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ME As g8l dud AFHFS 5 1.0 g/kg ©l8tE
TAG A5 GoFdzrt B 499, ole] &
T AR Babef| Al §lo] Q1A (phosphate & el A5 A= S7F T4 Aol AnEA A
= inorganic phosphorus) < ¥z &#x Q54 ok 3 2 AA QA ATA = 1 Z2EETS o
24, 2JAAE S 9 ojagd FaT e, o71H, FAg AT A FA= FA A v
/ﬁ*é:‘eloloéc’ok%, gaA 2 35t 55 s, <9 8-S ek Qlrt o] gfgh Ak 242 A A
ol A7 o® 2Hg) ok & ot A% 11 g tol] F48 B3 s A AAV 1 TS
QY F e BAG Bk WA A $apEo] EF 7HA| Al E e
FHsts wARA A AFEE, AEAA AN E, ol EA g ato] A A4 = o5 1.0~1.2 g/kg
e [1-3] @ 24 55 T7HAG[4]. o] =] o gl Aol= ok 26—-40 mmol (800—1,200
M gAEA S 235 oA A 79 A5 dl gl mg)-J AAHE Hrsta ok e QAETE
FA] e e Aak AA Y zo] e #af 7] & 40-80%=% 7Hd 2 o oFF 10-30 mmol ®+=
%834} B, 9 70-210 mmol® Ato] FHTh JNHA

e dAFAE 13 A W AAT 9l

O

QUARe] 2 20-40 mmolo]H, F33] HFA S

OlAr AF5} A A9 60-120 mmole] QA+ AAT 5

k. whebA £33 dAFARo R A= A At

TAAFA Sapell A A Qite] £4& dg) & adHow 11]74 & glov, A= ik &

71 1A= A AL Ao], AAATHA] & 2 FA Aol €t [5]. (L 1 214k mmol — mg
A82 Ba o4k A7 9 4 1A HEe 5 29 HE Al 308, FJ mmol/L — mg/dL W8 A
o 712 A 07 AQAE Ao]e] g AU 1Ak X 3= wath) olH g 4HY positive balance:
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Fig. 1. A schematic representation of the four-compartment model proposed by Spalding et al. for
describing the kinetics of phosphate during both short and long hemodialysis treatments.
This model is a conventional two-compartment model describing diffusive (Fd) and
convective (Fc) fluxes across the dialysis membrane comprising a dialyzer phosphate
clearance (Kd). Also indicated here is intercompartment phosphate flux (F1) governed by
the intercompartmental mass transfer coefficient (Kie). The unique aspect of this model is
the addition of a third pool or compartment that releases phosphate into the extracellular
compartment (F3) based on the difference between the calculated intracellular and intrinsic
intracellular target intracellular phosphate concentration and a fourth pool or compartment
that releases phosphate intracellularly to protect the intracellular environment from
dangerously low phosphate concentrations (F4). The intracellular and extracellular
compartments are indicated by subscripts i and e, respectively. Kidney Int 2002;61:655-667
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9 & %7} intrinsic intracellular target
concentration(1.18 £ 0.06 mmol/L; 95% CI)
olate] Lt MXE U Qlito] Mg Ao = o
Eote] it s AEA7IE 37 (REB) =
A 71 do] gttt shlth, vhd Al E Q14 5
=7 9% 7 A 3o critically low
concentration(0.80 £ 0.07 mmol/L; 95% CI)
o o]& A% AxU it sEE ST &
e 478 (R O)olgta FAATH(IH 1).
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Short daily hemodialysis (SDHD) :
ol B4 F 69, 13 F4 A 2-3A17HS 4
e WHO R A, =] oA 7t Qo A= 2l
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A AA ] ol fol Sl Ao R HAd. 19724
Bonomini & [12]2 WY F45 A3 45 4t
o] AAZF &olst, &4 W3t £ FAAA B
o AgAoR FA & qlvkal ekl

Galland 5 [13]< SDHD+ YA &S /A
A71H, AT AL 1 Al el B4 8 QakA]

7} conventional HD(CHD) ¥ SDHDelA Zz}
2.22 £ 0.63 mmol/L ¥ 1.83 £ 0.36 mmol/L
(P <0.05) 2t Busklth. Yuen & [14]2 217
o 322 CHDollA SDHDE dgstads=dl, 14
T BN W g a7zt 1.99 £ 112004 1.27
* 0.10 mMZ #2392 (P <0.05), nPCR &
3t g E ity ® ekl th T3 Kooistra 5
[15] SDHD & QAHAFAl A= AaE

SRy

Bo] 714, EPOS &3] A 9 &old it =
4 59 asE Bl

Ak Williams s [17]2 2199 dAFa ghx}
T W o® 7t 45 4 CHD3} SDHDS A 3% 2
7 SDHD7} wtp Aej#jolr, F4 F g F4 11
ARt 7gel A, £4 Bg 47 Aus
7h ek, QYA ETE WA E L o) do] 7
gty stelck. e A 7k E Q
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Long hemodialysis (LHD) :

FANE 98k A8 LHDE 1 Pl
uet = 33 A1 Al sk 4 (long
intermittent hemodialysis : LIHD), oFztol mj<d
A&k nocturnal hemodialysis : NHD) 2.2
0 54 Azbe A%t AF AdatA g 53
S Btk &l o2 1998 Mucsi &
B oJatd 79 g5 fgAoR
dgsigl=d, ofF 4 +9
| Aol 267} 7hatolon g3 QlakA]
Ay A% F 5709 Ao 247 2.1 +
1.3 £ 0.2 mM (P<0.001) & 23t
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Fig. 2. Serum phosphate, dose of CaCO3 and dietary phosphate intake during conventional
hemodialysis (CHD; m) versus nocturnal hemodialysis (NHD; U). (A) Serum phosphate
levels as measured monthly. (B) Daily oral dose of CaCO3 as phosphate binder. Values are
median and range as data distribution not normal. (C) Dietary phosphate intake. Values are
mean = SD, N = 7. * P<0.05; **P< 0.01 as compared to month -5. Kidney Int.
1998;53(5):1399-1404
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polysynthane 5 6%9 low—flux 4129 A%
= vl EAsled, 24 FA] QA

reduction®ll= o] 7} glrkar el 59 At
A A% A= hemophane® (102.1 £ 35.6
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Ratanarat 5 [23]2 3732157 gxof Al A
intermittent hemodialysis (IHD), slow low—
efficiency dialysis(SLED) % continuous renal
replacement therapy (CRRT) & Al&a}o] QlAt
s AFST o] AFeA ik AAE 2L
mass tranfer rate< IHD, SLED, CRRT 2=
E99 vk 39 QAF A AZFE CRRT, SLED,
[HD <22 ol T4 Alzto] Ak A7 &) Y&

A4 QAL skl

HEMOo{ 11 (hemodiafiltration:
HDF)
AT A2 4 9 tfF A4S BT o
&3 Ao FRAEAY A A golg AL
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&o] ottty Baskglt ek 7 [25] T2 1
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M7 A Aol FA A H it w5
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