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* Metabolic syndrome and chronic kidney disease.
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BB L BB TR OMERSRIEL, T
WeEa VAT O— )VIEE, SMEFFETRL
HRIIFEL5TAHZ L THAHY, Zhldreversal of RE
b L < IZback to normal phenomenon & M- T
VW5, R Mets?® CKD Tl & #°CKD D47
RPCVDEEILEMTHHZ EHEZ S L, CKD
DIEBD & T TREMEEFDOMERRAE LT
WhHZEkhb, ZOREDERIZHFETHDH
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PEWX I, EHE L ZANVF —T b bR
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#7a) —HIREH A, L7z >T, MetsiZk %
CKDDOWEEL LTIEEAB LU ) —DFIRE
WEZLNEH, CKDDOAT—UdELIZON
PEWZSSEE \Z2 5 L, o) —HIRIZEBHIR
TTCWEHPEWZBIET S, #0) —#IRIZELLA
CKDD AT — VIEATEFTIEIR/BETH Y,
THeha) - HRTHIENLETHS.
TR D EEBEETILIEE20~25% 0 THEE ©
LAY - BT A LS ERENRTWS
7, TNRBEEOAEETOLEII S THED
ONTWVWAHRETHY), RELXZERL/ZLDOT
X7, R X A2, CKDTIIPEWE &4 ic



Cardioangiology Jan. 2011

EHDA R VIRPESTFET A, bivbhi
13CKD stage 5 DEE T ISR A DIMEE T 0
T74—NVEHELTEY, CKDEETIHERS
MEHGBIET 22 EZHLNICLTWAE, &
S, ERACBVWTITRLE F%wA&
59, HEECHBREER D ST ST L0
FEE DEENTRE XN TVALY, #EOEBRIIEE
BCOEBRENREEIEZ IO ERITILEE
By, BREREEICL AN O — T
TARXEBRDLNA, FO—FT, BIHLEE
LI ANVF—BEO—DTHAH. 1ghl-hnhu
) —#TiE, FBEIEZ9kcal TH Y, THIISHEE,
EHED 4kcal L N DL CHEL A NF—
REBITE A2, LA L, CKDTIZRDAEET
5. RDOE#IIERD X 912, ETGIE, =it
BERS R, ERHDL-CILET Y, faMpshs
% (SFA) DBIUL Z DfEm Z BiRT 5 2 & YRE
ANTOBETCHL NI SN TWEY ZhuafL,
LB EFIBE 151 (PUFA) BTG L X)L 2 FiF A
EebiZ, HDLCUV v BITA Z e
TEDN®, RDITAREREL LTRETHAS
CEZLND. BEICLIDEIIOWTORE
133 1, Facchinib i, CRLIPEE: ) 7 # —
2T —-ERERREEICRS L. CRLIPEE
ERAEHIRE, BIERFTH D, SHITR) 72
)= WVIZBAPREBRTHA. ZORKRE, 4EOR
BERZR T, FRTEEIME (, BRREDOREEITRE
THo/zW, T4, Ewersb i, MEENTEE4
ZIWZPUFADY 7)) A b % 3 AR5 L7,
%@#%,1E@%ﬁmu~ﬁtﬁbt%@@%
BRI RONLZho7z. FI4Y =
A b CEEM Lf:m%v{k,g IEHL, CRPOETH
FHLNIEHELTWAEL, DI bbb
i, PEWB L UREZERE L 72, MetsiZf¥)
CKDOEZEEIL, CKD stage 3 ¥ CIHEER,
KA —T I, staged DED L CIEFE
BIICPEWAERD 6 i, BED, &Rk,
PUFAZ Hu.( & LI-BIEFEN LT _E & F
ATWh, &%, ZOEBEREEZOZLHEIION
THE L TWwE W,

B bH V)
Pk, BB AFERY) v 2y Fa—4 (Mets)
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LB MEERE (CKD) IO W TS L7, 415,
EmAOOEME & OICERADOIH D720
120, CORBIEBKRLIEZERNEL DS L
Bbhnr®, Zo—JT, CKDOAHEDRE
BLEBTET, Mets, CKDD 2 KBS
(CVD)Y A2 772 % —%,FARICRIEL -EH
NEELLZ->TLAERDNS.
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< Editorial >
CKD—=28EEE UTDUEMT

S
BB
o 184 B J#%#% (CKD) D wuw%%ﬁ%m&ﬁmfm #IARESHhDOD

$%. LALZO—HT, CKD OF - LKENHEHS CKD DEE K
"5‘%’(266 CKD %éﬁwﬂznﬁiﬁat?&x%’ac‘:b\ot%ﬁttﬁ/\“‘j'}?'f
LOFEILD HRETR BV,

owﬁﬁﬁﬁﬁ%sz,té Dﬁﬂi%«@?% l#iﬁéh
CTWB, TORIBERBRE, 122U VKRN, FREERESLE
BRI T 7058—, REBEHEETH3.

o HA KT EMFUARRCLY, BRNEMEASKRIPEASL TR
#E{X W &P IDEAL study TREN, CKD DAF— 3~5 TDH
BENADEE I PR SN S, COBBOEFHLABENAS SHEE
O QOL B MAOOIWHICDEH > T B ERHN B,

& U & IO WD 27 L LT, RIAADLEREZTFAIA

BB R (CKD) OB s hTar b 10
EPETED, —BRERR, BEFEEIDZOME
FIEFoTwhA. CKD LIZHEEARKEFIEER
(eGFR)ZPMET LT A, REHZIILDET A
BMOBED 3 AU LERT A2RETHY, &
REDHELT, LOMEFHLD) X7 THHD Y

ICEB SN TWA.CKD X2 TOBARLE
& % B4 (chronic renal failure) &\ ) BT 7% <
g% (chronic kidney disease) & W) FETRT =
LY, BEALLDOWBENMAZRIET S LI
Y, FOHENEAL VN7 PEKREVWL DL
ol ZMEb ) YIEREERKL LOESE

* 8. Wakino (FERT) © B2 RESER A SEBREPI A ACH IR
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FRY w7y Fu—»aEIERICL Y AmEE
BHLTWw5. CKD D& FREFE 2 Ribo A
WZZDMAMEBE ENTWER, ZITEDOMD
BRIZDOWTEZELTAL N,

BEHEORBEELLTD CKDO

CKD ®# 2 TlX, eGFR DK T, BHgsRE)
BRIV 2H50EEERICEELRIZL TSI L
ZRLTWA, HRENEZOREBOMBHATHS
PO LX), CKD BHITE T ST BB
ZLTWwA. BINVIY ARBEY, BMEERE,
BIEEFPHEFE Lo b0 s, BERBEY,
JEERBEY, BREBEAVEVEE, HRAVE

%ﬁ%%@%ﬂ%.fbfﬁ%&u rohs
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Table 1. EFRIMLFDEIE (420 ZDEE)

= FEBIE (%)

RS 93.1
RAS BEE= 67.1
FIpREE 80.0
Ca Bz 64.8
AR AT R B 54.5
BB IEEIEE 424
T U RORIF /Rl 67.4
R ihoaE Y 48.3
YAYISAPNIN ] 53.6
UIRESR(Ca>1 g/day) 38.1
EY= D EES 0.4

SEIERI 4 = > D(alfacalcidol, calcitriol) 21.2
BEHT 155
HMG-CoA BITERAEE 36.2
T475—k~ 6.9

NELOTRHIVBELTVWLEILETH B.

Moranne 5 ¥ Z % CKD-related metabolic com-
plications & Fr L, € DIIERFH & eGFR & D
% 1,038 HDOAT—Y 2 LLE®D CKD BHIZBW
THRE LTV AY. ZORR 90% OBENEEH
fE % T 5 eGFR 1 1 Bl H IR IR A% 58 70 £
(iPTH>60 pg/ml) %% 50 mI/min/1.73 m?, & 11 (Hb
<11.0 g/dD) % 44 ml/min/1.73 m?, 73 F—3T A
(HCO;~ <22 mmol/l) #* 40 ml/min/1.73 m?, &7
1) v A ISE (K>5 mmol/ ) 1% 39 ml/min/1.73 m?,

B viniE P>4.3 mg/dl) & 37 mi/min/1.73 m?
THolz. Thbb, BBINICWZIIMEs U
7FUEICLT 2~3mg/dl BETZID LI %2
BENZDOONE T EDERIREHLNE o7z,

CKD B#&1E CKD A7 —3Y 3 DBEPL X T —
V5 ETOREVWHWEID L) RRBEFICE
LENTWE., ZRIIZ b 5T, bivbh)s
INLDOERFIFETEDIAT—Y 5124k
THhoDT L Bbihs., T/, NMEIX
S F T R EEE BIF R RRETTERE, &1 ~
AV VIE), 74— KNy JEBBEBELTIO
RIIZHEIE LT A%, ZORMED CKD BEHRD
EITRRKEL EOEFEZ RITL TS RN

(3w 2) & Y 51R]

& 5. CKD 12 & ) BED S DA AHHEN 5 AR
HDEFHE, CKD BEeHHEORHEETH D LR
AEHTLEIALIHAOTREVNERS.

=E CKD [CX T 2aBENAO

FNTIE, CKD OREICK T B IEN AT T5
TH» ). 7T v ATH AVENIR study (AVan-
tagk de la Néphroprotection dans I'Insuffisance
Rénale) TIEBMEA SN, EFBEARNC 14 L
FIXBIEPIE IR S 172 420 D CKD BEIC
ML, BRAREND? SETBALITOHNZD
WBEOMEED 7 SN2D . FORKE 93.1% 23510
JEDWRERZIT TN, L=v-TryI4+5
¥ v (RAS) FHEFE 67.1%, BINIEHE T ESA #
#id 67.4% ThHhH—T7, EEWMATIERIT 155%, -
A5 F VI 362% Thoiz(Table D). Thbb,
TR REEEZITICENEAL o TWHEE
BENWT LShhb, SHIIREIR Y BHERE
B LEETREHIRBERVRE SN T4b
% IDEAL study T¥, eGFR= 10 ml/min/1.73 m*
THEMEALTH, eGFR= 15m//min/1.73 m*T
BALTOERUETIHMLTCERLZESRD S
Nholl )l ThHrY. ZZCTEELD

A% Vol. 107 No. 2(2011) 193
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Fig. 1. EEHRDESE

XN DBRBEIGERDTA N5 4 2RI H
LTHEINIZ LT, BRREERL TUIEN
Rz EOETAFRIIEDLLLENVEVWIZ LT
HhH. COZODFEEIRFEH L Wb,
ThbbAT—V4RAT—V 5 DEELIE
SEAILDERLEZTCVWLEEERDNA, T4
HHENZBRIIZEALTH L2 THFEIE
DO RVOTHNIZ, pre-dialysis DRI 5
WEREPETETEY), oM T LnESERE
IS nIE, HEREZWRIHRITER
PEBAREDOFHEMICREDTIE VIR EELD
Na. F0EEMNMATCKD 2250 RBEE
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S [k 4) X 0BIA, W]

THH0»OLHEN 2 BEICLANICERAMR L
TAHARMNIE2ETA2LDTHA. BN THIENR
SIE—FICHET O TENBRECE>TLETW
BHLThsHD, BEDQOL, EEIAMDOEKE
EZANBZINEZWADZENBEETHLEEDbN
5. FHEABEIREICENETDH 525, CKD
OIS ICRBEOAHEZ 7 VICTERT 2%
ETH5, ZNE4E5H CKD OFRMEIETE 51
ONTEERENLTH A,

Y RY 7 795 —DEHAO

CKD &\ 9 #i7- &%, & 512 CKD BAD



RREOBHIZOWVTORIEDOEEEITOWVTHHF
ATWh, INFTLoV-TUvIFFrv V-7
V2T RO, mEOCa Yy ba—N, &
MoOWEZR EH CKD #1701 X7 & LTHIZES
BAITbNTw/z, Ly, #FRs2icidt
DFTE% L, TOMOBEAEET, FHREAZEOR
TABRENT VS, ZORART ¥ F—Y 20K
FLYFZI VD OHAETHA. de Brito-Ashurst
53134 ZDATF—Y 4 D CKD BETIMEER
B A A~ %% 16~20 mmol/l DEHZIZF L, %
ACROBEZHRT L TBEHREOEB LR L
720, BEERSBETIROEERBA 4 2823
mmol/l ## 8% 5 X311, F#H 1.8g/day 5 %
N7z, ZOER, Co OERTHFEERSHTEE
WL, B2 LORHPEERSHETERICE
W kb h o7 (Fig.1). ¥% 3 D OfHFRIC
OVWTHHRAEMRT EN TS, BEDXATTFY
VATIEHHTRICL D Ca RHBEED AR 28
5 A—ZIIWET H DI, FERRECEHE
IZOWTREHOMEREEL SNTWAEY, 2o
XIBF IR T 7 7 ¥ —RAENSBEEL
A9 . FIRERHEEREE, 1 R ViR, IR
BRHBEE, BN EELRELETHL. ZL
TIVAZORMBIZEHALTEE RO Y FRA ¥

<Editorial >CKD—2 8% 2 & U TOUERMIT@

FDOERETH AH. B, CMEFROAL LT,
BT V73 VIUEICRRINSEREBOUE, K
PRERBELREDLT I ML LTEREINST
H5H9.

FYFETIL CKD O#F 73T 54 A EwnS
7T =X THAEZRET HBREDOIETT 2 DO
FEIERE T 2 REMD T 4 IR/ E BEW L/,
EEEHFEEDE  OBRROIETT ORI
DHBELZRHL TWiz72ni. 2 hdr s o CKD
BEIR, RO Z oT I T EFEH-> T 5.

X HO
1) Moranne O et al: Timing of onset of CKD-related
metabolic complications. ] Am Soc Nephrol 20 @ 164,
2009
2) Thilly N et al : Chronic kidney disease : appropriate-
ness of therapeutic management and associated factors
in the AVENIR study. ] Eval Clin Pract 15 © 121, 2009
3) Cooper BA et al . A randomized, controlled trial of
early versus late initiation of dialysis. N Engl ] Med
363 : 609, 2010
4) de Brito-Ashurst I et al : Bicarbonate supplementation
slows progression of CKD and improves nutritional
status. J Am Soc Nephrol 20 . 2075, 2009
5) Kandula P et al : Vitamin D supplementation in chronic
kidney disease @ a systematic review and meta-analysis
of observational studies and randomized controlled
trials. Clin J Am Soc Nephrol 2010, in press
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eCKD LBHEA 2R Y Afﬁrﬁrﬁﬁ(nms) cﬂ&ﬁu%%%wi’ L, &

H>B.
oRmswﬁﬁﬁﬁthm

’ﬁéﬂ%é:“is o)o} CKD “SID 1 7,

ﬁiﬁ’&ﬁzﬂi U, ‘é 5 C_Ciruﬂéﬁﬁ% Rle GEZEEEiCTfTL\%ﬁTﬁEﬁfJ"

FTIY
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o4, CKD BEICBITS IR DEE % FEE btoz'{

FTIYT
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& U & IcO

T8 B iR (chronic kidney disease | CKD) i,
HATH) 2,000 FADEEFEEINTEY, &
520 I R IR B (cardiovascular disease !
CVD)DEELRVAI T 77 ¥—ThHhAZ & T,
HETRAEEELRREEMETH B LB INT
W5, 53 FTIZ, CKD DIRERIRIIS T4
IEYFYADOFERCLVEES L, BAENHICEMm
FEEH - ZEAHRE - EoHE - EowsE - L=

v -7 vV F 7 v v % (renin-angiotensin sys-

* H. Minakuchi, S. Wakino (G#%), H. Itoh ($3%) @ BIESRRKE
TP - W A PR

tem ! RAS) DHH] - 7 ¥ F—Yv ADa v bu—
MIZX Y, HHEED CKD BENRIZD LN
TwWa., L2LaPRs, HEDOL I A CKD iz
EAEDY Lﬁﬁf%b BEFLITIFAL
E o CKD BENIMEEN - BEETEAB LT
BBHEL Vo RKPB rAEOMEzLEE L, £
72 DBENPCVD ICELDOLNTWEORH
RKTHsb. 2D LX) RIRWT, CKD DELT % PP
TAFIRIREERBEORRANEETHHA, bh
bNIZDWEES =7y P& LTEREITHE) A
YA VEPUE (BHEA VR VIR ERERE,

renal insulin resistance syndrome @ RIRs) {ZJ¥H L
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Fig. 1. CKD RF—J &1 VR VIERKE
[k 3) X 1 B1A)

TWa, AT RIRs DFHIERDB L OB
BGIZ DWW TR e B9,

RIRs DREETIVO

BMAREDOIRETA Y2 VERABREIR DO
BILREIDEONTED, 1950 FEEHE
2 Zubrod HAMELLYOEII LD E LT,
1980 EH BT 121 DeFronzo & 2V B ENT BE
D4 YA VEHMER S VIR 5 Y S ICTIE
B L2, &I T 2005 4E1C Becker 5% CKD @

stage 1 EEFICRHOEKRRE LY HOMA-IR
(Homeostasis Model Assessment Of Insulin Resis-
tance) I CTEB L7124 ¥ R ) VIETESTFIET
5 EEHRELTNSY (Fig. 1).

—FTA ¥R YikPuE B CKD #17D Y
AT T 7o —TdhhHIEHREEERABETH
HFEINTWAD. Tseki b, 17 M 10 FADOHAEK
ADBERRFET L LICE Y, BHEICBNT
BMI kB A KEEREBITO) 27 THo L
%3P LY, % 7- Atherosclerosis Risk In Commu-
nities Study (ARIC) B X % The Third National
Health And Nutrition Examination Survey (NHANE
MAFZR) i, 2 &RV v 7 ¥ ¥ Fa— A (meta-
bolic syndrome : MS) Td 5% Z & %% CKD FE D
VA7 THBERESN TS (Table 1). &5
IEA YR VIER, RO VLDL EANEC
I EPERHIEZ5] &R 510, BRAE
ANOEBEEBICTF MU AFZE) BLER
FRE S, MENEMBEELZALTTTE—A
MBI IR 2 T8 5 % ERERBER
< PEX bbb, Fig.2 @& 7% CKD 12
BIF5 RIRs DIRBEET NV E2REEL TV 5.

CKD Tid, SFSFEREFRICL ) coEBHRE
ELTA YR VIRBUEPEIET 528, BAE
A2 VIERPIEBEAS CKD 2 &S ¥
5, 2% DX CKD #£1T & RIRs DH W IZERER
PELTWATREEHL LI DBDOTHS. £
72 CKD |29 CVD - LEEBE S 2D RIRs &4
LTHELTWwAHRES RBRENG. XY

Table 1. 1 VRV VB & BEE (NHANESIIAAR)

Fin, 145, ANB/RIRICFDHIE

SEBBE

2L 1—2(10.91 mg/di)
A AU (744 pU/ml)
C-~_TF R(0.45 pmol/mi)
HbA1c(EREEE) (0.52%)
HOMA-IR(1.93)

1.13(0.86 to 1.48)
1.39(1.18 t0 1.63)
2.46(1.98 10 3.05)
1.73(1.34 10 2.24)
1.35(1.1510 1.58)

1.04(0.79 to 1.37)
1.35(1.16 to 1.57)
2.78(2.25 t0 3.42)
1.69(1.28 t0 2.23)
1.30(1.13 to 1.50)

*OEES, NE/BRRE, MR, DUEEmE, BMI, 2V AFa—), #F, BEEEHE, 2
B, BFEDO NSAID OFEH, TVI—VEBIZLAHIE.
[Chen ] et al : J Am Soc Nephrol 14 : 469, 2003 X V) 51H]
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RIRs # RO I —F vy b5 LT
CKD #4178 L OF CVD ZiE OB HF S h,
CKD BEDFHRUBLH/ONIWERENH L. E
%%, Brunelli 5I3HERH & & 0F Lo HERENT BE
IZ%}9 % peroxisome proliferator -activated recep-
tor yagonist TH A F TV IV VFEMAREEGIZT
EHFBROYLEPEONIZLHEL VBT,

RIRs DFRIEEFO

RIRs DEFEWRFF Th 525, CKD (249 IREBIE
WEDOER, BWIE, BILA PL A, vitamin D
RZIE, REET Y F—T X, Eizwind A
VA VIEPMIBRED) A kb, RIEWYA
N# A THAB TINF-o OFFRAESITTS A
VYV S FVOEET EbEAL YA YRR
® AKT V) Y BLDOET 2B 72¥, %7z vitamin
D &5 ICCHRETREZEOAL Y2 ) Y EHMED
YELREDLIRLEOREIRDOLNL. Fizb
b, CKD BEICBWTTIV FATT U8
HOMA-IR O LZFREHEFTh 5 & & HERR
LTHBY, RAS H RIRs DEEMF L LTEET
HBHLEZTVS., FTTEWENLRE T, #
TL72 CKD i2BWTIZEHKE D PI3-kinase
pathway @ activity 25 BT L T8 D YRIRs
BIEICKELHEELTWALEINT WS, PI3-
kinase pathway @ activity {& T iZ, ubiquitin protea-

some pathway (UPP) D L% B &2 2 LY, &H
SRR TESEEHI AN F —BRALDRY
5.

RIRs NDREHRIRO

RIRs ~DBEHM & L CTIZZ ORERF = F
Z2hE, EmMoayra—n - REE7T Y F—v
A DWIE « vitamin D 75 - &R TORBIED
BWE%E, TTHEEB Y O CKD ~OMRA*
BELLD. 2L ICHERETBE BV T,
+5 % B L B RBEWEOKRED RIRs O
HICHBEWTH S EE 2 HN5, vitamin D DIRE5-
PHERFBEMBE LB VT, BUTHROWEITHH
ThbHEDHREDLEHBPD LN, RIRs DY
FIZLABELRBENL., FHOWREEE L
T, F7 VY VHEEHERR A TR ENT
BEOFHREUELTBY?, FHEE % L O
YERADMIEE 2 5%, LB 5D CKD ~D
RS LTI s G, Eobitbilid, A
75— 2~3 ® CKD BEIZx LT, TVFATH
¥ 7 uv#—Tbh5 spironolactone # 5 & 17T\
HOMA-IR OB EZHEEL TV 5.

SHROEBEO

BEDLZ A, CKD £#12TC HOMA-IR 6%
LEREEITOVAZ -CVD VAR Y EDEESR
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HE IBUEER-—CKD O BINSTA LAERDT

AT AHMEERDOONT, FTIIZOHELHE
%,E@LZ; CENBETHLEEZOLND., TDH 2
, #ERkD CKD OEHEE 0241w, F7 V)
//w§@3;07wbeux7UJﬁ s
@ RIRs WERR, BEHFE~NOREBLHRETL T
WS BERHEEEZONDL., FTVY I VHE
HETIFEEER, 7VRAFary7Tay A—Tik
K Na- & KZEDORIMEAPRMEL 2, Thb
DEFN B EHT AT, BRELBENLETD
5. ¥ 724, RIRs b: # 9 PI3-kinase pathway
activity & - UPP Ji: - & = A V¥ —JE4 )3
CKD BEDOFHITE %#émamoﬁi%w

51, RIRs BEHOEREMEZRRT LTI THAH
EEZOLNA.
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