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5> TV EBHT, ENAIHOIMTE Ca iE DL
EORALEBEL TWAZ EZHELTHB N, &
i Ca 3.0 mEq/L T ML EHT 1L 8 2 Ca BT & 72
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%z b7z, 4, 3.0mEq/L 7% 5 2.5 mEq/L ~i&
Wi Cailt e 22 W3 52 LI2X Y, M5 AR
I N9 &) hriE L.
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Cailiff % 3.0mEq/L 75 25 mEq/L ICZEHE L, %5
WA 3 A [ AfE 5 L & AT 2 #k bt L 72 (2nd period)
(E1).

JEERREIIRATIRALIE, B CT (S TS RENIR D
1 & R O 23 IR & 0 HAK NS 1 em BIRE CTHoZ L

“ﬂ@H%X7—W%ﬁ%ﬁﬁWLAb%f5F
W®E#D@&E%lﬁ%lﬁkbfz:7—mt,
15 2 74 AOEFHCHR T L 72l % B KB IR A )KL
$8% (abdominal aortic calcification index; ACI, range
0~240) & LCaFfili L7z, 28 & b, KI3FEOHIE
(TR ENTE Ca IEEZ I ICEFM) < 3 Il ACI %
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# 2 1st period & 2nd period DEEHEDI/INT A —5F —

1st period 2nd period
ar hu—)uf R p = = % 5 T HE p
pre-HD Ca(mg/dl) 8.83+0.68 9.07+0.51 0.3754 9.02 +0.62 8.92+0.50 0.8955
post-HD Ca(mg/dl) 9.59 +0.59 9.85+0.44 0.1228 9.83 +0.66 8.94+0.39 0.0012F
ACa(mg/dl) 0.77+£0.39 0.81+0.37 0.8696 0.80+0.39 0.29 £0.22 0.0043 T
P(mg/dl) 452+1.36 492+1.10 0.3410 4,52+ 1.17 5.26+0.89 0.1396
Ca x P f# (mg2/d12) 40.5+15.0 451+124 0.3088 41.3+13.1 47.1+9.5 0.1783
i-PTH (pg/ml) 153 +123 164 +105 0.6936 85%57 206+ 134 0.0151°F
Alb (g/dD) 4.02+0.17 3.74+0.22 0.0047 ¥ 3.85+0.15 3.70+0.21 0.0878
T-Cho (mg/dl) 165+25 168 +36 0.7676 157+23 16127 0.7180
HDL-C (mg/dl) 51.4+14.2 56.6 +12.0 0.3578 53.6+15.6 55.3+11.8 0.6934
CRP (mg/dl) 0.18+0.14 0.21+0.11 0.2122 0.13+0.10 0.12+0.15 0.4307
AV 7 I (g/day) 3.0+1.2 2.8+1.0 0.6224 31x24 25+15 0.9215

pre-HD Ca; BNTHIIMLIE 7 V7 &, postHD Ca; EATHEINIE A V7 &, ACa;, ENTHITRMLGG A )V ¥ 224 LR, P; &MTHIMEEY >, i-PTH; &
AT il L {5 intact parathyroid hormone, Alb; 3% 47 i il {§ albumin, T-Cho; i% 47 H IfiL i¥ total cholesterol, HDL-C; % #7 fiil high density lipoprotein
cholesterol, CRP; :%#7#ii C-reactive protein

#S stilliyean wfi i s s~ EOER & - 7z, 2nd period DEHNTHE Ca #FE (r=—0.355, p
r P =0.1052) & 2.5 mEq/L ®EF DT 5 A5 AACI/year
g SR [engll ~0iE N BT S 2 A% D10, HEAETRD Shih
post-HD Ca(mg/dl) 0.228 0.3073
ACa(mg/dl) 0.357 0.1030 27z,
P(mg/dl) 0.214 0.3388
Ca x P product (mg?/d12) 0.170 0.4481 3 £ =
i-PTH (pg/ml) 0.116 0.6071
Alb(g/dD) 0.029 0.8982 MEBNTHEEZE D CaNT v AT BT & B 21T
T-Cho (mg/dl) 0.028 0.9014 s R ,u . ]
HDL Clamg/d) oy by ’Coc< P AESRRLE L CTHRES I N CalHR Y
CRP(mg/dl) 0.719 0.0002 DALY RELSEESNR, BE % Ca
Bl VS 1 (g/day) 0248 G228 %%U?x%c MEFIKALE OBES RIRS TV 2, i
. BHRIMLE 7 V3 % A, post . BH L

e i BB AR iR b Ry, BN b 2 OB SN BBEFHED CailEEIC L ), Ca
i-PTH; 7H7A7 1L intact parathyroid h . Alb; BHFHI L al . 5
buin, T-Cho; 7 i L total chlesterol, HDLC: 47 high NTYRLEBEDTZA TR EZZON, MEAIK
density lipoprotein cholesterol, CRP; i&#THi C-reactive protein R0 Egl_i)‘ 5 < Bhhb Iﬂjf BRI T

Ca /% 2.5 mEq/L & 3.0 mEq/L O &N EAEH 2

4 2nd ACl/year L &/V5 4 — & — EDIEE \ - ‘
n year 7 TWBS, BNHD CaNg v R, IiEA + 1k Ca

o - . WEE, EHTHEO Ca MLRE & Bk 7 a\‘cﬁziﬁ.ﬁ i, Ca
EHTHE Ca i ~0.355 0.1052 . o N i
pre-HD Ca (mg/dl) -0.174 0.4384 D CaNTG VADRRILRLZ EERVWEREENT
post-HD Ca(mg/dl) 0.130 0.5635 13~15) LSS,

ACa e/ dl) 0,980 09072 w5 . L aedin, A< ey, Caigl 3.0 mEq/
P(mg/dl) 0.118 0.6012 LoOEWHKZMHALAE) 2% 25mEq/LX Y Cafl
Ca x P product (mg2/d12) 0.062 0.3593 WS bt Erons, SEOWETIE, 2¥ b
intact-PTH (pg/ml) -0.088 0.6961

Alb(g/dl) 0.113 0.6173 -—Il/ﬁ?}:ﬁ?ﬁf"i“( iﬂﬁiﬂﬁﬁbﬂfﬁﬁrﬂh_ ,#a L
T-Cho (mg/dl) —-0.227 0.3905 TO MCl/year ICHEXEZOP Loz 0D, 1K
HDL-C (mg/dl) ~0.132 0.5585 B - .
CRP (mg/dl) o 06T THET AACI/year 25EHTHE Ca i % 3.0 mEq/L 2° 5
B A VS A (g/day) 0.219 0.3273 25mEq/L~NEHE L-RICHL NI T T2 D %2380
preHD Ca; SENT R % )V & 7 &, postHD Ca; BT 4 1L 4 v & 7z. F72, £4I1R7 X912 2nd AACI/year & ENTIE
v L, ACa; BHTRIBZIMIE 7 V> 7 2B LR, P; EATHIMEY >, i .

PTH; & #7 if Il {5 intact parathyroid hormone, Alb; & #7 i Iiil { albu- CaltEDM 2, r=-0.355, pP= 0.1052 & AHEE 3 5 fiE )

min, T-Cho; 3% #7 i Ifil ¥ total cholesterol, HDL-C; 3% #7 fiii high den- ~
sity lipoprotein cholesterol, CRP; :Z#THi C-reactive protein BRI END *ﬁ‘ #g Ca ()EF'—: A PHEHLI-ZEDR
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PSR B R AT R ACAEST % 30 L 7= W] ge kAR S 7z,

EH1Z, CaBAMAZITTIERL, RBRNWERKHOA
B2 M Ca R EDZALIL, arterial stiffness!® % Ml
ARALR DB 2 RIZLTWh EbHMEIRTWwAS

ENTH Ca I2FE 2.5 mEq/L (22 % #, pre-HD Ca
BRI R o720 00, K TEEO BN % O MG
CaifEZ1t (ACa) PHEIMKMETH Y, 2nd AACl/
year £ ACa DM b A ETIE WL DDOHBET 4 MM
rRD, ZoZ kb, BHERKEIRAIKICET ORI
WCBS- L-WREEZ 2 b6 b,

B, SHEOMIETIE, P, CaxPH, KEHIILY
7 ANk E & EEREIIR A RAGEST & B 5 2 2 B LI
RBD LN o 7208, JEFIEAT Y ba—VEEE KT
HhbeThb 20 hhollzbRERLELRL LN
St EZLNS,

DOPPS O #ii5Tlx, ZEHT Ca DMKV &, FEIH
ﬁ%ﬁ&ﬁ#%%t&é RAEE FARPR B RETTAESE D
Y27 ET 5 EMEINTWAEY, SEOW%E
L, BIHIREA V7 =XV a UPUEICR -T2 BE
WL b 2619 DO TH o 7225, ENWE 2.5 mEq/L
WIRT LR TREICBWT, FREICIPTH O LA%ZFR
07z,

CRP IZfRE S N 5 B M S XM HIKILD Az &
T, BT LOLMESHELREEL TSI LRt
if(%? CHESNTWwARBY - SEOFFETDH CRP I

Y Iu— W LETH, BLXOZoOKHEAOFTHLE
BAEIFRO LN o 2h, &M d o AACI/year
bW Z D 7z,

SRloEE, EABIPERL, BEoxyF U7
bAEH, MR, FIREOAT, HHOL VI TIEDH
ZH%, MEN BEHICBT % EMK CalRiE & & H
JRALE DEEIZOWTOWMERIAD %L, 41k, EHEK
ZWMPLTEHITHMET LTV E W,

% @

MELENTBE BT, ENE CaitE% 3.0mEq/
L#%ﬂmﬂﬂLt%E?é:kt;b R EIR
FIRACHEST % $DH 3 2 W etk 2R g X 7z,

ARFFE 3R 21 4R FE B A BT
LDTH 5,
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