1B MR

& 2. PEWOBHEED—F] (rEk10 X )

&

MARE(Z
ME7ILTZ2<3.8 g/dl
MEZUFPIVIZY (MSUATAUF) <30 mg/dl HERSENREDH)
MEILZAFO0-)Lb<100 mg/dl

ZYiE
BMI<23 kg/mz2
HERY (HBETET) 3INBT5%. 68 18T 10%
AFREERRE<10%

e
HARBORES 3HMHETB% 6 1BT 10%
IEHEERORES (B0 /-5 /ILELD 10%DET)
TUPFIUELR

BEE

BEREZE ULWRR TERENEN 0.8 g/kg/BH 2 HAME (EEBiTEE). 0.6 g/kg/H (RT7—

¥ 2-5 MCKD)

BEEEZ VTR TIRILF—BRBN<25 koal/ke/HDEL &B 2 HBLLE

5. BRREES

B - MetsiZ & b 7 ) CKDOIEEILEE), &
HAIRRIZ X 5 IREDFEARTH Y, adipocytokine,
JeBhEMlipotoxicity 72 £ DFER F DFIH % H
MTAHZENEEELEZONS. L YRBHLR
BERFERELTA VA VIRV ESES
PPARy (peroxisome proliferator-activated re-
ceptory) ) ¥ N, JEERE #E S ¢ 5PPARa
UHYE, REZFripEdbBIFoN5%%, CKD
DEATITH VR, BEHRBRZEOIh
5DORANOBEMEHDOREBICER T RETH 5.
bariatric surgery 2 X 5 AR ILERER
FEE, adipocytokineDBEZHEFETH I &8
EINTVE2, REIOREESLEFREE X
FTAHERBIIOWTIERMTSH 5. MetsEE %%
HLL7-INOOEEEBIIET RS O/
IREBBRDSBLELREbNS.
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6. Metsicf¥ 5 CKDOEBEREE

CKDIZBWTIIPEWRHELET 5729, Mets
TOWEEFE ZCKDAEA IZREIZCBWTH £
DEFHMELTTIVDPERBORMWID 5. re-
verse epidemiology IS % E R L 7z, MbE R 1G5
WHEPELETIERwrEBbRs. MetsZPESD
CKDOEHO—Fl& L TAFERICOXEEY
5. CKDOBEBRKOEO—D2E LT Y232
FIRREREIT oD, FO—F T, MetsDifHE
BEOFEDO—2E L Tha ) —HEEHS. L
72730 TMetsiZ X ACKDDEHEE LTiEF %
I7BIVHI ) —ORHIBEAFEZ NS, CKD
DAF—IPELITONPEWHHEICR S &,
Ay —HBRIZ Y Y3 HIBRT TIXPEWZ B E
T5. A0 —#RIZE LACKDO R F— V28
EAZEF TRERTH VTSR A T ) — %4
T HIEPUETHD. L THREROESHE
ETIIEE 20~25% ) CHEE POy —%
BET2ZEHEREINTHS, EBOLHIC
CKDTIIPEWE & BIT&FDA ¥ A ) VIEIiE
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DEAET 5. F 4 1ZCKD stage 5 DEE % .02
WHomE a7 4 —VEWELTHBY, CKD
BETCEIERSMENBET S Z L EZHLMC
LTwW5b., SREEEIIERREICS W CITRMm
BEREOAZ LT, HEERLHEEER O

TEPHEE OBEFRESIN TS, BEHROB
FEIZOEHBEIELESIIFI&EI T
EEERTIBRZEHICX S0 —@K
T ERELBbNE. FO—FTRIFELE
B I ANVF—JED—D>TH 5. Facchini 51ZCR-
LIPEE L W) 74— 3 25 —BERERFBEAEIC
#5- L7z, CR-LIPERIZ RAKILHIR, ST
HY, EHER) T2 —VIZEALEETD
5. TORER 4 FEORBBEET, FBCEREIMKL,
BHEEORIFSIRETH - 72, LFEEwers 5 120
WENTEE 40 B IZAREMPEREERDY 7)) X >~ b
3 HAMEES L FOKE —HORAY
Y= ERL7d OORERBHIIIZREIED
DN olz. FIA4 7 A4 MNCTEHlL 72538
KT EA L, CRP (Creactive protein) D&
TR LN EHmELTnE. D EX DPEW
B LI UREZ ZRE L /-HE#H, Metsi2fE 9 CKDOE
BEEL B N KA ) - T I WAPEW
ODFAEEZER LA NVF—REOE= & — 55
ELEDbNSE. E2IZPEWE= 7 —DOHIEER
L7219, 2o X 5B, Mets®CKDOEZEH#E
BEBEZEHORBICD XV SBOMEBRET
H59.

BBHWIZ

PLEAERG « Mets& CKDIZDOWTREHL7-. &
BEmAOoBENE HICEFAOOEH O 720

IBHE

8 : BREDES

IZh COFRBIEHREEERUEY 505 LA
bR BW, Z0—F TCKDOAHTEDMEMS D
HEHHTEXT, Mets, CKDD 2 KCVDY A7 7 7
5 — % FBFICREL - EESEEE 25 TL
LEBEbis.
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Wn¥F - phigE

dbstract

&4 (MR) HRABEPERTHD.

WEXARR) o> RO—L (MS) £&£BIDMERKER (cardiovascular disease : CVD)
DY) ATELTIEMEEBRER (chronic kidney disease : CKD) BERENTEY, CKDACVD
DYRZER>TWAZEEDBERBEWND. £z, MSIECKDZEEHTAHILICEKY, BRIC
CVD%B|ERIT. MSECKDOEBOEBFERICA AU ERE, LI - 7ooF70Y
% (RAS) ORENHD. £ LBEBEOXT« IL—4K—THBHasymmetrical
dimethylarginine (ADMA) ®7I RA5TOVE2DDREEDLESYEEELZS5ND. MSH
KUCKDDAEMEICHEWTIEA > AU VEREQRE (F7V U 22 FEAE) PRASOHIH (7
IF TV IRBEERE, TUUATOVITHREBREER), IXTLFIARE

[EU®IC

ARy ryyra—2a (MS) XML %
Eigr L, BME, WHEERYE BREARKHEELZE
PELRETH B, HARICBWTIEERISEIZBH
FEEREN, LMEFERD) X7 & L THEIZ
SHELPWET - (FH1). bhbiid, MSHIE
MEGE & D SAEL, OB, P& v e
e B (cardiovascular disease : CVD) ~E 557
BFlOWmNELTELZIAF Ry FI D
METREL, MSEHLZAVRZELELZDLDA
TRATFTHY, FHhE RIEZIIHEFERIEOMEE
CREBHOEEEZBHRAL TS (H2).

—F#H2RCVDDY A7 & L CEREREIE
BEhTwd, FRECKRTRENSELOERT
HoTd (FIAEHMET VT I VROER), 7T

WCCVDD Y A7 LhoTnb I LVREL OESF
F— s THEHINE IR, BETE®R
(chronic kidney disease : CKD) DHE&A K E S
BHl (national kidney foundation : NKF) X 9%
BaEnzY F AREAEEE (glomerular
filtration rate : GFR) {EB X VR ¥ » /%7 TCKD
EAT—VHEL, EEERIHMIT A I LR
nTwa,

P EEERIC, KBTI ETCKDACVDD Y A
7 THDHIEERTLEFEBIIMSHEE ) b b
PEHET S, RICMSB L UCKD & v ) ZKIERE
Bo@moiHERRICOVWTHEIL, REICIAD
DIFREE BT 2 T2 IRBEIEIZ OV TIENRS.

* 1 BESRAFESBERAS BAHMARISEIHE
*2 BERERAFEFRERASBABAREIR
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1. AFKY v T2 FO-LADBKEE

2. BHMERRF (CKD) OE#H

Ef=85cm

JIZ ERE = 90cm

i gl g 2

AEENER SXEdH=100cm?CEY
LRICMAUTOVWThH2EELE BkEd)

EEI‘UﬁU‘f:’_U KinfE ol E TG=150mg/dL CBEET—H—tETIFD. (CDT—
{EHDL-Oa L X 5O~ JLMEE HDL-C<40mg/dL FH—E LT RIEE S RRE, £-UE
AR iE A M FE oy i | =130mmHg GBWFH5.)
B - =85mmHg 2. GFR<60ML/9/1.73m23h BLL LGS 2. 20
e ik 2110mg/dL BABEHEOEREMbDEV.

<1P2DELSHEHRETIEE>
1. BEE (kidney damage) #3HBLLEMRT 5.
—BEECIEROBENE -IEENEREL
#L, GFRETOHEHEEEHEL.
—-BREEOZHII,
- RERNSEE G

Bl A2KUv TS FO—-LOBEHESE

Point of No Return

E2 x&FUvIRFI/

| iemEmsOU 22 £ LTOMS

CKD#ACVDD ) 27 TdH % &\ 9 L H B A5FF
T H5—HT, MSHCKDDY A7 Thbrwn)
F= I PREINTWV S, Isekib IIBMIE REE
REDFIEITD E100,000A D HARANDER % 55

WCITEMBEZ BTz, ZOFERBMIVEINT 512
ONTRMEAZIIBITT LA PBEHIZBNT
Bl RBIEWRENSY, 10,0964 IR R B
# B 7 Hatherosclerosis risk in communities
study (ARIC) ZBWTik, MEOBEMETMSD
1 (NCEP-ATPII M E#IZ & %) TCKDFEE (H#
HGFRA60mL/43/1.73m?KiG) D) A 7 251438
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CKD
SIS EFIEE
TRy X
BHAE
RAEHEEES
BN R

WEET S
BEET TR DA CEETE
(BE - EE) IL-1, IL-6, TNF-a
BN REE
RASOITE
MS T4 KR F O EEET
PRSI BB
mss 4 h 1 DLE 122 P
TGr-8 ERE SERORY
L7F> PAI-1
IL-1, IL-6 PA
CRP
Bl 51 BRASOTTE B{EX b L ZADOTE
T2 NOE£DET

X3
CKDDOU X7 &L TDOMS

(BEIWSG), 25) & 05 AKE]
CEERVEBECLEN, BFEL 2 3 4 5@E%F ' ﬁ@gﬁrw

T5HDECKDREREN ) R 7 HIERENLI3, 153,
1.75, 184, 2458 TH o729, F/, 78328 L9 %
HREFERDaAF— PTOMEMOBEICL S
NHANEM#% (the third National Health and
Nutrition Examination Survey) TIMSZET 5
BEREIMSEA L WERICHRCKDEE (GFR
<60mL/%4/1.73m?) BLUHEBTN T I VREBHE
DFERBFVLENZN260M, 13FETH 720, 20
) BMSHECKDDY R 7 THBHEWIEETF—F
FHBETAANALLELT, SFTEERAFHVHE
FINTnE (H3)Y. Fhodd LY EmITERE
BEOREL 25 Z LPEHENTW: (BHEE
BIE). TDIHIAH%LED—EHDOCKDIZHBNT
EMSHZDREZER L 256 & & B2, CKDIZLE

HER % E CMSIZBIT B .0MEA N FRED F 3
JEILOESERSEMESEIRTLEEIDLE
bbb,
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DL HEMSECKDE OFMBIETHEICE A S D
DEBFREIFHET L LIEESNRE.
T, A VR VEEOTEETH S, MSOELR
RIZA Y 2 VDD B T L IEERIERR R v,
CKDDRERIC b\‘(%“;‘“ﬂuf YA VIRBLEDS
ELTwbEn) ZLPHRESN TS, Becker
HIECKD®stage 1DERETHHOMARERTHEE L
Fed YA YEFRESBICER LA L2
HLTBY, BES V2 VESUEEREE (Renal
Insulin Resistance Syndrome : RIRs) &#4 LT
WaD, FlbhbhbhThENERBTIHEZ
fToTwaY, ZOAHZAXLZOVTIRIFEREY
¥3IVDORZ, BHEN REFRWHEIIILET
mEINTWAE, FHCKDDOEZIZTNF- o,
IL-6, L7Frvévold L v A4 VBERLT
WA EFHFEEINTWE?, SHIEELZ LI
AR VEREREFNEFEBCKDOY A 7127k
5L T ETHL. FORFIIREEL HI% VA,
B4 VAN VIEERL=Y - T YV Y VR

-
D
I E
/



IDEER (O DIaEEES

RIERs R

HBfRHE
A 2R LR
RA®
MRiEHEAL
FRIBBARINE
RBABIEA LR

ACEI
ARB
MRIEHZ

D - MEHEE

X4
MS&ECKDECVDOBEFRB LT
ERRE

(RAS) #iEHILT 2L, 4 VA Y VIEFUMEDIE
BROBNRIEZFERITIE, hENFEZIDR
5., FLTMSOEBREL LTL A1) Vb
MEZLNTVAILEEDELEAL YR VIEHTL
MIZCKD EMSE BV Bkey factord T EDE
Zz56Nh5. RIZRASOILEDMS, CKDOH#ED
HBFRBLELTELONS. S OBEEFT—FD
RASO#IFI ASCKDOHETEZIRA B & & RT
(RENAALEER) O & & 312, RASOIHAHERIRF
OTFHREZHHTHZ L (VALUEREY 7 ##
W, BIIEORIEL#H$T A2 & (TROPHY
RER) DHREN, RASOTLENMSOREEIC D FH
EOVHEESTEIEARBEENT NS, ThbDIFH
IR (PR & OB R OBUNEE, Z
P ERA BRIk X OB AR oBR(LR
FUADTLHE, REMEROTTER EVBEEEND

(E4).

DEEEDAT AT —4—
" & UL THOADMA

HOIUHONIECKDIZBITALEERB XL UMS%ED
GEBOAF 42— —L LT, HEEO—ERIL
ERAREER (NOS) OHEWH T3 % assymmet-

ric dimethylarginine (ADMA) ZEBE L Tw5,
ADMAWRAF VLY 7 OHROBRIZER S
BYWHAT, TI/BTHAT VXU RAFNMALE
Nizb0ThHhs (B5). ADMAFTVF=V LY
—B{t8EFE NO) 2 AW T HERTHHNOAKEE
# (NOS) OMEWHE L LTEWwTEBY, CKD,
BEPRAA, WSIMLE &\ o ZHRRICE WV TADMAD I
RLAVBERLTWAE I ERBEINTNEY,
ADMAGAEMHA Tdimethylarginine dimethylami-
nohydrase (DDAH) 138 X UF'DDAH2IZ X b AAH,
TRING. bUONIEEASETVEWIZB VT,
LB D TEARBYAR 1 31T B PEL AT T o L Bk IR RIS
PETFTLTWBEZE, FLTEOETICMmMAF
ADMALV VO ERDHET 52 & 25 LW,
EHIZADMA®D FHIZCKDORETHMEIZBIT
HDDAH2ORB LV ARNVOKT X v b I & &I
L7 EMIBWTHADMAMLEERORERE
WEDVEDOTHY, CKDIZBITACVDOFHEIE
FTHLEILPRESNTWAHE0, X5 |2FH
FTAREZ L&A VA YEFIELADMAE DS
RRBET AT —F bME SN 4 VR VIEE
EHTHIRBHICA VR VIEMEREETH S
rosiglitazone##% 5 L7z & 25, 4 YA ViEfUH
PHBFEEINTOHZ LT, MPADMALV RNVHE
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HNS G NH:  HNS o NH, Ner N —CEED <ZZ>—N\C/NH
“SNH “SNH \NH “SNH
~ e 7
CQ CQ Cl& CH
_CH, _CH, _CH, /Cm
CH, 053 CH, CH
ot St ot ot
H,N ?—o H,N $—o H,N ?~o H,N ?—o
OH OH OH OH &5
ADMA® # ¥, ADMA;
L-ZILEX= L-NMMA ADMA SDMA asymmetiric dimethylarginine=
HNEMNOSIEENE

TEaIEBMESRLY., bhbhiIZFORFE%
BETL, A Y 2) VERBEREETHLEF Y ¥
V'Y HDDAH2OEW CORBEZFLL, ADMA%.
ETEELZERMELD.

DEEEDAT 4 T—4—
B ELTOFIVRZRTAY

AT vavFal FEEE (MR) ofFERET
HrAY /057 by, 2LV YOLMEER
HHFIZD RN D W TREEERRAFFE TH HRALES?,
EPHUSUSPRER CREFA & 1, MROTFHEALALHE
BOET, MEORELFIZRITIEFHALLL
ol (R6). ZLTEDELLYN Y FTHD
Y»Fx%uy(AmonNDmﬁwérm%%
PWEEEh, L=v -7y VFFrvY RA) O

BT EFOTmDAldok & O -RAAZROHIFH A
%%LE%%%&T“%.%%E&JUWB@%%
CBWTHAFAIdOGRED EEFHE LT3,
FOAHZAXLDVEDE LCIEMBEERT
(adipose tissue factors) DFEENRBEATY
52, 2002 IR EHRORFIEERTMEICS
WTAIdOD AR EZRES LI EPHLNE R
n? ZoRTE UTEEILIRIFEEL2, 13-epoxy-9-
ketolO (trans) octadecenoic acid?FEE SN Tw
B2, F0—F TAldoEH & DO RIAHEM, IR
NOEBIRFEINTVWE, 27V Y RHE
BERFREFNTHEAb/db< 7 ADBE BRI
BWCT T4 R YA b A VORBALIZ, KEH
MEdElsT s eMmESNLTVER, PELD,
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AldoSMSO HULEERTH 5 IRl ak & A
\ﬁ@%fﬁﬁc%%TéT%ﬁ#%z%né %
D—F TAldoEURNEEERTFTH LS t#%
LPICENTWAY, MROFBHRIIETELLAGED
%57, RIEEBEBOMMERL X ¥y Aﬁiﬂ‘&,
EE OMHESFHIIC DD 55D,

AldOWC L B2BEEBEDA A ZALIZDONWTH S F
EEREr ORI ENTB Y, OREERE (MCP-1,
IL-6, IL-13 DEADTLE), QERERO LF
(NADPHA ¥ ¥ ¥ —EDERD L), OBHEFM
faniEsEnIEfE (CTGF, TGF- f DEADILHE),
@< ) v 7EEOTE (IBBLIUNVE
5—4 Y DELDIUHE) EHL, REEBLOHE
RSO 2B 2R LEBECESTH2 L
PHLPZER TS (B3P, LLEX D, M-
MSTIEMRDEEALAED b, ZhIFEZT]
FBITIEMEEESNS. FLTIOMROIENE
ESIEA XY P EFIERI T EPEESR,
Aldo/MREEFEOMSIZ BT 5 LEEBEGARETE L
TOEZRPERENS.

,':'\% E%& ;'E‘\- (,\7“—
= MSOaEHEE

MS&CKDoE&uE (R4) 2RIz, OFE
B % SFHICE V- MSORBEBEE IOV TS T 5.
G EDPFRASHERTH L. ChITELDOKRHA
BERRBROF— BT V370V VERER
(ACE) BHEZEBI U7 v VA7 vy v DK
Pi#E (ARB) X 2.0ME 4 XY P KIzE, B



DBERE (O T DA

1.00
0.95
0.90
0.85
0.80
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0.65
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HARAB EBHHH
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itk

0.55 + 003 6 9 12 15 18 31 %4 & %0 a5 s8R
BERRET BWER
0.50 750 RB 331327542580 2,386 2.013 1494 995 568 247 77 2 O O
IFLLJ e 3319 2816 2,880 25504 2096 1,564 1,061 594 273 91 0 O O
0.45 (%)
7 10 R A
0.00 9 y - TS5 KR
0 3 6 9 12 15 18 21 24 27 30 33 36(5) = g AU R0 =079 (95%Cl, 0.84 ~ 0.97) ",/’
B EEY BEE g P
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0
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ERERSY B
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X6 RALESHE% 5 UCEPHUSUSE SR
A:RALES: 79k RBBIURAY T 37 My BEOEFEMK Kaplan-MeieriE)., A¥T/ 52 b Y ETEEY A2 H30%ETF LT,
B : EPHUSUS ; b i I ASBEREB L UUARER 4 LB TR, BELEYINECI LY/ Y8BT, BEB LY
LU A4 N> D OFEHE A7 A S R
(BEXWI9) & b5 HEE)

TREERIR & SICERRBEAFDRERL TS, FECTHS. SHLIIMREEXTHLAYT ) T
L7:%35 CTCKD, LEEEILER B EMSEEIC Fy, LAY HMS, CKDOREDETRF
BOTHERBRBIEL 25, RICHBOFHEETH S MIZHESICVDIZBWTEHTHAHLEZLOLNA.

A VA VP TARBELT, A VA L LCKDTREBKIENREERDLDY, =71 %
WP EETHLF7 VY T UFELk (TZD) Oy TCRHEEN EOBFEERIZERE 2o TnE

WEEEZ NS, EEOKBEERARETIZY DIEBFLETH 5.
F7U IV VIEMEREEYETAERKBERE O

G RV N OARTFHRIH L2 EARER T
% (PROactive REO®. Z7:, £BOADMADOL A I BHUIC

NVEET S¢5 205 BERCTLTZDRAN TH m—

LeERbNS. TZDTH brosiglitazone & %59 MSOHFREIZCKDZ L CLEEMSE ) 555
5Lz o TADMARET L, BESATH B EHLICE DT E 2R, S oM L kT

LIREE R O M AR M B IR S A E T B L v MiEZ b2 VWHEREREIZERS. TFCKDD
IRERDMEINTWEY, HATILEREEH SN MSHEEERIITT HHBIIDONTORETH 5.

BEEMEREN Y A2 TTZDOHRS ZEEE 2o MSO.LIE & BHE IS LEEE % 2 L CTCKDA LR
Tnb, BEREEECTZIDREERS 2o Tn ZUBET 5D, ThbEMSIZBWTCKDOF &
éﬁahﬁ@ﬁ%fmgL&#%ﬁﬁ?é_&#% T MERRRENR R 50 L) S OBRKRE 2 8Et
RE RSO IS4 R N O &) ERTE PLETHH). TOBRLEEREORXAT 4 2 —F —,
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O ER I SHRET T REBE L EbNS.
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