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BT IR D R

EYZ N

E 5

2000 FEEER T, BUHEMERIEITBEE T > VI 20
HANTEL 7205, LIRiO & 5 Il S ik, 30
ZTODBEFICHEET ISV, ThidB
TR T & & b, REREEIMLCECAER
RAESZDLEMINTTH 5 SN, KETM
MWL B LIckEREBON S, L LB oERTE
FCTREAXREEELAL 22 OBERBEAL TV
5. BTEEOREEEFEZ < I, Shisk catilag

R/ R B 2 BRI E L, RAINCHHME L TV
S MEDH 5.
FLeIc

bﬁlukﬁ%&@%Aénfu%30E$@ﬁﬁ
# L, >WictehHEREAE T BEEUL 2000 FRIC
FHANCELTWS, COBIrEE TORERES, EE
CROAHRR BT 2 LA FTchb s T &
BRILLEHEN TV, 2ok flcoEE QOL
Ziti e 9 B oo iTld, KREREZ B IR S &IHEE
FHid B ENEETHS.

Lo Lo @EEEIZ L » 5 wasting syn-
drome ELT&ELZONTHBY, REEVEDOER
@ﬁ%ﬁ79F—vz KB FLIUEIER, BT

TEBHA NHA vFEEg CREIREAELSE BHE
l@%<ﬁftfm5 T ERNO —&E R E -
TV 2 EinE PR EE L, REEFOMEZ XS
CEZUL STV 5, SEE TREEFEREDK M
5%%%%l®iﬂﬁé%,ﬁW%?lﬂ,it%ﬁ
PEETRIMED v o —ve, BEREEEEBES &S

DRI N TREREIESICELT 5. Licdi- T,
DK S BT ERE PN 5 735 TR R ERT
liZzfTV, RMMICRIFEREREEZRS L BHEE
HHEHED 1 >Thsb. T TAETIE, SO
b LICREREEOFRKNL L CREREO M IS
WTIRRT A,

1 KIRE study IC& B BHEZEDREIRE

BEHTERE OREIREBICRT 2 lEREIHE < H 5.
BEH T REMEEC L VEEDOREEH L 00,
BITEFERERETH S LmasnTcuwsd, 752
D7 V=7 BMI, nPCR, 7/V7 3 vib &ICHA
L7cfES, 7,123 o lii@Eht (HD) & 0 20~36%
BEFETHDELTWASY, F 7 Flanigan 5D B
MI, nPCR, 7 W73 vAa & &l 2ERBN
(CAPD) EHETOMEITSH 30~50% D HFH Tl
EBRERETRBEVWE LTWEY, KETIIZ, HD,
CAPD HE®D 6~8% ImED L \WZHThHDY, C
DEHDNWE D BHEEETIE, FELEEIS 5IT 6%
mezEshTwa?, FhdirEEoRB v
KEREEGZALL, 204FLI Lo HD BETRENE
PEFEENENSELZ DL S &b, BMI RHEGHIE
FEREBI AR EINTVAEY, Tk ICHERE
FEREPEM TR EBEET 2EMRAFE L TEET
b 57, R REEFZEBIRE LT OMERESE & &
BlEd 2L LCEHEHINTWSY,

2 BEMBEETOREREDRE

BITEEICES 5 REREE ORI Z T D 72 5 23,
REL DT TEARICHRST 500 &, BikZEICH

mmeaibs BN
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KT EHDITNITEALLIENTES.

D BARICKZEE

BARICHED IREIEHRRDOER (BITAR) BEE
BILORNEIELEEFZLDOMENDH D, KELENE
PRI S T BB BB EATRTH 5. EEAGH
FEl (EAS R EREK) o5 v 2T
b, RVIRTHL ORFBEHEICKEE O EAL
BEREDOERAKRERE
tion: PEM) %ZJEmkL T\ 5%,

BAEEEONNMEREOZ L LT, fo&ZidA
V2 VRPTERRIFIREE R v E v, Vo avF a
A4 NN, £/ IGF-1 B EFoME+LVE VR
%m&#%%bfmé &if, T® PEM 24U 3%

E (BA2PBUMIE £ 72HERI 7S &) TOEADHE
Jiﬁ &, ATP & &M @ ubiquitin-proteosome #% % D
FIBIT & 5 2 EDBREBICIHSDITIE > TV B0, T
R@E7T v F—v 222 VF-BIAEREETDH
5.

© MR@E7T>F—v 2

REET v F = 23&A, 73 /8K, FICHEA
DEFIT I/ BRTH B30T 3/ RO FALIEH A
bW, FLTNTIVEREOENSIELP, L
L Z OffIEIC & h EFREP P EARBIYIALEZE I N
%, KERMIC S REE T v F = ¥ 213 ubiquitin-
proteosome FEEE DRIHAEH b 5 T E DAL N T

(protein-energy malnutri-

/7.

’.

B0W, RPMET ¥ N — v 2 DIEAEEERBRERE D
JRR & 78 5.

HHREOHEHHERE'Y TS, ENTRIERRIRE

k1 BRE2TOHEARBICKETIERF
EIESES DR
1A vR) v BT 2V F —RIE
SIS T 3 JREGIEHH
73/ BERS JoaanvFaf R
EHAK R AL E v BEPRIP
BE+VE Y
TEH)
Hv=Fv (?)
BN x v ¥ —RE 4RV
R#ET v F—v 2 7Kk
PREIEFR oA vy
EHER A v 2 VP =R
V%=

FIFFIRBR A v E v
+4 A4~ (AL-6)
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18 mmol/1 KA 20.3%, 20 mmol/1 Kiihs 44.8%
LT YR =Y RDRBIENATHTH S I EMRENT
W5, mlENTE (Ca 2R 3.0 mEq/D TIXEKE
RS 26~30 mmol/l TH b, Hl{HHEEE OS5V
& Ca Bt (Ca EFE 2.5 mmol/1) Tl 25 mmol/]
HEObDNRZ WV, Yo MikENTEE 133 4 TO
Bitcd, BENKOLEICL O BHIERBIEE R
20.8+2.7 75 184+=24 mmol/l (p<0.05) &{&KF
LTkD, Cagﬁ@#aééﬁ&® IR L TR

REHET v F— v ZOHEITIC S EEDPBETH 517,

JTHEBH S & 117 acetate-free biofiltration (AFB)
B, TYF=v2PEFEICHEL, 73/ BR#~D
M TE 3 E LTV A, KEO National
Kidney Foundation @ DOQI #' 1 kK 5 A V193,

BHTHT T O R ERERE E 22 mmol/l L LTW3
B, EBEIO LUV TOHERF I IIERERKZF Y v
L DB NEE 15 BHEH &2 0,

@ T xF-—EIAE

IXNVF-BRLROEAENEONEIEAEEEZ D
A2 5 THREHOEZATUEICBE T 2 RKDFKTH
5. I xF g RELRE (BMI=22) Zif
B z2B08HATHY, L LARE AL THER
BEWET2HREOEH 5.

P R VF—EIEICHL T, HABEES A A
K54 203 EEERE H 72 35 kcal/kg/day %,
F72DOQL A F 34 »19¢d 35 kcal/kg/day (60
%Ll T3 30~35 kcal/kg/day) ZHEFEL TV 3.
FoEAEBIEICEL TR, HD BEE T 1.0~1.2

£2 BNBETOREMRAE - EREETOER

2GR
BIFARIC & B R BHZ DO LR
Y g
%ﬁ@%%
TH L
@%ﬁ,ﬁﬁ(#%hﬁ4y)
R 23
R (BEIRIE. 2P sERE)
vV
BHTRT
MBI & % 5288
LERES K UIMEAE)
Sy 57 Ik
HERE BT I & %
RIS iz i I
FE DRI
HENEE 5
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(DOQI: 1.2) g/kg/day, CAPD HE#& TRRIERD S0
T 2EAEZZEEL T 1.1~1.3 (DOQI:1.2~1.3)
g/kg/day OEHEREHETELTWE. LA LENS
EEROBEGE 2750 FEl-> T\, boEOHKTHE
#HOTH, HAEIGEIZFE 0.98 g/kg/day TH D,
56.1% O EH 3 1.0 g/kg/day Kiui T, HERFEET
BEODBWEREENTVWE, ZDHLHER2 IR
THAZ ORKZERE LT, BFEEIEOK FZ2F <4
BhdH 5. 1 BRIFHEET A2 TOREAZLENT
BAKROKRBEEORNELD 5 5DTRBVILED
OB BN, BHBEEDI VT I54 T v ADERS
NMNREEARREELZVEOHENSL N2 29 20,
® vFFv

I, BTEETORRIKTOFHRKE LTELY 7 F
YIEAFEHENATWS, L7 F v IENED 54
WMENBETF FHALVEYTHD, BRSO
FIVF—HETUE S WY AEERHZE-TWwW5E, o
MAEEE, IEREE, BMI RIS & & & WA A
Ao, EMEICE T IEARNERSTEHIATY
5., Zov7FvidFICERE, SHEtxh, BHED
KF&EEbImPEBEL ERLTL 5. BB Ar2ER
HTOMP L 7 F VB, /AL i Ui siE
ARG E SN, BITEZICE T 2BAE, KERK
FERELV 7 F VIREBIck 2 bo TRV LIS N
TW52, EEfdv 75 VEEIE, BMI RIME 7
VT MEEHBET B T E RSN T WV 329 2D,
YO BN EE 46 ZTlih L 7 F v EE & nPCR

2.57

log Leptin
- = N
o u1 O

EORARERET L CTA L (B1). W& idB DR
NdoETEETOEREFICE VT T v IMIENRES
LTVWB I ENRBEINL®, LTF vidn =16
kDa T® % 72, high-flux [T an 225, [Mih
vf%yﬁﬁiﬁmbﬁw&@%%w%%@,vf%
YN LR BEEORIFI SR OMA P NE LT 5.

2) BITEEIC X 58

D YA ALY

BHEARICE T 2B oREuCinZ, i< HD
“i%ﬂﬁﬁuﬁﬁém%&®§mgib,@%£ﬁ
MBEL, 4 v % —uo4 F v (interleukin; IL) Z 5%
LT BHA b AA UFEINEMERAPIEINS
CERAMOEETHD (FA AL VG, ok
Z 3B EE oI 3E FEABNES 9 TH -
To, MFE7 VT I vy PRIEZRTELBD, KXE
DIFERIZH A FH A VYOS E2ZEZ LI NIEE S50
BELVLU»SITERT 5. fol, RSETEZICS
OF 9 2 BALTE LKL, HiZEfEL & OREREFOYD
Fhr, BT IoAf F—v R, GIEREE NI A LA
1 v OREPEZLNTWV S,
BIFEEICPES 4 b A VEEEDOFRE LTI
BT S X SEITRICKERT 2 DIt T TEL LN
5.

(a) #EEICERT 2 & D
EirRoREMEEART ORI & LT,
Gutierrez 533203, i AEZXWRIC, BERERMEEZ

o
0.57 p=0.0075 =~ Qo
= - o
0.0‘,y 1.2?5 O.9I9x | | | |
0.2 04 06 08 1.0 1.2 1.4
g/kg/day

nPCR

K1 meEL7TFUEESnPCR &DEFR
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THEMiEE RIS 27V, mohaEsEr 3 8%
OEXICK D EAHEEZRETLTWS., TR, H
Hrvo =2 EEERESFEICH L TERET 2 7R
HEEML, EARMEHOMWI EE2RLI, TDC
EERESEORVIRE RIAMMEH T 2 2 SickD,
YA M A Y ENLUTARKRE RS 5 ARetE 2Rk
LTWwa, EBE ARESHEOBVERIERERE S W
FINDLTEDREIN TS,

(b) BT ER S 5 & D

BT DG K 5528, WhWw b7 7 AWK
OffafEIcHRT 2y F b+ v v BXY, 2oER
DRTHEL A O TREOIEW 7 5 7 2 v~ DRA
NHFons, OV R+ YVEIHEADYA A
A v EESE, BEHL, o~ THIL-18% TNF
(tumor necrosis factor) (& FCEHPREREE I
BS54 294 b A v ELTEETHZW, BT
W DORERKEY > T d B WEMR L, T4 N A A VUM ER S
HDHTEBMOSNTVWS, T OBFBRIZITE, Bl
FiaEoBEcRALHHINE R o, ER
B T IR 375 <, & SITHERINBHTIE O K%
DS, WG R OGEREEIE L b 0WE 5, K
WA EESEIN L, EfREEGHE2% 2 high-flux
DMEFREL > TETVBIE, BITEPO T v F b+
vV OWLEL, WEEOREN 7 v —XT v 7ENT
B, BNMHEOMSICL2REREIRSLIEETH
5.

—7, CAPD ¥ T, SHE® pH, 7 K vk,
BXUOTONMEEY) (glucose degradation prod-
ucts:GDPs) i< kv, EEMESRIE S, A b
HA YV OFIHMEMES B3, fxlt, ST S FE
ffbah, 7 FofoRboic7 4 aFFZ Y
VERBHEYEE L OB LB GRS, 5
% ORI T DR R 7z 5.

@ BTS2 W IZEED 5 OE AL

HDITfES 7 3 / RO TR S REFEFEDIFK E LT
METERV, A 1o HD T, 7T /BT
13 4~6 g, high-flux B T3 nLI LD T I 7 BBhE
Wi ~RwAET S, £ PDTR1IHHLD 3~5gD
TI/REI0gEEOEAEMNERLTVS, L
SRR AEAE U2 E X ICFZWEED 2 50 FoEAan
WL, TOER»B O OREAMELET 2HEES
RERT B, L72h-> T CAPD BETOIERA 3K E
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RELZBLSE 2 REBERNTH D, BEHEKORIEIC
BHABEENSNELEL S,

3 REFMOIER

BEORBIREEZKE D S RETNCEHEIT 5 C &
T, TOEHBXORBESAREE 755, REFH I3 H
—{EED A TIZHW T XV, T RTOIREA R
FNCEHI 5 & & IFREEREE L b #Eis b » kAT RE
Thb., £ITRIIWCRTIHE I &I BRI
T5oMnMEEEBbN S, IENE IHEREEO SV
bOELH L., TNThOHHDE M T, &k
BV THANE RJRE T D #kEEICHIE T X 2 INE %%
L, REREZRGHNEW T 2 ENEE LV, I
BREFMOPEED L OHER IR 4 1TRT.

1 HEEEr R

HEZHEHICBVTIE, &5 LThHREMICIBEZHHS
bOBETh s, Lo LEKRFT AP EE QOL DRk
NARYITHD, B ADL ICBIT 2B R 7 v 7 DR
S AP, ERIOMZ, BEPKEFTMOE —R
Ty 7 ThHB. TOFER, REFEFORZLFHKTH
5 BEFARCEHENER FOFERPETCE S L
ML\, SGA (3, IR & PR IC RS W R 3T
ik T, AFEOERURN & GEGTHANC ERBE»NT
W3, KEIRELZBRIF, ©POREBEALH, MEORER
Bo3EHCEREIML TV A, DHEOH LI,

R 3 EMBEDRMBERREFTM

1. HEETE
Sk R, ADL
FHH 7o -7 24 vk (SGA)
2. BHARETI
k=%, &, BMI
B NIER (TSF), i &E (AMC)
3. KREENE
B
EHE(LHR (nPCR % 7213 nPNA)
nPCR : normalized protein catabolic rate

nPNA : normalized protein equivalent of total
nitrogen appearance

4. Mk

TNTIY, FLTNTIY, VS YRT 2 Y, R

R, svTrF=v, MERE, VY, #9094, IGF-1
SR ESEN AR A TG RIill

Bioelectrical impedance analysis (BIA) &

Dual energy X-ray absorptiometry (DEXA) i

7 VT F = VEEER
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R4 REFMOIZHDORESR

S AET

« {kE (kg, dry weight : DW)

« [EHE(AE (kg, standard body weight : SBW)
=22x [HBEm)]* ki
=[HFE(m)—100]x0.9 (FE 150 cm LINDEE)

- fEHEIRELL (% SBW) =[DW/SBW] X100

- EERAELL (% UBW)=[DW/UBW] X100

« BMI (body mass index) =/A#E (kg)/ [HE (m)]*

« BERIEE (mm)

W = BRHE R T R A
(triceps skinfold thickness :
LN N i
(subscapular skinfold thickness : SSF)

» FIEfiEH (arm muscle circumference : AMC)
AMC (cm)=AC (cm)— 7 XTSF (cm) 7 =3.14
LR PHE (arm circumference : AC)

« LWifimfE (arm muscle area : AMA)
AMA =[AC— (7 XTSF)?]/(4% 1)

NI RS
=457+ (1.0913—0.00116 X A) —4.142
M =4.57+ (1.0897—0.00133 X A) —4.142

A=TSF+SSF (mm)

TSF)

EFE(LE (PCR %7213 PNA)
o IMiEHT
PCR (g/day)=(Gu+1.2)x9.35
Gu (mg/min) = [V.C,—V,C,] /i
i BHREEE (min)
C, : BHr% BUN (mg/dD
C. : XILEHTHT BUN (mg/dl)
V@ BRIRESGER (ml) = SIF%RIEE X 0.6
V. D BITHIRES AR (mD
= KIALBMTRTIATE X 0.6
- [E BT
PCR (g/day)
=6.25(DUN+UUN) +11.86+0.194 X BW
DUN : #EfhRFEEHE (g/day)
UUN : [RPRFZEHE (g/day)

BIREOMHEL L —=v 27T, Ny FH A FTONE
TIAETh B & &, FHIICELTa X b o
BOWEIZH B, 0 SGA ZH W icbBETOEASL
KEFTMESFEOME itk 5 &, HD EEHD 20%,
CAPD EHD 25% WHhEREL FOREARIREICH
AEYEENTWAS, F7 CANUSA study (¥,
KE o PD B 680 %) T, @V SGA 237 DHE
T TIRIETRD ABERPER N C & 2HME® LTV 5.

2)  Bfkatl

{kE, BMI 72 &0 GRGHANE, KEFHHEHEE O 2
HTROLEECThOERNBEEIE SN S HETH
%. HD BETRAELHNE L VO TEMEE—EIC

LSV ERBIREOHIWIZEE L Wicw, BAAIE ICER
L Cld dry weight TITHO T EBEARTH B, Fi
PD B#ETIE, R TIRETOKRELRIEL T 5,
s RAEL (%YUBW) T 6 #7 HRINOREDH
7 10% LINTRPEEOERENEAL SN, 10%
PITF T ORI WSS RERE LR S LN H 5.
HD BE T, EEKRED 90% LI N0 BES 40%
o, KMEHE & Fln, HERIOFEEM I O KT L
TWA I EBREshTWS, K NIEN, HIRNED
AEE LT, bR =uEmEmE FigE (TSF) & L
BREFE (AC) » o ERifH (AMC) %2HlET 5.
HECELBRZFICLZIE5o %P, BITEE TIRMAK
DEOEND B EETH L TBLENDH L, —
FERTIC R E ORI THIE S 543, SITEE TR
MEOFEDILVWIEY v v FIITITS.

3) KEEE

BEAGTE 1 HO T 2 VEF—, EOENEZ M
TEHDICE LTV, BHE 3 HYDORBFENEZilik
FfRICEEAL, Th2RBELPEED SO/ H
HmICKOEEL, EREEZRNT S, folilda v Ea—
7 v 7 kbl n, Lo EEICFHTAEEES S > T
W5, 7272 L ZOFHICEE L TR, BENEMIEMREIC
ks v E, EEESENEi S NS & iF KL
BETBETHB. WHICIEHICAFENAZTH X
AP RFELOHBICEIBEEZIABREL, KEL
DORHIc kD BEOIME T VT I voiE s R
LT HWMEDVSD L. RTFAHAKRDOEERL T
BEHEZ T 254 ZIT> T A liskbdH b, D
FOICAHHBECHR L CREELOW N AR TH
B, FELVWEE L TOE LR TRELEBNESE
RHRRIC K OHEE L, KEIFNCREEI O M &
T5DMEETH 5.

EHE/LE (PCR) & BHREADREEZRL
TV, BEHEOKREAREN —ETH LB OIE, KE
HOFLEE $, REAORML#EEICSEL L, Bk
FREABREICHELVEWSHRA SKD > TW
5. L7ch->TPCR I, FEALTUHEIRRED 5 WEEIC
1, 1 HOE[EIHE (DPD 2L Tk, H&E
Pl OEEE CICERBNEOEHE L THEHTH 5.
— % ITIAE THIIE L 72 normalized PCR (nPCR, g/
kg/day) TET I LNV, HASBHTEFZOME
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T, EAEIEOE FITEVIETE ORI fERR 3 1
Jnl, nPCR 1.1~1.3 g/kg/day 2 & L 72834,
09g/kg/day LLFTIREEICY Z7BEHL KB EL
TW3,

4)  IMiEAEALE I A

O FTIUTIv

Mg 7 V7 3 v iEREk & 0 REIRFED & & — 1738
L LTHV O, ZoIMHEEOK N 3BIrES
DHEMTPEARPHRED LA LROHBEN S 5 & &
NTWE, HELIMET VT VEEFBEEEL LT
OV BIEEEE LIRS VAR, RKEICX
DTIVT I VIBENET S L, ARE TR
ENAOT VT I v BB LIRERZE S L, &
B, BIEICX BT VT I v OEREEND
0, WICHREREOIEEE 3R LKW &2 AFHICHE
S HFEHDH 549, DOQL A A K 54 19T BRifE
T40g/dIPIEAHEELTWS.

@ FLr7ru7Iyv, IGF-1

LTIV T7 3 vIdAMMHEERN (rapid turn over pro-
tein) ThH O, 77 I vOFEIHAN 20 HREHRTH
BDITXFL, 105D 1 OF)2 HERL, KEREEFR
TR7TNVT I v ODENTE T3 5709, NIRER %
Bed 2 EURIEEEE L CEETH S, TV T Y bk
M TRE GBI AR TH L LS N TV S,
BALEFETEILTIVT I VOB TONREISET L
Mrbic#®E 4 2729, 30mg/dl LIF  (IF & &1 pH
20~30mg/dD) 75 oREEHFOMELE L THKAEZRK

Vol.16 No.3 2001

T BNIENH D, £ IGF-1 O 3 K &
I oL, KEBEREOZLITHT 2 LD T &
DI TH L EENTVE. IGF-1 DK FiF 1~3 &
RUNICEREEZET 2rHE b H D, TPRERLE L
TOHRMEOREY b & 5.

5) BRI

BRSO E 1213, BIA 7, DEXA i#fs &
& BAERGHUAHEZE TSNS 2 ENEL R
b, MF7 VT VvBIEETbOREEESREENS
LEaNTW3, BIA ERAEKROESIEILEZNET %
C LT X D ROy ZE T 2 ik Th 5. T
ik v IIRERI > OL 2 IChENIRE, HKkoE, RiF
& (lean body mass:LBM) 2k o, Lad
HEWICERTOS, L LEENIAELC 2 SIRIEE
/NG S N B 75 &, DEXA BRICH~NTHE RS
BMEE R ETH . DEXA FERARGE RO
EFHES NS, ERICIE RS LBM Ok &
LTdHwoshTwa, YFeTo HD B3 117 %%
Wt5iT, nPCR & HiE&E & OBf%R% DEXA % W
T %21T-> 7. Z04EHE, nPCR 0.9 g/kg/day
Kiticid, 1.0g/kg/day I Licth L THEICHER
MENLTHY, EOENEOEVAFERICSEE
T 5 EERED L.

4 HREOSEHBEDOFREFE (HD & CAPD E2&D
Ee#)

HD & CAPD EBE TOREBIRFEA Ll L 7o 13

%5 HD & U PD BETOXRETH

HD CAPD p
B (520 121 (70/51) 46 (27/19) -
FERE (%) 30 (33%) 17 (42.5%) -
G NG 63.1+13.6 63.9+14.5 ns
#ETEE (A 89.5+68.3 49.6+29.6 0.001
hE (kg) 52.6+10.7 56.0+14.1 ns
KRN (%) 18.4+6.8 21.2+84 0.55
&K/ RE (%) 594+54 58.0+6.4 ns
BMI (kg/m? 20.8+2.9 22.6+4.3 0.01
HEIRE L (9% SBW) —5.31+13.6 29+19.4 0.01
T7 v (g/dD) 3.8+04 34+05 0.001
7L 77 3 v(mg/dD) ND 39.21+10.9 —
IGF-1 (ng/ml) ND 241+113 -
TACurea (mg/dl) 50.8+9.3 50.0+13.3 ns
nPCR (g/kg/day) 1.06+0.2 0.86+0.2 0.001

mean=*SD
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kgni  BMI ot VFA V/S ratio
304 100 4 1.0 -
I 801 0.8 1
20
60 0.6
40+ 0.4
104
20 A 0.2 4
0 0 0
pre. during pre during pre during
n=51 *p<0.001 meantSD

2 CAPD BEILEF2HAMEMHNITOE

ZUV, WREMBLZEEFICIDFBERICENR SN,
T E AT L b—E LTV, RO bHHREOBAR
SRBEHMMEFOWRE TS HD, CAPD #4132 nPCR
(2121 089 BLU0.81 g/kg/day), TINV7 3 v
(3.7 8L 33g/dD) & bic CAPD H#E 25 HD &
FOBEVWHEREL > TS, KD Kumano 5 D
CAPD #3239 A& KR & L cE*© Tld, nPCR
0.97 g/kg/day, 77 3 v 36g/dl &RERE
ARG IR TUE LTV b0, HEMEIZIEEL
TV o, RREICHBEA KEEE HD B& &
CAPD BE OREIRREAR LI L TH /2. BMI PFE#E
REILTERI N GAEEHHE T, HD BFIchL T
CAPD HEORBIRENB VL LS ICEbN 5 M,
nPCR ® 7V 7 3 ¥ 3B 5 HIc CAPD & D 1Z 5 H
F\W, HDEETRE BMI 3@FHEEEBITEKTLT
< 2HEEMNZ VA, CAPD E#H Tld BMI 0 ZALAD
WHISR NS 5. % 2T CAPD #iEE Ak O NG
BioZALiciFEHL, B CT 2+ + VIT TEAR & B
ETORAHOEAEZBRE?® Lic, R2I1TRd T
& <, CAPD M&EEBlGH: & ik L TE A O BMI i<
ZAC 2 o 73, AEEDHRE (VFA) 2L,
B FREliEfE (SFA) Lotk (V/S) s#fnL Tw
tz. TR LBM o ERdT 6D ThHD,
CAPD #E T D BMI OFHMICEE L TEARIENR PN
gl OZ LIRS 2 08B DH 5.

XL

ENTERF B T 2 KEREEORNB L KB M &
LT, BltdfREB L CHEK EEH S T 25kl
il N7, AR, BT R OREF M & KR IC
EE L, LIRIO X 2/ RE B S I RkE, 202
S DEFITEEBET IR ULADEI sV A
5. KREREORRSKECHHIN>OH5 b, &
FrEETRETEEH £ 24 2 M ORTBEEL
FRELTDBRIICEE->TORBOVONEIRTH 5.
A O BER L E R ISIEH E TR X TE M - 723,
BT EE OREREZ BIFICRO 720 1Tid, B
TS IKREIEE Z iR E LoD, HEL T 2V
F-BEEEREAEOMAICEET 5 EAHEEL
5. BTEFEFEICEREB s shTns T
AT BE RS, BiEE TN RES KRB E L
REFICHIE L, RAMOAIHSODLN S LR
GENCEHEid 2 2 Lick b, FHICRERE LB L
TW T ENEENS.

X B
1) Aparicio M, Cano N, Chauveau P, et al : Nutri-
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