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1980 B ~19904FE AR EIT, M FERE 5
BHRELRME S O 2GR, e s LT
BRETHIITHEEDST, ~MHAICERT L LT,
BIRAEMLIE 2 SRICH SR LT R BMEBEL
T, WIENEEEEE (Matsuzawa Y, 19874), ¥
v Fa— 24 X (Reaven GM, 19884E), 4L PUE %
(Kaplan NM, 19894F), 1 > Z U > KT AE 1 B
(DeFronzo RA, 19914F) & W » e & piihk s S
72 (K1), E0&HMY 27 EREABYIRIELAE I
BRORT O EOIBRNBLE» S, Zho D
SR~ VFTINY R T 77 7 —fEEEE LT
I N D X 5Tz, TO KD BRI
BT, NIBIE BB ZERICHESIC A v R VK
itk « BREELIE O RIERB E L TORA IR v 7

v v Ko — L DK EHEN2005EIC A TRE S h
2t (K2).
ISR « 2l U T & o - Eis+
WA 7S E12 & 0 RIS T & T SRR 1 75 RE
LEOBAERMN, 25K v 7 No— Lk
HEORETEEBM L LI EbENRTRASKL, K
FiZH 1 % Body map project ®—B & L THiti &
Nz MEHEBERBLERR T 7 o7 7 1 VT IC
<, TESCh, BRI y voXy 2a—
THBIZFORIAPENE L 22 Tbb,
AL RN TR KD AR TH 5 2 EWIHS
MITIE -7z, TOXEN, FRFMRE» S2mIns
HEHENME (774 R A v A4 V] 2TdhET
BT AR w7 vy Fo— L~ SR L
TWhvo 7z,

v ko—AX EDMESE A v R U VR IREE A B RE B AE R B%

(Syndrome X) (Deadly quartet) (Syndrome of insulin resistance)  (Visceral fat syndrome)
Reaven GM (1988 ) Kaplan NM (1989) DeFronzo RA (1991) Matsuzawa Y (1987)
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PN 7 3
k= 85 cm
v TR BB
A v 2 VIGE 2PE= 90 em

A[FEIS O CT A F v V12 E TR RME£21T5 2 &
WEE L,

WIS Yicé b = 100 em?

LRITmA U T 55 2 HHY B

m MY 7Y 5 A NIE = 150 mg/dl
NSOVl ke
{§ HDL 2 L 2 5 o — )VIfLGE < 40 mg/dl
Bk
ML A = 130/ = 85 mmHg
2 N5 IR 5 A = 110 mg/dl

*x A7 RY v vy Ru—LEBWankEs, AN
R D 5N B MW IZDE TS,

* @ TGIHAE, 1K HDL IMUAE, @S, BRI % 35
B IBEES TV AEAR, T ThoHHIZED
3.

K2 BERDXYKY v TV FO—LBHELE
Ok 1 & &&L5IHD

1. X9RUw I v FO—LET7TARYA ALY

AR w7y Fo—LORKEREBEEHS MIC
U, Z£OHKPRKIZHd 2 MM ANEEN 5.
AR w7y Fo—Lidbws “SEER &
MENTOAEIENS BHONE LI, 1D2DAH
ZRLR I DOBEFTHMENSE DO TIFEL?,

H ®E —

Lin L, EFEFFRC RN o, WM ILE L 72
RITIHEBEHET EEMDL->TETNS, 20D
FTh, BREPLEIALITHED < NIRRT O
WERMN, AF7RY v 7 vy No—LiRED Lk
R LT3 (X 3).

PREHE G & 1, RN o BE R EE B (PRSI0 12
fAAELTO AN TH b, MHIEMICIERICE
FREAICME LTS, Tab L, BIiMENT
DN R IZEEE S N B 77 ) & o — b & EBENS G
i (free fatty acid: FFA) DSPIIR Z #& TH MR 12 E £
WMAT B ET, 2ok REH - FERBIIKER
WEERIZT I EMNBENORETHh S, 7Y &
o—J)VEFFA R, ThENT RUpEIEE & KD
HETHhO, NIEEIEBERE I > TlHIIREITH
IS AST 2 2 & T, IEERE ChEhRRES O ER
L at. i, BEECLEY, NG <
a7y — vk R, IEimo ek -
BGEMAE LA, X510 0 XD LT &, 5
AR T I B 0 TR L ROV 8 S & 18 Pk K5 2 TE
WEN, TF4EBFA MHA O UERYE, B2
b L ZDOBERAME L, 24T HIEIET o8¢ %
MEGNEWKL, AFK) v 7y Fo—LOJE
kNS (X4).

TTA4RYAMIALEAIRY v 7Yy Ra—
LOIFREIERICBNTF—« TLAY—Th 5’ (F
1), REMBT T4 XKL b ELT, EH

BRE -‘SEEPFE
Wﬂﬁﬂ'&ﬂfi*\@%ﬁltﬁﬂﬁﬂﬁ EXid

v

RE T D121 R IE

FTARY A AL BEE -BIEXFLRIEX-
Glycerol$ KU FFARE AN

ARYvHorvrO—L
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X4 PEiAHEREMREL ARy I FO—A

Rl 7FaRYA ALV EL Y RY VIR - REE OBE
TF4RYA ALY 4 VR VB REE
Adiponectin 1 |
Angiopoietin-like protein 2 } 1
Apelin 1 !
Clg/TNF-related protein 3 (CTRP3) 1 y
Chemerin ! 1
Chemokine ligand 2 (CCL2) I 1
Fatty acid binding protein 4 (FABP4) | 1
Fibroblast growth factor 21 (FGF21) 1 |
IL-18 ! 1
1L-6 I 1
Leptin ! 1
Lipocalin 2 | 1
Resistin ! 1
Retinol-binding protein 4 (RBP4) I 1
S100A8 I 1
Tumor necrosis factor- @ (TNF- a) ! 1
TNF-related apoptosis-inducing ligand (TRAIL) 1 |
Transforming growth factor- 8 (TGF- 8) I 1
Vaspin (serine protease inhibitor A12) 1 |

XHRS L 05, ik
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NEFNEICEDL>TELTTARRXIZF VIO
TUUFER L 72,

2. 774 RRIF Y

TF4ERTF UE, b MBI TER N
ROZRICHEET B35 /37 & UTI9964E 12 KPR
FOTIV—TWRRA UL, TF 1o Rx 7 F 13244
TIPS RD, NRWMIZIT—F UHERA ALY
A, CRIIZERIR AL v 2H L, fhoMN3ubA1
ERBBIL OO EAT A, £9, HEK
TH#I30kDa D7 F 1+ X227 F 13, NREo a5 —
FURENAL UV ENLUTEREN S 3 RIAE AR L
L, MHicsnT 3 &k, 68K, BIU18RMKL
rLowmsFEEKELTHEELTHS (ML), 7
TARXIFLRUTD2OOKREBHMAERT S
MHOTA=Z— BT T4 RIA NAAL L TH5BE,

1) 774 R%x7F 0 OMPEEIXS5~20ug/mL

&, — ARV E UYL ML U EHL
TI0°~10 % OFEIMET F/EL TV BT,
2) 7T 4 KR F UL, IRIEMBED & R R
SMENBITE b ST, WEEIER -
JE#IC & O 2 DM RESET U, FZiks

(BR: ) T -

H ®E —

TT4Rx 7 F L ESEAMGREEHZHAE LT
BZEMPW SN, AFRY w7y RFo—L4
FIE « BRBIBFEF—HFEEZ OIS,

3. PFARRIFUEAIRY wH Yy FO—A
&L DESE

M ERE R « BEIRICBI LTI, M7 74 A x
7 F VT BMI 23[R FE B o JERE IR IR & g
LTh 2BIMIRBEREFTHEIENZ &, 102
) U ARHUE & FAHE T A Z E TS FEIC & D
RINTWAE, Fi, HEWHEITENTS, X=X
FTAVROMFT 74 B2 7 F VRBENGHITE,
ZO%O 2 EBERIERAE ) X7 RO & 20 ("
6), 774 RXTF UVBEILTZIIM 2 BIBEIRIFF
FEY R 7 LT 5 N ERREER TV B,
HEEHTITB TS, 774 X7 F VR 2
DFNTIZE D, TT 4 Rx 7 F VBB ETD
A2 VIS EYGET AEH AR T 5 2 EAUR
IhTna2h

M LT, P77 0 Rx 7 F VRERIE

WIMEREE L, SMERFETHEEICEL, o
BIMRIE A v A ) VHRBUPE &I LT B 0,

ERIGE T T4 B2 7 F VIRESIEMBE L TH

N E TOZHDURPTIE « KT DGR 5, fo. Fio, BER<Y REWKELT, 774 KRS
1 18 M 107 244
HNL__| [ cooH
s:;ggzl:e\g;;?g:f Collagenous Domain Globular Domain

=ik |
ES 32X

anti-Adiponectin

~ (multimer)

REHF

(hexamer)

=B

- (trimer)
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N
|

(age—adjusted rate per
1000 patient—years)
W
1

TR A RER

—
|

0_

A7 FAHRRSFORE 5o

(ng/mL)

p=0.025

II Il
5.72 ~ 9.25 9.26 ~
(n=96) (n=99) (n=97)

6 K774 RRIFVIMEISHERBEEDY X7
HHEIRIFD A Z K w7 2 v Ko — LGERI2924 % 6.2 0. 848 U 7. HiBlOBEIRFIEIERE, X=X T4 v OMPT 74 K

* 7 F VRRBET 3 LTSS T L7, CCIR10& 0 8Ze51HD

F VORI T A TN N B ARTE 0 73 115 412 5 B s
PMETF, oA cHEICmMEN RS2 &P
EPREIN TS,

FEEHC LT, P77 4 KRRy F VRE
& BMI & i alisz U T o g IE & i g,
HDL 2L A5 u— )b EFIEICHMET 3 7574
KX F VR ROBICKD, IV RTH—
VORI G T A2 EEENREIN TS,
T, TT4Rx7F U ERKH FATPL 24 LT
Me iR EL 0 A A ZJTE U FFA 7 U 7 5 v 2 &8
IH %I L, AMPK %24 LT PPAR a % &1L
THEIELRERATNAE® Y

BT, MP7 70 Rx7F VIEDN 4ug/mL
RiGOBETIE, A 7R v 7Yy Fo— LKA
T Th BHMEIMMER, WHGERY, ®iE, RERE
DEVEMNEZEICZLA B LbMEshTnas
F7, BIGWEIET T4 B2 7 F VIIES Roh -
T, ZHSHEMTRASIRY v 7 vy Fa—4
OEHMEZLTHEY ko, “EG7F 1 £ x
7 F VAMAE” (20RO BN+ T & 3 it bk
B, BT, RERELEORE - ERICES T
52 &M, ZLOMK, BIUEBHEICLIORS
nTuh3,

4. 7T 4 RRYFUOEENTOMDEREER

T T 4 KRR T F U IHER NG R RS & BRI
DERRE T %24 &I, DS R BRIEICHEER S
T5C L OEBORMY - BEBTIPFIEIC X DS h
LT3, BAEEBEEEAMNSE UHimE 3

F— MIETE, N—ZX514 VOB TTF1 X7
T 2 PR EEARAE AN M P FB FEAE D AT U 72 A f [ 1
LB EMREINTULS® Health Professional
Follow-up Study % Framingham Offspring Study,
Nurses’ Health Study & U - 72 KB 3 & — M FIE
BT, MEOHERRESINATHS, 51
Wk A & B U, R PO R B D SRS MK <,
UZ7HTH RS AN 2 BIBRFEFITE
WTh, N=2F54 vOMPT T4 R %7 F VRE
D3 T D B D IO B FEAE D IRNT U 7 a1 &
55 EENSEMOBEMETRSA TS,

BYRBRITE LTS, 774 KX 7 F L O0ME
NOHEBEADBY ST > TS, KBBR8
27U FREKREYY ZE OBk E T
VA R ERER T TV, KEIIRMEASIC & B3 EA
MOEREFAVE REITENT, TF4£ER 7 F U
R T AT I OEELHELEL, 771 KX
7F O K DIRENEET S EhHEEh
TWb, i, TTARRIFLETvIFT Y
v DA & 2 ER ORI LT &4
MIClEd 3% &oiz, PEliMias — b 2fERL
DB OBM 2 ifT LR, v— 0o 7
T4 RRT FUBLHAABITL T 200 EESh
o (RT)P. <9 ZLHHEEE FVADLH Y — b
BHiAEITR 7o & 2 A, BAEM<y ZHED Y — b
BAEHCHLT, 7574 R% 7 F U RIE< 7 ZHkK
DY — MERBETIE, ARICEFEMET L (K
8)%. &7z, T v b HCHREMOEZK OO
iy — b ABR LI EZ A, OFiROMETHE
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BimHl s hre®,

62 OWMIERENLS, TT4RRIF T
BEAI O O A B MRIA - & 3N U T, BRI
BREMENEBLTWREELONS., TDHFA
AL THEZL OREFMNEINTEY, —
#BTI1d AMPK % PPARa 7% E OB ERBHE S T
WBD, RIEEFMBHIZIER > THEL,

5. 7F4RRIFVDT-H EAYVEN LI
[ 25 REEE R

TT 4 RR T F 3T 3 R, 6 Rk, R
WO THEAEL T BN, HIZZBET T+ KR
F VIR SR (B RGEIERD 2/ LT 5.
ZLT, 6@ LoZRET T 0 Rx 7 F VI3,
VAT ATy FIUINA I Y h=IV (GPD
TUH=Ty Xy THBT-/ NN VITHiEL
RIS BICERB LTV A ENTEN Sh & -
T&7z, T-H KA Y EEICME, O, B
BEICEHALTED, Zhol3 774 ®x 7 F U3
AR THIICEEDST, TTF4 R F ¥
VR E R BT (MIA). FT-HKANY v
RIE< T AT, TT4 K27 F v OER/MTELEIC

A KR EHAR 1D cki:d:]
wrt T-cad wr T-cad g T-cad
KO KO KO
T-cad | ™™™ — * -
- -— ey
. (- (e ]

B mH7F4ERIFVRE (ug/mL)

110 - p <0.001
80
60
400 _
20
. WT T-cad KO

HEL, MHPT7T 4 Rx7FVRENBERM< Y Z
CH LU TR 34 27 (K 9B). §4bb,
KBEDODT T4 REX I FUMT-A RN EHLT
LA MICER L T3 2 ENfEREN S, TR
EET-A RNV EDF TIRE~T ZEEHL
Wit U7oks R, & 7IVRIE~ Y 2137 £ E Hlkig
T REWIEL, MHFT T4 KR T F UBEEREN
b b S FEIRBELRZ A EFT L™ (K9 0).
51z, BMEEREFLVROERETFLY, T
BIMEFAYT, 7F4 BRI F LT BIM5E O
IR RIS T-/1 KA U SIAETH % 2 & B
FRITREN T3,

F7, T-7 KAV BENIS S & B SR04
PH ® PDGFR B Ik o I 5 J B il () 4 1 1)
ORI LTL Y, BEMEEREFVICBOT,
TTF4RRIFURBELOT-7 FANY U RIE<
7 Z TRINE BB EE RS (K10A), & 5I1H
Rl ZTERY YA MBEENT 20146 L T,
INOHITATRRYSA FOlkERD I (K
1B, 7F 4 E&xTF v /T-H FANY VAR H A
N OBRERET ICEE TH B EEESN B &
7o, WEIZBOWTHET T o RR 2 F L /T-5 KN

c T-cad/ApoE-
ApoE-KO DKO
BN ARFE(LETE (%)
p<0.05
$

0
ApoE-KO T-cad/ApoE-
DKO

K9 7F4RRIF VD T-H EAY VEN LTERER S HEIRELIER

AT
B. T
C. 7

-7 KANY VR ZTR, 774 K%x7F 2 (APN) OMBERITIZTIZNEEL T
=7 RANY VRIS ATE, MHPT T4 Rx 7 F URBENFEM< Y 212U TH 3 -4 TR L Tk,
EE &ET-/1 AU L EDY TIVRIE< Y Z1F, 7THEHIMKRIE< ™Y 2 X0 &BIIRMALEZE 24T U 7.

WT, wild-type mice; T-cad KO, T-cadherin knockout mice; ApoE-KO, Apolipoprotein E knockout mice; DKO; Double

knockout mice
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10 BEOBERESNVICSIT2NESEEERY A FORIE
A, T-#FEANY URIBRIZABIOT T4 X7 FURB~Y 2T, MEEEMENEAEM < Z12H U TENL Tk,
B. BRI X CREHERBICNY A MBEBEMT 20126 LT, T-71 KAY UREIZABLIVT T4 KR 7 F VR~

7 ATEARY YA MRFIITED LT,

*P<0.05, *P<0.01, **P<0.001, "T"P<0.001.

WT, wild-type mice; Tcad-KO, T-cadherin knockout mice; APN-KO, Adiponectin knockout mice; I/R, ischemia-
reperfusion injury; PDGFR 8, platelet derived growth factor receptor- 8 (a marker for pericytes)

VST E B REHE R I E A B A S, T B Z
EMIH ST D, BERIEH/NILEREEIZS 7 T 4
RER 7 F 2 /T-71 N IS U TO 5] geEAs
H BT & 51T, T-H KANY U o3 2E R o %
HLTwaZEA2RELTEY, #MiHEEIBNT
T T A RR I FUNKEERI LTSI ENY
SMITHE - 725,

T5ICE MZBWTH, T-4 KNV vl EFIIE
O—EHZR (SNP) 8, M7 71 Rx7 F Vi
FED A 59, LDMEREBY A V2 Vikbitks &
CE BT 52 &N, HEDT ) LT A FRHR
Hr (GWAS) 1T & 0EAE & Dz - 72505,

UEXD, 774 R 7 F I, T-/ FANY VI
AT 52 LT, WA, FRcmE R Em %=
RELTWBEEZLZLS, UL, T-#7 KA
VIEGPI T v A=k - THIRBIZRBE ST S
D AT, HKEN > 7 F VA5 A FE 5 5 E W S o
HIMEPN R A A VA2 ST,

6. 7F4RRIFUILLBT-H AU V&N LI
TV — LEERE

T-4 ANV V2N LU THEHICERELTWSE T 7«
RRx 7 F Ui, MlRREO A2 S5THMBANT Y K
VLIS EELTOLES e S, =YY — L4
OMEICEALEL. =7 vy —L&i3, MBEANZH
® (MVB) THEKI N 3 EE 30-100nm O/NNETH

D, tEe SEHEMESY 287 % microRNA 78 & D
ke NE L, Mol RIinEEH > T30 A
o9, VYV — LMo RERE & L TEEE L
FEA Dk~ 2 AN B HHEYEHN T 2 %KE N H

v, MEOEEEEMEELTHETY, £, —i
DOGPLT7 A=Wy Ry iFy KA b=V 2%
ALT, U7 vy —n& LTz En
5T ENHIENTNLS,

TR LHMBIICT, TTARX I F L ET-H
FAY v ERET 2 MENKERMEE X< 2
KEHR D M8 N EZARIIIZ B 0T, —EBI3 M Py iz I
DirAEhTHkH, MVBBLUMVBLEHNET 3T
77— LRRRMICERLTOE I ERbh > T
7, BEMEO by vy —LABs ko
IV =L, TT4RRXIZF L ET-71 KNV
VIMETEL TR Bl REZ I, v R0l
sy —nEmE, TT4ARRIZFUPT-H K
ANY VRSV ZATHEREIZETLTEY, #iCT
TARRIF BB TERHICHEM UL &,
5, TT4 KRR F L ET-1 KNY UMMz
VY — LRRICKRE BB AL Z 5T ENH ST
5o & o, EEMERCBRITED
TTF4RRXTZF T AN RTFEHICZ 7 v
V— LR THEERMEE, Zhi3HEA MVB TO
I —LEEHRIREIZLE bDTH S LA
5T - 721,
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L7V — LMTEEEEH ST B R 1
EREERICMA, VY Y — L RORBRE & LT,
HINE N D kR % 72 A B « AW E s icHEil o 2
BEDHI SN TS, FFITO M B O A 0 8
5T A" £S5 FogkicEH LRET L, B
FHRENBIOC LBz 7y Yy —LF0®5 I PR
, BEMTICEOERLILEZA, BN &S

I REIICIC T AREDOES I RN, =7 Y —L
ELTHEhTL Y &5, 7TF1AEx2F
E, T-71 RN AMRFEIIZ, 7Y —L4~N0D+
I N A A EICHNE Y, ZhiTkuHIEN &
53 REAEITET Y,

PUl, 7TF4 K27 F L 3T-7 KANY v L
%, WHIEEBITHMBENMVBIZERL, =7V
VLMK o8 ELTRIETN B Z &, MVB
ToxTI VY —LEAKRERESYE, Py
V—LBELWINESEEIE, TUTIOMEMITE
D, 7V —L~DtF3I FHHEFZICHNS
&, DERERL EEMEET 2/t I Ra2fH
BTS2 80, Wohdi- k"X,

IV =LY — L ROREREE LT
EHLTWA I ENDS, TF4RRI7F L iFET 3
FESMC bRk % 25 « BEY & MRS ~HEL =
®5 LT, MIRERRZ AL T 3 ]helks
HB., ZOTT4RRITF L eT-HKEKNY Ve
VY — LR, ChETHSMIZEhTERT

N1

&

| fEpiEm

*
a‘;7¥X#*9$>

~N

T4 AR T OZRI M REE ] & —uh s
WIT& B rREED R EN B,

BEhH Y I

WNIETE RIS Z 0T T4 RY 1 M A A v
SWREDORT, KT T4 KRR T F UMIE EA Y
AU w7y Fo—LDKRIZE N THLR R E
FH->TWBEEFZ B, THbL, “R7 714 Kx
7 F MAE"T RmEERERRE, SiME, REREETE
ENHUTHENZ, ds0niRkehsBRRN-E2HS
SN, BOIRREAL PO 35 28 ER D FEAE 1 < B
HLTwas, 774 Rx7F 0 T-1 8NV >,
IV —L%xN UcEREERO X OGS
AN X LDEWR, T-H KN > ORI HiksHE
DFIZ LY, TT 4 Rx 7 F UMERAEEREM, H5
WIEEITE T 2K OBRIC DA S T Enlf S h
5.

2 & X B

L AYRY w7 vy Fo—L0BWAMERATES A ¥
R w7 vy Na—LDEREBWIERE FEAAFIFS
ik 2005, 94 794-809

2. Maeda K, et al. (1996) ¢cDNA cloning and expression
of a novel adipose specific collagen-like factor, apM1
(adipose most abundant gene transcript 1). Biochem
Biophys Res Commun 221: 286-289

3. Matsuzawa Y, Funahashi T, Nakamura T (2011) The

Ifn 3% o
TH))—L4

MVB, Multivesicular bodies

M1l 7F 4 RRIF VI T-ARANY VENLTIIVY —LEEEIRET 3.
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