IR T A UK AL 1) il 72
oh, R )RR Il = R RSO G I, i R
G, RIEARTT AL TE B K ok RERE AL AE A ) 22 R
REAE Y TR, 7 A M A R Dk % B0 Bk o
FEREAL A R RV AERE A

20114F, Bartelt®5™ i Jufiil 1 ¥4 5 8 IEBAT
I, BATH I 4 INTRLs £ 2 2 FEAIK 1 & g e
ApoaS” /NRAEAF TGS, X — i FERH T i
& A Wi EE(lipoprotein lipase, LPL)F 3 14 115 i 52
RCD36. B/E, ARZILWIEY], WIHBATHEM %
I 2 TGs/K -, 33t T 28 A v 1 3 = g i RE™
SRT, ISR TRLs o H il =8 197 B H 2R &
T 2 2 ik ok R 5B A ) e 2 B s e ) T 2 A A
IR, X ek (AR fo @it %15 22 I E (apolipoprotein
E, ApoE)F i HEAK % & g 25 F 32 /& (LDL receptor,
LDLR)M M HiERR . Rk, 52 % ApoE-LDLRE
BRI A XS T B A AL S JE [ /K~ R B 2. IR
B Bk s AR AL A A ApoE” FILDLR /N R, HAR
REfS 5 MK REREAL O A, B2, BT —iE
Prigiesetin, 2 E o AYEIE EAIRBAT, &
00 /I B PR v g I R 0 kS A A R e O
APOE*3-Leiden. CETP/) BRI A % #2345 A\ ffJ ApoE3
KA, YRS T & & MH E R R AR SRR E A, H2
TREE 7 FFRE B BRI A . AR I RN BB Z (¥ S il
b WEREATR DLEGEBAT AL f % PR AR 2%
TGs, i FFARNE [ B 7K, 211 e sh ko 1o Al
S 201 7RI SRR, 7 IAIR I 41 i I AT LA
I8 o i 3t = % I 25 1 (high-density-lipoprotein,
HDL) 1 J&) % R0 I AL [ B 7R 38 o, 53 sh ks A
BEAESY. 2, ApoE™ /N BRBATH & 3 2 45 1]
SEBATZESE, M7 E, BEITAL P RRCY)
(MBI, FFEREE 20 AR 4 i )
BN, sk FERE L RIS, AR RS S M BAT g
2R R 2R LA €0 B 107 40 T ) 1 €A 2 AR R e R AR 1)
e, SFBURBARER, (REs) k1L
KA,

BAT H 0 B 1 185 42 e i 2 5 B ok P
NEAN, 3 W] LA AN [E] S A g 17 2 2R 2 1] PR IR o2 4
AT, I 7 40 ML 0 5 23 il A B FAS AT DA B
i B BR €5 107 A0 AR Dy e AR TR R R . IR o BA
FAsa(# TRLs ) iz Hi FIBAT™ . ¥R %E S
BATHIWAT 2 [A]FAs 73 Aii (1 232 W T i 8 26 e 3R
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FEER 14 (Angptld) XS LPLIE M A5, BAR K Z
o T BAT I S50 I T HK B0 3 Jhk ok A A 4 1 2 4t
AL MG A KB IR R, HEA — R R
B, BATHOE A N B WA RN A . B,
R FFEALFEA 20 min, 75290 d, 7] LARFE R
JOE T e L SR R 18 S L ] e I 52 IR R O [
BESY, BATHUE 2R84 MK TGSHAR, & 5 AH [ i
w2 i i & 1 (high-density-lipoprotein-cholesterol,
HDL-C)/K P4 ", {8 FIFAs/RE£77[18F]JFTHA 5
[I8FIFDGHFFL R W], Tk R E BAT X FAs)
BN

WATRES 53 WK B (1 43 W A7, BAT[RIFE AT
IRUTRE . KR CHUK 0I5 7 40 0 53 il J LA Ry E 1 IR
R, EFEMZE YT 24 (neuregulin 4, Nrgd). i
B FEA K1 (insulin-like growth factor 1, IGF-
1) AT A= KR F-21 (fibroblast growth factor
21, FGF2)AIIL-6. W7o, JE¥ FNrgd 5 ek
NBED BB RERE AL 2GR 5GP IGF- 10T BEAK 48
i SN, A0 ) AR A N U B s A IR 4 i R IR
AARAR, IR ApoE /N B B ki R A AL 3
Jlo"ol, FGF2L@ I i 5 Lo ki ik 5l 1y % MTh e, 0
Wb 2, JRAROST= A, H Py 5 X B3 &%
NODF 52143 (NOD-like receptors, NLRP3) % 14: {4
ST B Y R A AR T, DT 93 AR B K S A Al
I, R BATHR % IR 10 4% 5 /K P AICF WAT,
{BAEAL A FIBAT g R A0 R 7 Rk i . X
SL g 95 T RES IR S BAT I Th B8, AT F#IKBAT
XTILAR I ARE, (et ksl FEREAL I A JE . b4,
PP R BRI B4 B 20, AN T 0 sl ok sk
WAL T . A4 TR/ BB T BAT 25 2535 1 1 34
PR, 2 FEEIRWAT . BATHIME R 40 %
RESG N, RSB REEAL ) R JEY, (HBATH
PO 2 7l I D> RORERAR BTSN K ok R A i A
(SRS

3 MEREEERSHRRIEREL

PVAT & — K 5 R ZHORBNMK IS5, XF
M8 BA SRR ER M 4HE . PVATS Il
EANEE B, 6T I R Sk . AR RS K
) Jok 54 FE T Ak AT A B B A 5 4 OO AR T
WAT 5B ATIX P P Izt 2 25 T J7 4 2R056 L7 (1) P 2 T
YT, PVATHI S5 53 WA E FHEE G AT E AR

PVAT 75 3 (¥ PE 90 R & AL G SR 7 T(NO
FH,S) M3 AR (1 B kol i A 5 9 17 Th RE [

T E VIO, T A B K TE 5 B D) e T-NO .
NO&Z H N —% 1L & & B (endothelial nitric oxide
synthase, eNOS) /™ £ (1),  E A i & 118 L3
FA L M/NCRER . 4G PR I SORE SE 2 Mt
Sk FE AL RE VST i BEANR R BRPVAT IS, /D
FKEERENO I A KL, $7RPVATS 5 T IILENO
(42 B PVAT RS (R H,S AT DL i 3 - v L4
JH v R A 3 T R AR LA K g, R T K I AR
', PVATH PA4r i Adiponectin, i id 1 lleNOS
BEIR AL 5 3 1 B2 T R S U0 PVAT SR R 1) 4 s
3(C3) ] LB R INKAE Sl g, RN R AT 4
I ONIB SR 2 1 B S S = ei =101 WA X i LR N A £
A1 I Y PVATIE AT DLIE o 43304 0 P B A
KA ¥ (vascular endothelial growth factor, VEGF)#!
W 2= (Visfatin) fE 2F &I HE, =5
I T RE R AT,

B- 12 Jf K5 1 S 2 3K BE FTM (immunoglobulin
M, IgM)n] DLy 55 M 1 I 20 i 7= A A2 4 4 i [
. SrikakulapuZEU It KB, 7EERRHIApoE /N
A, HEFMKAELL, PVATH & A K&/ IgM)
B-1401, $2/"PVATHAHRIER . W IRE
N, PVATRAEDIRERH, RINGRB i (A%
JL bk B B R ORE 4 ) 1R IR DA R AR 98 g DT
T 4NN T A E AR ) PR A . PVATIY 28 5 1]
Reox (G ih B MEBE, 58 )R- LA M FT N K2 2
fepafs™ . Konaniah%"% i, LRP1 (low-density
lipoprotein receptor-related protein-1)Hk 2k fJPVATH
PONIR R R, ResistingRi&Th . thAk, LRP1Gk
SR [P VAT 7% A8 2] /I B350 30 ik I 15 5 1) 30 Tk ks A
993 7% THI AR 0o RN BRI 34517 I R 82 R 1A
e IR B BKPVAT %8 i AR 2 5 76 4R 3 ik 55 e K /N AT O
M BERRFET A 2 IEA ST, WEFCUE, Thig
W IPVAT 5 (L8 1 Dl e 86 DL I 2R ) kA=
9%, MigJE 8 APerilipin /N R 5 AR RE /N BREPIR AR
feL, {HPVAT {5 Beisk/b,  JLPVATI) Th fig 2K 1 £ i
TR/ o RIS BKA R Wi, BLR N B 40
NP LA A ) 5 AL 4507 PVAT HR g I I e 56
I Baml 1 (¥ /)y B 2 B 1l i A5 2 4 A3 1 2 1 0
Galvez 2596 | & M & 1L E K BRI 7 45 1 B
/N, PVATI L& M Iy Re I 2 57 5 W R 3 ik Hiik
ARSI Ko

PVAT 1 [F] i) 60, 5 BAT HIWAT, #3458 fige 1 47 &
PIAS A R B AR FIBAT/WAT EL 2 WG 14 2R 3 ) i
F AR K PVAT £ 2 245 AR A, W FE 30k
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Ji FE IPVAT & H e filkg e iR & R A0, R &
7~ MRS KPP VAT Hh 1) 58 JiE Jik PR A1 4 2 41 A= T
Fr B4 (RN W5 20 B A0 T 440 A ) ) 308 v 1 1 3 3l ik
PVAT™, FERAFPA NS, I8 L3k He i 3=
B ik 25 5 R AE Sk AR AL, A R EHR T
PVAT [ A [7] 1717 5 B30 ik s R Al A0 5 P A B A 3 )
WK AGAN) —, T — BT, BRAEAL
IPVAT A Ge R I H A R TR Dy Re, (H AT
i I\ 9P VAT It F = $AE B T 7 R A A8 B 2%
TR FEREAL . ¥ B EE T IUEPVAT, Ik
bt 5 ApoB /)N B 50 Rk o REAE A0 BT B 9 2>, T AE
PVATH R /NR A, XM RPAERE R T,
PVAT [ 7= #ii v AT B sh ks RERAL (0 7

AL, PVATH] LGB 7> 2 FAY)
YRR, S AREE R AR TR A, K AE
P KPR . AERBERET,
PVATIRER M, B RS, e R 7,
753N BT RERE IS AN S AN IR I, (RIS KA
AL K o
4  FREHFNGETT SREE
4.1 (RHWATHIERICTF

PAWAT Ay 38 r BRI L4 H il = R K () —F 7
ERRNBIR UG AR, 9800 g 107 R 0] 418 B4 rh KR T
WEME ot — i 2% (TZDs) A1 — H XUIK (Metformin) /2 H
G EART 1), BEE (LI (B e 0T i A7 AN 92
Ji 5 UM 259 . LYSO-7T/E NH BITZDs, &
i 38 T U 7 T AR AN 5 AORE, AR BT B Ihk o R
B, N, TZD 2G4t A% 51 B vT A H- i =
P 350 Mk PR s i JEE P R e ot 2 ok S A A 1 B
B R I S S S R P R AL 2R
¥ 1 (adenosine monophosphate activated protein
kinase, AMPK)H 5 il & 28 U, 2 B H 28
B PRI IR R T« EAE R, HRUIH A
% Be AT LS i = R R IR T, LT BLad i
I AMPK B 422 400 i) I 4% 1 55 /) B P 2 ik s A A
PR, £ Y % £ (Fibrates) i o 340 41 M P9 52 4 i 48
1 Ay i 4 38 58 75 A0 52 AR o (peroxisome proliferator-
activated receptor alpha, PPAR-a) R JHHDL, 340
LPLA S G MR, 0 328 TH ] 5 A 03K 20 PR 308 )
IEZEHDL®, (B fif A7 (1 €018 i 41 P Fig 5 284 T
2 FEWATIER . JRE RIRPIOMRIE KA. ik,
AL AE DR AR IR 5 21 BB B RIS, Rk € M1 D7 4
iNEiafiede T

42 (RitBEREMRELSHIEBAT

S MR ORI AR, KR 7 40 it
AT RUH i =B AT AR B A @il ) Lok
7y e RO 3 N R S WAT R Ak 1 53, 5
b, A 2 PR EWATER AL I T VAR E, A4
B3-H AR feZ R ish ™) WEp2-F LR &K Ak
ZARPY BIEAMPK™, LR i AT
FORIRER". FGF21™RIE TE s & F (BMP4! Al
BMP7!""Y) . B3-'5 I iR 5 A 32 AR (BN FICL-316243
A LA AR BAT X I8 B3 4N AhyT 262540
TEIT AT T T R OB AT i Ak 7 AR ) R R A, 3
SEBATYE 10 I B BE AL s ks R AL AR . 72N
ferb, FER N RUIR IR C 2 IR I Be 86 8080
BAT. 7EImPKATHIWIFE, V240 S AR SE AT LA
BORBAT, HARISEAHE S — H I Rk i
17K 4 B ™ T DA AIG i 3% o H v =Ko S R
G R sy, RSB, Rkt
5 e RN LR L (ILC2)" " i e (L WAT
trtath.

3 T =0 7 e T A7 N Y i 067 =R oS A |
“F2a (hypoxia-inducible factor-2a, HIF-2a)A] DL i
TS PP T i o0 i, 1S 0 P U R ] 1 £ 9 B AT AR
07 L 2R 7, T R FE R0 B0 K S B A A 1) R
H, IF HLIE R T 28 s 97 (0 SR A S 81 il
2 AL B 1 7] (hypoxia-inducible factor prolyl
hydroxylase inhibitor) FG-4592f¢ % 7% A I 4 iy
HIF-2a, /NGRS KRR EAT TR 1 AU
U, i 5 WAT HIAR AL RS TE B ATHR 2 A 2% B AR i
S H i =T 7K P AT TR Sl K sk A AL F) SR
4.3 HMHEIPVATH)'S = - B2 & B R Ge F{E HE PVATAR
B

B 2R - 45 S5 7K 251 [ B 52 48 (renin angiotensin
aldosterone system, RAAS)Z 55 4= & Ifil K 1 15 F1 B A
MRS, BT E®R, RAASRKRANIFTA M HS
ERR W AR R IEN, B SCHRIRIEPVAT H BEAS
M FIRAASHAF I TENY, A REIKERI (Angll) /2
RAASH) FZ Ry, BAWILE . R LR
Ti] PR T8 DR B A K B IR WA SR 2 M AR BERAE
Angl I I iy Aot 5 B2 S AR R FEAE T IS SR ok
7 171 52 /K& (angiotensin type 1 receptor, AT 1R)A L5 &
5k 22 2R (AT2R). SakaueE!' 51K I, PVAT
oH R AT IR 2E ML 98 SE RSk T . L3S 55K
22 AR BH T 77 (angiotensin receptor blockers, ARBs)Al
I A8 55 5K 3R % #4111 71 (angiotensin converting
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enzyme inhibitor, ACED)#BGEW% /> PVAT % 4, 14
KRR, 20164, WF5E N BUR) FHE i
M AUy e 1 R IE 3 B BUBR 2RI/ B, K T
e [ oS AR BT AR ELRRE L, R 5SS A
i 5 R ARPT LA KR W LS 5 RAAHS! . (R,
RAASHIHIF, UWIACEL. ARBsHI [ F# 41 il 771 v
Reil it R TR IDT RS, b s AR LG E R 4
R wAEH

PVAT 77 AR08 U8 5 & IR L, IR BR Mg,
o F kO REREAL ™. PVATHL R IACISD1 &
(CDGSH iron sulfur domain 1 protein) g% 5 PVAT
FER, BT PVAT 2 0%, BH LR 20 Jhk o #F A 4k 1)
Y3 SN N SR N i B R AT S RS RN 37
RPS3afe W8 i O A g 7 40 = 2, BSes g
P AN IS, TR O MU0 1 R A R,
TEPVATIH ™= #RE Ty, R HOR %5 BGE 3 ik s A i 4k
AR IR B BB
4.4 IR AESREG

28 F TR T O L 0 [ PPAR o2 A4 B3 711
HB YT 2454, HHEUE R T DU I 5 5% Adiponectin
HIAE F A 28 505 5 I BRE0E,  FRIRE I 42 %
S KPR B e A M2 AR AL,
FE I8 1 I NE -« B 3G 0 3 ok 35 45 A5 40 B B (1) A8 2
PEUT, EAh, R S TR AN R A T DAZE
FRR T 2L e REN 20 IR R R B, A7

J5 T 4R SR 1 A8 B RE % 368 3o 41| P Bz 44 ff
RN PN 2 1 A L A L R TR AR, s
Bk REREAL . EARTEBATRIPVAT Hh i 4% 4
HF B FLAR 2D, (BT A WAT H A K &) S g% 4
JEAngr A 1, EAT S IERA RN A S,
SHBKRFERE L o JERERT . I L ORI 2 1 40
PR R S S AR DR ) 4 B JO0E B LA AR 5%

FRAETEB K FEREAL P A D)1 AL i ANTE 2
5 B4

g BT, RRRT LS B K FERE AL I R R AE
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