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A CLINICAL INVESTIGATION ON THE PATIENTS
UNDER THE LONG-TERM HEMODIALYSIS

PART III: CARCIUM METABOLISM OF THE PATIENTS UNDER
THE LONG-TERM HEMODIALYSIS

Kazuyuki Darjo
From the Department of Urology, Faculty of Medicine, K yoto University
(Chairman: O. Yoshida, M. D.)

Ninety-eight patients have been treated by regular dialysis during 10 years period, 1968 to 1977.

In order to prevent hyperphosphatemia, phosphate-binding antiacid drug has been administered and

calcium content of dialysate (Dca) was increased from 5 to 7.5 mg%.

C-terminal PTH value showed as twice as normal but N-terminal PTH was normal when Dca

was 5 mg%,. Immediately after Dca was changed to 7 mg9%,, N-terminal PTH transiently rose and

soon returned to normal value. C-terminal PTH showed remarkable decrease returning to the normal

range. COT was always normal despite change of Dca. Vitamin Dj; and 25-HCC level were normal,

24, 25-DHCC was low, and 1, 25-DHCC was also low in hemodialysis cases. These substances were

almost undetectable in anephric cases.

Cortical thickness of the clavicula of the patients did not show a significant difference from that

of the healthy control persons. MCI also did not show any change during the course of dialysis. If

limited to 20 cases who have been treated by hemodialysis more than 5 years, bone x-ray films showed

osteal resorption in 6, demineralization in 4, osteosclerosis in 1. Neither fracture nor vascular calcifi-

cation was observed.

As mentioned above, calcium metabolism has been rather well controlied under our dialysis pro-

gram in which BUN and creatinine were maintained at the relatively low level by dialysis performed

for sufficient time.

Causative factors of calcium metabolism disorder might be metabolic disturbance of vitamin D

and phosphate retention. A participation of some kind of uremic toxins should be also considered.
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1950 /s b BEHMBEENTY TIREE 8-> T2
e, BUEEFBMELNIENLA602X 5K
725 TEIY. 1960 AT b BIEESTESIL
I sed i, HEEROBEL 22 BHEENE
EEC T AMERNBZEBRVPBIZINA L OIS ->TE
129, ZNPlf, radioimmunoassay {CX %5V E
WD TR 72 - C &ziz 4 ), vitamin D £f
O EO BHER EEEC REY BHINODH
D, ZOMENBLONS L 3> TR, KIZ
% OMBEAPEINT S

bhbhiz, 1968FENTEBEENERINTIUFEIO
FERRSHOBEBEASINKEBIEEZERL T E
7ohs, B S ERIRORE, BIE, BlUsE DR
FECERZIOV, BEERERBECHT 2B0E 5
Fhrotz, 197UFCEERORS BV B2 HRE LIt
S, RHICEBICKA»THEL T Sz, 1974F1s Y
1 BIOMOBHRIRIGE IER 228 L, BHERER
R UCOIER i Rtanic. DIEE P iiEcsf
L phosphate-binding antacid Fi¥5 %5z, Ca
> negative balance DO¥E L LT 1976 4F L hE Ca
BEERBPEHRLTS.

SE, Sty 5 BREMBEITER DB ERR
BREOCHRZIEIEL, 2 DREOHIBO—BEZ5C
EREMNEL, BHEVEEG B LT BIFEREE S ovE
v (UTFTPTH &9), wrvrb=r (UFCT &
%4y, vitamin D {{FMH7 725 ED 1@ 3 calcium
regulating hormone D BJjEBIC DWW T e % 17755
7z,

I WK EFE

1. REREER & BITERE

SGIEFE, FEBMARA TSRS TEHMEENR %
HEAUIZBZDOBMEREEF T b JHEOEMEE
WP BT LT WOCRNT.

FEhrarti, Kil 3, coll %, HFAK HOBEH
BEEV, BI12~24RABT 2T, BREL L
T, F49—28¥W (Na: 132mEq/L, Ca: 2.5
mEq/L, K: 2.0mEq/L, Mg: 1.5mEq/L, EELIE .
33mEq/L, v 200mg %) 2FHEEL, 19764
2HYBE S F Y — 38 (Na: 132mEq/L, Ca:
3.5mEq/L, K: 2.0mEq/L, Mg: 1.5mEq/L, Kk
#H:35mEq/L, JRrwvEE:200mg %) % HFHE LT
W5, REEERBEABTRIIE M0L D B4 4ok @
HALUTwWa., $HuEE%lE U T heparin - % non-
disposable Kiil #DZEHra3 6k 8 BHZENTC 1 A

S 20,000 %, BT disposable 7z coil HY

HFAK R0 ZEi8s HARITE 6 RS T 1 B

8,000 AT 2R LT a7,

2. BAEHLY Ca AHEZICET SEFEORE
R

BAXRREDIEE & U Tiis BUN, creatinine %,
Ca fRHEEDO EEL U ClE Ca, P, Ca-P §g, alkali
phosphatase (LI Al-P LBES) % BIRIETED
U, ERINCEEFOPHEREH L, FHORIER
OYEEs L EERE PR LI

LS OELEENRE IR REERIC T »
1z
3. PTH, CT 0JlFE

1974¢ELI#%, & P ISEIN LT phosphate-binding
antacid FHT, ok ERBEE Ca RIZEIE~
DEFER 13/2-TE1zhs, Z2OBD PTH, CT Z2#
EL, ZORBEEELI.

PTH, CT O#isEil radicimmunoassay 1T %4 BEH
SEBEEFNC T s - 72,

C ku PTH (PTH ) OHIER, R & ¥ & —
Fds & VB R VE L ICIE, BERBM vy PTH
(Wilson #H80) %, Bkicidfiy v PTH 2% 5 k
UM (Welloome #:80) %A LI, BMRIEE 100
pl, 3 100 ], 35X 0.05 M /oL 4 — b SEEENE
100l %fnz, 4°C 3HME 4 & "4~ U2,
w1 @E PTH % 10040 i1 2, S5 4°C 2 B
AvF a4 b Ui, HiAE EEUIC PTH &8
PTH OHEER FF X+ v » Fra—VIREECK
UERTASSY (o

N Ry PTH (PTHis) OEER, AF 24— F
B O v I ERE M PTH (Ciba #HED
P, pitkicidgie b PTH » ¥ AE28mH L.

CT DRIEN, A& X —FisX UEH+ IV E I
ek e b CT-M (Giba 3#& DD %, HiFTiE
#ie b CT-M ¥y ¥HmiE (Ciba 3L b 8RED AV
1z, FEMUDEE 1004, Fifk 1004l sk oF 0.05M
R 1001 A 4°C 3 AFA > F N~}
Utztk, 121 @ OT 204, 0 41 >+
a4 MBIV, F YA VIREBICTOEELT.
4. vitamin D; E XU ZOHBEYDOHE

Mo vitamin D RB/FEYOHER, H—HE2
ARBAEEICTITS »12. 37285 i @ vitamin
D3, 25-hydroxycholecalciferol (£ F 25-HCC & g
), 24, 25-dihydroxycholecalciferol (LI F 24, 25-
DHCC rE&3), 1, 25-dihydroxycholecalciferol (L]
T 1, 25-DHCC 2Hg) 2MEME Sml kb« %
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J —NTHH L, Sephadex LD 20 #5 4« Jm< b
T57 4 —CTEDERTHEL, 8 3E3EERk S
u~v h& 5 4~ (high pressure liquid chromatog-
raphy: HPLC) i CHlELz. 9 b b vitamin D
BEOAGRZ, HPLC o8 LT SABEODLESTO
BB 254nm 353 0F 267 nm D SAREIEE T X -
TEONTIENEDOE~2OFE XL YE1. 22V HE
ZOBEDRAZ & — FOREEAECL VRSN
Y- DOE S X DR RERL, chd hEEH
@ vitamin D FEARE ZHE LIz

1, 25-DHCC |3 competitive protein binding assay
WCCHIE L7z, vitamin D REEAIRT5EM UL &
BlLizer =9 Y OBEERS £ 2 3~ M 28ERL
FEAE L DB LN IHIEE AT (receptor) &
L, °H fgE#% 25-HCC % vitamin D RZ =7 b JD
BokE vk o TEAR L H 4 1, 25-HDOC
PEMALIZ. 372bb Lk HPLC ik hBs i
1, 25-DHCC % 95% = % o/ — v 50 pl WICIBB LU T8
& 95% = u /o — VIERRES; 1, 25-DHCC 50 1l 35
FOHEEED 0.6 mg 1B Y BRBEIE 1 ml % 25°C,
1Bt v & 2 x4 bLT2tE, 1ml @ 40% #Y =7
Vg y o — i ToRELAGE LT
5. HEHERBIUPFBHRERH (metacarpal

index: MCI DH|FE

BREDFEEE 2AL DI EH B EBERR B L O
MCI QHEIEZTT -1

(1) SBREIEOHE

BEEL® OB, BH VRSB EIC THED
g (W) %% OBShIEE, TabbiEMzERNT
AROMETHEL, FA—#McsTEREDIES
E# (C), T (Co) THREL L FTOREROMZH
BOMTHRLIZ. (Ci+C)/W RIEHFHETRD, %
DOEBE 2B REIBE Utz I & ICEEDz L
&R 3, VBRI OV BR REL
THh, LOVELZOEOHPERHARB L Uiz, 34
D BB & N BEER BT CRRB B U A 1T TERIB2
BIOWTHE 238> T2

BUN

100

T

60

(=]

-

72 .73 74 75 76 77 78

(2) MCI QHIE

MCI QEIE: Bone 59 OFKITHE, FLRIE
HRICTHE2HFEBCNT, 20ER (L), hig
W DE (D), AHOEEDE (d) 2HEL (D2%d2)/
DL CRBEUAEDOFEEZ2ER Uz, WEad 1972,
SIERFELEHERRE L, 19781t ARV BB HE
WL 2I3BITHD, 5~ 6FHOMEEIICE BE
{beia Uiz
6. BiEE (Bone mineral contents) O JAIE

7w bk 8 > Bone scanner % ff i~ 7z photon
absorptiomeiry 2 k. h BIEE »BEF126], ZF4HD
B BRI OV THE L 2. MERER 151
Tk A 1S OKRED) 2L 6 om OIREPRIT
blood access MLWVRIDHE[KE (blood access H3FiHD
BEEAERR) OBEEL Y Sem DHEB THR4LE
D scan RfT BEER BIE T RLUIZE BMG/W
(glem?) % > CEEEE LZOVHEREHLI.
e YBRICH) A IER{E & e Uiz,
7. 2H5BLBEORE

EE B VERE R 70 - 72 EFIX 1972, 3 Fac 24
B, 1978 BB UIZEERNIZ 3241TH Y, FiHF X
S ERE L ATENZ200TH 5.

CDEZEVBEICOVTERIK, BEIK, #EH
BARE B G ST SFEmCHE Uz,

o A &

1. BREE LU Ca KBEEICHT E(LENRE
PR

(1) BUN, @5 creatinine f&

Fig. 1 1T 19724 2L #% © & #7aiiE © BUN, Mg
creatinine {B % [X/R4 5.

72 I WA T T2 1976 4£F Tid non-disposable Kiil
FUENER 2 B & UTHALE 16~24 BB 2, %
LIt 13 disposable Coil Bl HFAK RUFEREE% [
UM 12~ 18 BFEBENT 21772 > T X723, BUN 80
~100 mg %, creatinine 15 mg % LI FICBALINEE
Zarbu—ngiL5EBni.

T

72 73 7% 75 76 77 78

Fig. 1. Serum BUN and creatinine levels in patients with regular dialysis treatment.
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[ Dca=5mg% Dca=7mg% | Dca=5mg% Dca=7mg¥
[ Almi-gel j L Almi-gel
Ca P
mgs 9 I + l mg%
8 T T 10k %
| S
p 0.05

72 73 74 75 76 77 78

{__ Dca=5maZ% Dca=7ma%
| Almi-gel !

72 73 74 75 76 71 78

Almi-gel

Ca-P product

8o}
60} l {)
)
204 —
p 0.02
72 73 74 75 76 77 78
Fig. 2.

Al-P
muU/ml

100+

50§

73 74 75 76 77 78

Serum calcium, phosphorus, Ca-P products and alkali-phosphate

levels in patients with regular dialysis treatment.

(2) 1M Ca, P, Al-P {&

Ca RBEEEOA{CENEEREE U T BREIHEOME
Ca, P, Ca-P &, Al-P f% Fig. 2 jzR9. 19734
O THE Ca fHiz 7.96 mg %, M P A3 7.21
mg %, Ca-P g 57.6, Al-P ff 132 mU/ml ¢ {& Ca
MfE, @ P MEZ2L AP HFEEZEL T
Ll Ga-P FEIXGOLT Th-otz. 1974 5L
B P 6mg % LD & P miEF] i2id phosphate-
binding antacid %] (Almi-gel®) 251 /& P{E%
6mg % LIFiCary b ~13 3L 5B TEIL.
1976 48 2 F DRI TERIK Ca BE % 2.5mEq/L 55
3.5 mEq/L i<z, DX HRTHLETI975
FEOVF T M Ca {# 8.22mg %, M/ P{E 6.5
mg 9%, Ca-P & 53.8, Al-P & 122 mUjml &7g b,
1978 fe7i3 5 Ca {H 8.64mg %, M5 P {E 5.33
mg %, Ca-P §F 46.3, Al-P {§ 40.1 TU/L ¢/lz -7z
I bk Ca MAE  REFICHFIN, HPMAELH
ABEWEL, ALD #{ LI SEZES AEMN
Zh o ISR IERIBICAS L S itis->Taiz (2
i Al-P fE13 1976 f2 3% Tk SMA 12/60 12k b JIFE
L, 1977 FL#id CCGS (centrifi. chem. system) (T

S DBEIE UIZOTCRAL S Bic s, ERED—BT A
DTR—OEITRUID).
2. PTH, CT 0ilE

19744E 2140 PTH, CT OEIERKE % Table 1 1T
MUt BIEEMEIE PTHi e 12 0.8 ng/ml LT,
PTHi-34 1% 0.5ng/ml DI, CT i3 0.3ng/ml LIF
ThbhH, BORHBEZBOBD 0.lng/ml TH 5.

Ca BRE Smg % OEREERIED PTHi s 128
E%R LS 1.98ng/ml LIEFRDO N 2HETH- T
LU PTHiy 13 g 0.44ng/ml  [EEEFHIFRIC
otz TRRDLEYENEESTRTEING N R
s PTH (PTH,q) ZIERERAICH H COEPLE
A, TIREERERIFESEEITERE & B 2o

1976 FE2 B & b HRK Ca R % Tmg % LiEH

UTzhs, EFHEE PTH e (3 5 Lilng/ml F
FEOWEMPAED Iz, UL 1976125 ic 3R Ca

W Smg % B EEZEDM 0.68 ng/ml E{ETFL
Ptk s F DB 2D TR,

PTH: s 13RI Ca BEEINTE b 1978 TR
0.46 ng/ml L BHEDO B ZRLUIL. Tivbb EBAS
&, CooRys PTH (PTHi.o) (335w Ca BEHM
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Table 1. Changes in the blood levels of PTA and CT in
patients with regular dialysis treatment.

Treatment Date PTH1Z34 PTH1 g2 cT

{< 0.5 ng/ml) {< 0.8 ng/m1) (< 0.3 ng/ml)

o 74. 6 1.98 + 1,08

g (n=18)

R A1 0.44 + 0,31 0.32 + 0.20
=% (n=27)
=] 75, 2 0.43 + 0.33—— 0.27 + 0.17
4 (n=28) p<o0lo1 | (n=27)
- 76. 2 111 £0.667 ' n.s. 0.18 + 0.13
< {n=17) p<0'05 i (a=18)
2 12 0.68 ¢ 0,62 — 0.30 £ 0.50
g N.S. (n=27)
2 77, 4 0.93 + 1,05 0,15 + 0,05
(n=15)
78. 1 0.47 + 0,14 0,46 + 0,79 0.27 + 0.20
{n=20) {n=21)

TRFT®2A 555, N R PTH (PTH,.50) IREF L
HIEBEWIIMETH > 1212dh, —ERENE & 5
DILTH -7z,

CT DREMEIL FERE Ca BED BT b
T, EHTHEREHEANTH - Iz

HisE Utz PTH iz, CT & 1 3 Ca, P, Ca-P B
Al-P, BUN, creatinine & (DFEE9ES{%R % Fig. 3, Fig. 4
RS 298, W& & dlcoh b mABE & OfjicH
BRED i

CT OBEERRBECITLABHELRETED
Fig. 5 jc CT/PTH {#& & Al-P {5& O B{E% BRL
Tz, FEEEY L. Fig. 6 1T AP [HIEREf
EERBERNCV T OT & PTH . OBRZ2ERL
TR, b B RRED Y, bhbho gL S
PTH 0B RIER K L CT BEFER 220 T
BERBOALNEBBLSNI.
3. Vitamin D; 8 LUZ0KBEEDOAE

vitamin Dj, 25-HCC, 24, 25-DHCC 318 1, 25-
DHCC QHiEEEE% Table 2 i Uiz, i d DRl
FEXI978E 1 BDADHAETH b, FEF SRS 8
BWIOHEREL EETOMERICL hiREE S
FIZIREHAES 4 4, EH 2Bl OB ERREF IO
THELUIZS DTD 5.

vitamin Dy 13, EBIASBHTERLET 19.74 4- 8.78
ng/ml, fEEEEH Giz 15.03 & 5.3 ng/ml &+ 31T
EEETHYH, 25-HCC § BEAENE 13.90 4 4.37
ng/ml, JEEFEH] 13.60 & 4.62ng/ml FFETHH
vitamin Dy OBERIN, FRTO 25 MKBR{LIETER
ThBEEBLLNI

1, 25-DHCC 3 B#f BRER &4 3.80 4- 6.46
pg/ml LEfERR LT, MEREAICOVTIE 0.35 &

0.37pg/ml iz A¥ B INYT, 1ADKER{LY B
TIRAINDC EDREBINI.

24, 25-DHCGC T 2™ T 12, EBHBIENRET
1.01 £0.45 tng/ml, {EEREFHT 1.004£0.57 ng/ml »
EREERTR LTS, oD &ELh, 14k
S UKL DSE T A & INTHH, WMEBERT
EHIEERRT C S MRTHBH, WERE?Z ST
TSN EIZBEITE T & BEEED BRI L 1 A1, 2447k
BILOBEESE - TV A EEALLNS.

4. EEREIRE MCI ORE

(1) $HEREE

HEHEROUEME S, ERc Fig 7 85100
Table 8 (R Uiz, (EEENTREHIIHER 5P O
& otz Fig. 7 OBENGBERE S £ TOEF, HA
35 EM LD BRES § 2 EHl2 L TWVWA. #
BRERI EOER, EESE IE5 DR B
Table 3 ([ BERGNCR L1203, BHIBETIES & 3
R 2T 2 & 40T, S50MS T LAEHSEN
BIOBNEFEZPRLTED, ZOMRERE»RBD
[N
Fig. 8 wBHAmEE » 100% & UBHEEERC &
CHEFRBPIEECNT 2% TCRUBRLIZ. B
H 64T 96.7 + 8.3% (p<0.02), 10T 92.7 + 6.0
% (p<0.001) & {ETF% RIS 44ETIX 1046 + 7.6
% (p<0.001), §4ET 104.3 & 8.49% (p<0.02) & 1%
WERD, BHEHE OMBIIZ —0.14 LIE B
W E T, HEREELGETT 2 EERED 2.

(2) MCI

MCI Z#EL 5 ~ 6 EfORHMEERO HE»
A5 MCL OB 28 U1z, 2 ORE% Fig. 9
VRS, 1972, 3 At 0.1011-40.0127 C& b 1978
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ng = =
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Fig. 3. Relation between PTH;. 3, and biochemical data in patients with regular dialysis treatment.
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Fig. 4. Relation between CT and biochemical data in patients with regular dialysis treatment.
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. FETIE 0.099140.0124 2 HEERBED IS 12
COL > ICREEEE, MCI oflE, Tbbl
RETOREERNE T, BIENOBBE & bic
3oor : BB IR CDSETS 3 BERRED b 12
Al-P : 5. BEBONE ,
mU{nl HiE& (bone mineral contentsjwidth) DH{ERE
. . BUBRIC BT 5 IEFEAEL & b Fig. 10 WRL
2000 - y<195xBGL5 7. BT, KT 4PIOFIGHTH Y, BEETL
. . (r=028) PR 4B, EE2BICH D, BISERERRUL
' “ FEPIEHE D EDIT D 1.
6. 2HBUBEOBRE
5AELLEOBIIER b b 1972, 3 LT LR
B fin-THY, 4HEE BLUREE BRTE
20 SEBID VIR RB L V%2 D&% Table 4 (TR L
2. 1972, B EICEEHTR 2 WY A G 6 B (30%),
SENL OBl (45%) & REFR 2R B EHENL

et s, 1972, BLETIRBIIUE 3 B (15%), BB
IPTHy.34 # (demineralization) 3] (15%), BIHBGRAL
Fig. 5. Relation between ALP and CT/PTH,.s in B 181 (5%) ThH-1p5, 5~ 6 FROSETER
patients with regular dialysis treatment. X661 (30%), BEIKE 44 (20%), BREFHEBG
tPTH-34 iPTH1-34
10f 10} .
normal Al-P high Al-P
50k (r=008) 50f (r=-007)
ng/mil ng/ml
10 L‘ L 4 .. - 10‘- - .
o ¢ ”*
05t . . 058, « *
01 “05 10 5610 Y 510 50 10
ng/mt ~ ng/mt )
iCT ™t

Fig. 6. Relation between PTH;. 3, and CT in patients with
regular dialysis treatment (R.D.T).

Table 2. Serum vitamine D, metabolites in patients with regular dialysis treatment.

Vit.Dy 25-HCC 1,25-DHCC 24,25-DHCC

{ng/mi) (ng/m) (pg/m1) (ng/m1)

R.D.T. pts, 19.73 + 8.78 13.90 + 4,37 3.80 + 6.46 1.01 + 0.45
{n=12)

Anephric pts, 15.03 + 5.31 13.60 t 4.62 0.35 + 0.37 1.00 & 0.37

(n=4)
* Normal 7-30 6-20 5 - 30 0.8 - 3.2
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Cortical thickness of clavicula in
patients with regular dialysis treatment
(closes circle : before 5 years dialAsis,

open circle: over 5 years dialysis).

Fig. 7.

Table 3. Cortical thickness of clavicula in patients
with regular dialysis treatment

(*T. Fujita®, #*¥p<0.02, **%p<0.001)
Age Control* R.D.T.
20~29 43x8{n=28) 393+ 6.7 (n=11)
30~39 40x6(n=52) 40.64 8.9(n=59)
40~49 39+6(n=48) 43.8% 9.5(n=20)**
50~59 372 7(n=97) 44.3£127 (n=z23)***
60~69 34%8(n=124) 36.3% 54(n=10)

BRAt#R 2 B (10%), BEELE 1H] (5 %) &2 T
5.

Case 3,18 0 & 5T (Fig. 11) BETRING 29
BESRIE5 1B SH Y, Case 15 (Fig. 12) 0L 5
R BERO B R BT 5 L SIS S AR S
%. Fiz Case 5 (Fig. 12) [ZMEETTEAR: 575 &

1255

BRTH D 1972 FFERHTIE 6258 TH H BEERE & 20
LTcd3, ERNET A A 0END HHTU S IMK
FMCERT 2 L RF ATV, CWSETREOX
ST % “Rugger-Jersey spine” BED B2 2
FTHE 3ot COX S CELUIERBED 5
nA. —J5 Fig. 13 RdH3, Case 1,14 O X 51T
RO Brown tumor * 4 F A 5L 570 B RIED
5EMDIMBEBICL VEELTWAH S 5.

Case 9 1219758 L hIEEICEREUIZEMTH D,
19774R1CTs b MBI R UTTEGITh 5. AbHR
Biisici Fig. 14 1@R3ht 9-A Dk 5 BEHEHIEE
R 2D R S b, vBRITTRIRILE 28D
1, REMEELIKIE 2B, COROEEE
BFR R BUN 180 mg 9, creatinine 21.2 mg %, [l
& P 20.5 mg 9% & under-dialysis (OIREED LY TN
qorEALN. Almi-gel® ¥k HE P MIIED
BIE»25 & & iz BUN 80mg % Fif%, creatinine
15mg % DITFI fRo~L BITRROIEE, HEZENT
B, 1 ABIKIE 9B OT kL BHEE BEO
LIKEE RS Ui, U L INEBEG RIS I3 L%
TR

Case 19 iHRE /s B2 15K & UI2ER Th
h, MEUERTRENTaY, ¥ Tc-MDP ck 5
By FIT T g — OB KE 2 AT
X7z (Fig. 15). A3 Almi-gel® $517C BH0IITE
S UL A TR THESER L T 510,

T D20FIDIE DT T84 D IRk i IR BT F T
DNT Y, BIREIISETH D, WEBEAKEITD
WT h Case 9 (3MIBRERHACRIELIZEDTH Y,
YBET FHSEAIC BT 2 1372 > T A BT BT H
%.

RIBCDOEVIRE LA PTHi OB R 2 A 5
&, BRIEOWE UtzCase 1 Tl 1974 FELIRIER

%
110 y=-0.47x + 102.5
(r=-0.14)
100
90 n=32 "0 n-te o +
n=32 n=11 n=8 =7
80 T
1 2 3 4 5 6 7 8 9 10
vears
Fig. 8. 9 cortical thickness of clavicula and duration

of regular dialysis treatment.
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(n=13) (n=13)
N.S.

1972-3 1978

Fig. 9. Changes of metacatpal index patients with
over 5 years regular dialysis trearment.
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Fig. 10. Bone miueral contents of patients with
regular dialysis treatment.

T Bps, Case 143 1976 45, 197764242 2.05, 5.0
ng/ml » FEZR LT BERIGOELL 12
Case 3 131974 4 [ % PTHi .54 |3 IFH{E, Case 2
131976 42, 1977 4% 1.6, 0.71 ng/ml & SE{E 2R L
TzH3 1978 412 0.5ng/ml L EETH -T2, TDLD
A PTHi g & & VB EO BRINGE Z—B UL
Wkoi Bbhis, BE{LERLUI: Case 5 § 1974
YUY PTHi 0 BERETH -T2
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v & ®

REEEARROBPHHES LTO Ca RBREZ BT
ENHEAE (renal osteodystrophy) & LT < & H IS
DTN B HL2, REEDTDIC BEYERET 5 Flhid
BABERESTOBBEE IR -1z. BHMKSE
WDSFAARE & 78 » T, T2bbI9TMET BTz
DERKTRRECAEH 2RI 5L 5K >T R

bbb OEER T ZELUICREMEKER 2D I L
THBALTEY, BHEEFEXERICTT2ER Y
WEEAELTHE ST, LOBKIEREZERS 3EH
bIn L, 1972 H VIRRE 21772 > 12 BEAL
R Iz > Tz, DBBIEGIOEN, BHERD
MR & & b CHIRD 8RR S R 2 %58 UE
HEEFIECH L TERBINbNS X 512 h Ltk
WA P MEDEE, & Ca BEERKEOER 2112
Yk Sz >TET.

BERaD G RBRBOREERIT N TIIE L
DCEVBELLNDD, SHTIE Fig. 16 {TR7 L5
WEELLUTHE P ML vitamin D {HERICL 5 3
DEEZZLNTNA.

FIE P MIEICWT N5 &, SiiEESE X
BB EERPHA T A1z, PTH 7L
IVWAHALETP OHMZ BINIRAL, Kb BHEE
RREH #7935 & PTH I ->TH P Ok
MHBTERLILB, DX ST P OF»L DOHHE
Tk i P O LR ZRLLINE Ca B2 ETF3YE
A PTH %#im3w 5. PTH 3BOFRIN 2L
Ca, P 2B X hMlIAKRERIE, O P I8
Lo I TS5 mMF P i EEYA. ¢ PTH
DWTTEIC X b RHEE BRI & R FE X 5.

DUV vitamin D (REIEERDH 55, 1970 £
A b vitamin D (AR I 8, BRER D vitamin
D 313, BETRIXIN S vitamin D &FIEET
H YW, FFesfKEREYME H 25-HCC gl ah
HEBIIIEREThH D E INTWL R FEHERID
vitamin D TH % 1, 25-DHCC OEAKETEIZEKR
Bhsd %19, CORRIZ 1 Ak GHSE R E Mg r
T3 A, BRI O 1 AKEBEILORBEY
HLoTWVA 12D TH%. bivbiy B mMEENTE
HlD vitamin Dy REHOUTE % 772 - 7203, MR
vitamin D3 38} IF 25-HCC (2 & 3 ICIFESEHEAISH
h, 1, 25-DHCC (3 {EE %2R USICEBES T3 &
AEBHBINZ»-T2. LIz Thivbh O5EE 3
HEROBEE—HT 5.

BETD Ca Fuliz 3: ALY +23REB, Z=ETE
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Table 4. X-ray abnormalities of bone in patients with
regular dialysis treatment.

Case Sex Start of R.D.T. X-ray abnormality
date age 1972,3 1978

1 M.T. m 68. 6 3] OR normal
2 N.N. m 68. 6 50 normal OR
3 H.Y. m 68. 8 3] normal OR
4 I.1, m 68, 9 26 normal normal
5 K.0. m 68, 9 57 DM DM HO
6 T.0, m 68,10 46 normal normal
7 MY, m 69. 1 31 normal normal
8 I.A, m 69, 8 43 normal normal
9 S.T. m 70. 4 29 normal OR CAL
10 S.U. m 70.11 32 normal normal
11 AH. m 1.7 38 normal normal
12 K.N. m 71.10 54 normal normal
13 J.N. m 71.11 41 DM DM OR
14 M.N, m 71.12 35 OR normal
15 T.H, m 72, 1 35 normal DM
16 J.W, m 72, 8 36 normal normal
17 T.I. m 73, 2 46 normal normal
18 T.K. f 73. 2 38 DM OR
19 K.S. m 73. 6 27 OR CAL OR CAL
20 K.M. m 73, 6 27 normal DM

OR: osteal resorption

DM: demineralization

HO: hyperostosis

CAL: soft tissue calcification

hisiD HEIFERRCEA™ 3N TED, L0 Ca
WA sz vitamin D OBIfR9 5 BEBIIRR L OF
BEYJEICE AHROEND 5. B Rt 1, 25-
DHCC KR D 729 e Bds BEah Ca @
BN EEEDHELD, Oz ME Ca EOETHED
PTH Dyif17:10 201 2 #09.

F1-EMERIO vitamin D Ch 3 1, 25-DHCC (12&
O#ALYER] (mineralization) %#4 3 DThHbH, BAR
BRI, COIHEIRILEDE 5.

B~ E ek 5wz 208, BHERIZZD
fitE 2 ORFH IO HhEHTH 5.

PTH itk 5 BRIVWERT W3 % &0 ik d /M
Erizh BEBRETEME Ca B brbbsd
PTH 3 ER U T h 20, AREOERE, MKE
HEE~ PTE (parathyroid extract) #5 %4372 5

&, BAEHI T Ca FREGETLTED,
O BIGHEDETIE S P mAE, & Ca MiE, M
PTH v Rz a 51700 ERSEEH I TH
2%, @O PTE 3 4HEDIDOTHHH, HNEM
PTH T} a3 Ty, EDTA (ethylenediamine
tetraacetic acid) ¥ 5 CIEHE &AL L BAREELT
i3 PTH LR %5555, 20 PTH 33 ~ 4% Tdh
Bt Ca HORERHEIEE LTS E 3N
TWA™, Dk 5 PTHICHS 2 BHEIcL b
& Ca ifER &, X5ic PTH ps kT A. 2 DIEH
Pk REO PTH U CERNMSITET 2 L &
2HIETARBIEA L AEZALNS.

REBEEHA § BNESEASHEORERRE & ZoT
A, CHURE 1 KEBRICE b IBE Ca BuRbsHEd
BLEDPLELLNA®D, oTE, BETD Ca



Fig. 11.
A: 1972, 3

WL MEEITIT X DZAL L 280, BT OHER A
B DITEH h19,20,30,3D  F - Ca LI O L BT
L OEEL o E s z®®hs, Channard® (3fi|

BT ZHINC B E O3 UEE L, CodEE
;. %

IEBHERIT Y B D T &% BTV A. BTk %

125 19794

Periosteal resorption in case 3 and case 18.

: 1978

Ca OISO Y3 vitamin D (R#HEHE O &3

Tixrs 4, IRFHEIHAF 12130 5 5> uremic toxins
DI FEEDFRO 1 D UTELTWA EEAL A
CEWTEx A, M2 ICEALTE, BET Ca DI

i T B E T A LLEDORED

SR 135 DI,
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Fig. 12. 5A; case 5.
15A; case 15. nothing paticular (1972) 15B; demineralization (1978)

1,25-DHCC 28R THH L5 3 BEALN D
ZDiEATd Yendts® 13 BERE T o b OMIFEEAM
kL in vitro TL A58 7 v b O 2 AIK{ET 5 C

EWTET, FHT v ~OMSEANF KR AR LA AT
HETH Y, ULIch - TREARRO M R AL
P EAE™ oumem-:.:m\ub«\* Tw5. %7z Oreo-

poulous? (X RFAEMLHTO in vitro OFRALKEZ ML

Osteoporosis (1972)

5B; Rugger-Jersey spine (1978)

BEICE » TREHEL T, HBEERTHE TS L
2k b, AKIEECB S %23 uremic toxins K5y
FRETZEAMEMETH 5 E LTV 5.
& 51T Bordier™ 13 (i 7 rh D SEEHAEG DB 1 42
Wiz T vitamin D {k‘{m"J?()) MBI DR &
NN &% WX THH, 1, 25-DHCC & BfRz<
D $ALVEM (mineralization) A3 & O KB HTEHA
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Fig. 13.

LRI SAiED T 5 &5 BA D &, B

AlfE72s & % F@ uremic toxins A3 fEAEG 5 affEdEs

&HA. L L Bordier$ ¢) uremic toxins & Oreo-
poulous® () Z 41 & 1F BN TO[RED> A d> &1 D BIK TH

a7 3

I$HDTaHAHD

Improvement of bone resorption
1A, 14A: intracsteal resorption (Brown tumor) (1972)
1B, 14B: improved of bone resorption (1978)

% 7o pyrophosphate (v o fifgRHE) |3 in vitro T

O FALIEH 2 HET A B SONTHH*, B
REREW D —#TiF i o & v BEERHEDS B T
A3 ¢ ) ¢ e RIS MkETIC L h B ah
A3 7 L A, Oreopoulous? toxins

DOLYH  uremic
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Fig. 14. Case 9, 9A: periarticular calification.
9B: improved after 1 month. 9: vasculer calcification

Fig. 15. Bone scintigram by
9mTc-MDP of case 19.

4 ,ﬁi L ﬁ‘ 2 This show abnormal
% 5
% . ‘ pulmonary uptake.
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DISEAS

RENAL 6FR], —> serum P|—> serun Ca), —PTH] — Osteitis fibrosa
f(:

1,25-DHCCl —— Ca absorption l

Osteomalacia

Fig. 16 Schematic flow diagram to show current hypothesis fow the pathogenesis

of renal osteodystrophy.

Fig. 16. Schematic flow diagram to show current hypothesis fow
the pathogenesis of renal osteodystrophy.

TV U LRIV € o BEEINC I hED
SACVERBHE SN S ATREREIE & 559

SEBE LIbRbNORETIE, VviREOFER
FREOEE® fitff PTH, CT v ~uip & ORBRIZ%
WOTE SHEROBRECHUTREFLELLNS. L
DOERERC1-& LT, HERHERRE, HEHOBESTITO
BT INIDIT, B AHED uremic toxins HPSFT
BIVWRLS, HABERETSTOIRLEYERD
N5, DX bivbnd fin s § BREED
Ca RHIE=ICER{ET %, VWHW A uremic toxins (D
BHEEPEBLDCENTELS.

T ORI § BEARREED 7 & F — v 2)8 Ca Q&
PERILIEATREME S H D102, BURERO Ca R
BECHRIIEMTDH 5.

DX BB RIS T 5 BRE ORI ONT
BB BLIXEBLEHORESE, $2b5L 5K,
BHIVEETH b, bivbho 5 EL EERFI205(H T
RAphc@ED Lz, COREBEELRIL b Ca-P Bo
ERIZTICE % $DTIEE L, vitamin D RZ #1213
vitamin D BT A EHUELRERETH 5 EEAD
TR, BETE o e £ 1, 25-DHCC
OEEETHEREZLLN TN,

Stanbury*® 2k % &, BEIUEZRTERSHIC
KED CaCO; #E% 13755 & IEH O calcification
front [FH|bh ¢, HAELOBROERIHES &B
~NTED, F1z Eastwoods® I vitamin D $5ick
HIERE D calcification front ST HNIEF OB ELHs
BaELTVAS.

U LI NTOBRZCERIME 2 4 5 b Tidis
B ZOHE S BAROTE { D2, o HRN
75 ZEN B H1®, vitamin D {HEEO i Bk ©
uremic toxins 73 DESGVBEL AN A,

BIRAEDE 2 BRI TS b bbhOEHEF20
pirh T Fig. 11 IR UTZ & 56 i@ b iz,
BB RERHC— R A 5 1 A BIRES IR SRR R
JRESBETTEEEIC X 2 B D TH H 05D, SREbEE RITE

TEQOMIAE b ALN?, BREDRRE & IR
YRR BRARAETLEEOHEI TR b, WEHEERE
HEITU T &5, RPBEREB L OCBHITESTL <
HbN 55D, bNPNOEHMTS SER it 3 I
(15%), SEiL6%) (30%) LEIML TV, UL
Fig. I3 IWRL L 5 BL TV aHEH 0 izl
A PTH v ~uv & OB £, SRR IR#EE
TCEE & BRENT A LIATUEBARVEIKE
ATWA.

— IR RO BRI, B T SR
BROAWBAHLNDC LIIHTHY, COWMEVEH
L2 DWE L, BERBREELLBBHETHA L L
T 5%, COREGOEESIIEEDOER, M5 Ca, P
{#i, vitamin D OEHE, BLEOHETEICKE L
EfHsh 3.

2 31T BHEIE (osteoporosis) %34 b bivbi d
Case 5 (Fig. 12) CREE LTz, UL Case 9 35H
HTHVERIAT2E A5 BEVH HBITU LEF
WEHFRELIZEDEEFE AR, BEER2RE
BHR, Ca X CEBEIFIRCE b EHEERT
WHTL 5. Case 5 DX 51T 50 LI EDAEFI T34
FiE, BN, HARRELCORTFVER(LEEIH
BEMEY B 5. FizElo Ca ORFHOIDIES T
LEEALND, MEBTEFI TEBEOET &0 )
VEBIRTER N B BHBE, osteopenia 1Tk <
HHNB L INTNB,

FBACERLIDELT Cased KAabhizkd7
EWE{LIE (osteosclerosis, hyperostosis) H3bH 5. i
BV EBBESEINL T AEETH S, Garners?
REELED £ <3 FHLED BN X5 & LT
3. FIEERAICHHEE B R OEFICRE LB &
N TOA. UL EFEM BIFIRERESEE JIEiE ©
BEEVECHBERE /SN EPEEALL LD, &
RETOE P MESED ErORFHERLTVS
TEEMEDS H 5. bhvbiLd Case 5 1 IER 4 EB/D
PTH 3 HE T 2hic EESHENIICH b HHEng
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#, BIRUREMERETFLEREE
.

R BRI RO BREDII)iCd Case
9, 19 wabL NIk 5%, BREERAEKILEDVD .
COFRRIIZ Ca-P D, & Ca MfE, RATHE
B, B pH OB EYH 5. BRETIRME
P bR X % Ca-P BOBINDE L EELRF LA
ASNTEY, Ca-P §E75 LI E CHATRAERA IS D
EDENC EBBEDN TN B89, bbb ORI T
bE P MAEAHS2 T4 b phosphate-binding antacid
FHEEICTHEL T 5. LU Ca-P BEHT0LIT T
b PSR IR LS T3 5 & O D & B2

BEETIE, B Ca gERE Ca-PHEID D
M PTH (Z&F T 2 & D& » 555

PH QLI DWTIRBREO 7 vy 7 — w2l k

b BRI IR IEES 20 & S AlREREDS & D o, RFTHE
RGO Ca-P B LR LT 3856 1 I EEH
BARALDHT Z b g,

COEMiTd e PTH vRupd KET HABTD
T calciphylaxis »5i0% AJRElEd BE VB E T H

7% 66,670

EEBEREED T

Contiguglia®® 2 L % &, MAMICY h BEMBEIK
HEOFRERER Y, FRBAKEEL L CME
BERIRULE Tl BWHELT 2 7/KER{LEKA (hydroxy-
apatite) ¢, NIEAIKITE 1Z magnesium whitlockite
Thh Mg SHEPZNELTNS. T2b5
ek b ARIED HEBE B LM EALLN

-
D

F iz Alfrey® Tk % & B v BERRDSTE VBN
LEATIE, B Mg FEEPF L, M~OGKk
EHSBh o BRI IER OESNICH L TERTH Y,
F7 CoBERE R SE Ul BERNO AKIEN i
Mg SEEVZ VL ENILA DB END. O ED
58 Mg DS, BIERREZHET % © v BEE 218
MER, BRAKLERLITTH S 5 BHERD
o RN 3729 C Ep I N .

CnbOT R, FERBAKIEED Ca-P FE2ET
IRDBLLTHABRETHTE 2P B0 KILE IR
IETEINC DT 72 559,

MIEBENTC £ 5 BHERREIED JHE L Table 5
R D T/ R - TRATh 3. LB
WrEAREe®, ERK Ca B, HEiK Mg BE™,
ERBEHREOMAKILS™, & P iiE™ 28 OBN
G ERES>TEBETWS3DEELLNS.
DORWRUTZE L, MEFIL D TBRERICE
HELZTHHERIIL T ~66% Ak bh, BHKIZ

Incidence of X-ray abnormalities of bone in patients with regular dialysis treatment (ND: no data, *:duration of dialysis)

Table 5.

KE
1979

B g 7S
1978 1978
33 2234

FR
543

147)

ANE

7ol EDTA
1974 1968™ 19707 1971
2633 2278

Johnson
37

Cohenm) Tcﬂerea’
1970 1973

Rubinim
1969

Source

20
60-120

75
ND
ND

135

29
2-72

60

27

Case

1~128 1-90 ND

6-75 50

ND
ND

} 4 6.4

Duration of RDT

6-108

50-75

2 - 46
5.2

{month)
Dialysate Ca {mg %)

50-70

ND

7-8

*(<|yr)‘2y2,;, (< lyr)(>4yrs) (Ktyr)(>8yrs) (siart)(,?nfg:{hi)

X -ray abnormality (%)

30
20

6.4

182 ND

ND-
ND
ND

267
a4

18—66 12—50 3015

7—>42

Resorption

5.6

ND
ND
ND

ND
ND
ND

[l

ND
ND
} 7—50

24
34
o}
ND

19—83

Demineralization
Osteosclerosis

5

1.3
ND

18.2 22

5.3
ND

ND

Looser’s zone

Fractures
Tissure caicification

5.7

4.0
20

4—25

5 (10}
5 (10)
0(5)

64

5.4

39
38

1263

o]

9.6

24527
38—>43

9—>32
27—83

24
28

7—50
ND

Periarticular
Vascuiar




1264 WRACE  25%

19~83%, Bt 4~30% @D o5h b, TTEE
MREIRANIZ 7~83% OHEETH 5.

WM (EDTA) O & RENCE T 2 & % s
% & 1968 4570 1970 457 (0 EDTA & T BEIL
i3 49, 6.4% BRESSREIRIGIE 4 %, 54% ThH Y,
1978 FEDTE D £EHEF™ T3 HZEML 10.1%, B
HEBREIRIL 6.4% Th %. BEERDERZZLS LK
EEnnEEbh . B O iSRSk OEEE
BAZXVD, TOHME UTKEOVWRBRNTNE LD
2, MRl 5 BB ERERICHT AEH O
FREPSAITTDEZFLLNS. EECON OO
TThH, VEBEEL OB D HITE b5 THREK
R % 29 2 Bl bz { B & T CosBI DB MK E
FHEG] T, B 160 (Case 5), [BEE 24 (Case
9, 19), MAIAIAE.: EFHEAKIEE 1§l (Case 9) T
Holz. TOITHICEHRERFEIEICHT A EEIE
Wolz—R RELZ > T 5.

VRN BREEOEMRFICRU L 5 KEBHiE
FHCRE - THINU T & B EDIHNT™,

Tatler? (ZMEEFHEALIE, FBT 5 E COHMH
(T1/2) 2HHL TR H, BETRE22.94, B
RABGRDES 16,74, MEEER K IL % 344, KB
BITOLEL LT D, BR1IETRHOED 12%, 9
%, 27%, 1% R L NI L O, YEIT ML
WBNT 9ETIE, 50%, 42%, 83%, 50% (i HEmL ¢
B LREDLND L SRS EBNTNE.

BRET? 5 £ LOREBER COBEERERELD
HEOREMND Y, BER 70 4, FEIY 23.6%,
MEBEARib 30% & L, TR 2 12§50k, BRI
4/12, BEIR 11/12, BRERAEBAIKIL 2/12, MERER
KAk 2012 & LT b, Fiz 2 45 flf, B
I 4/45, BFEHE 12/45, MEBEGIR{L 6/45, BT 3/45
EWEL TS,

LRI BT B 5L EDBHTH 204 (651 10
B TOREIER, BRN30%, BFHK20%, &
65 %, WISEBAIKAL 10% Th 5. HBETHR
BICER 2 1575 - 12 RIS R 2 &, 10E/TH
100 FOBHEFIR CIMERARILERD T, Tith
ORI, Tb BRI, BRI S 3
ROWE L KFERIDNL 5 THBH, BIF, MmER
FIR(GZ3BD TRV SR Th 5.

MEBEFKLE IR O C & { Tater?,
Parfitt™® |3 BIRE & & IS 2 &L TH D EI2
SERSD R BITSETH0% 1S B ELTWVA. LU
Curtis®®, Cohen™, Johnson™ [IIEBITICAS &
Z ORI EN D, FIEIERICEN &IRNTV B,
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Bt Meemas® (3 MEBEAKIE L FEBRNEALET
36% 3BT L, MR TIZ19% K, BBHEETY
13%1, MIEBFTIE S BILETRAELTNS.
LTzdio T OWEILL 5 &, BHEG TMEEAIK
(63 % ORIMIEITEFIC L 3 O TIs <, B
BLREOHEMEPER LIZIZDTH D, L 5IMKEEN
KEDEIVWALGNDIEDTHH LTS BE
TR IERK Ca |RE Smg % 2HEML T2
HER Tl M EBEARKILDFE 2 5 TN, D8
BIRBRFNEZFRUIZC & 2T, bhvbh
DR CiE, #ERIK Ca BE Smg % D D2RE
FALTE DI, EBEAKIEDRERZH TN
WADh Az, Ll BT #EDTES
¥, T OFHE D R BUTHERK Ca BEDHICR
HeRD 2N TRIEH»5 5. L ADHROIROMLH
PTH @fsEic k % &, PTH QEFE#HENIHY, D
12¥iT calciphylaxis Z2H U212 ThH5H 5 & b
ETHCEE TS, $1z Case 9 Ok H i “ander-
dialysis” [REE CIMEBEA KB > T2 L &P HEA
A&, BPMAENTTREL, &BFD uremic toxins
DES U TV ATREED S b, BARIRE% BUN 80
~100 mg 94, creatinine % 15mg % LI Fica v bw
— U T &z, uremic toxins DRELH BE
BRETE TR & 5.

BRI BRI BIROBEED I »ICH BIR
BOENKD 5. ‘
BEEREIC ALONS Ca 0 A48, & P miEs
Edtzwic, MKERRE TR, TER BHSE,
osteopenia® J3A LIS L LR {BNLENTINAS
CHRBBEEORD, FREOHEE/LCBERTIEE
AN, CNOBEIK—RINITAN S A THIT ViR
Btk 2758k T, Barmet®. DEEANEL L {HVWHT
T 7S THE 2 PFERME CEHEIT 5 hand
score Hid b, CiL% Exton-Smith$? I area index
iz, Bone® I metacarpal index (MCI) HPEICHE
U5, E-REES vl biEoh s ¥
HFRERICER U ORERECEERE 2 HEL T
Wa.

oDV EDIEIE (1) BRDD 2FATIE
72 MDD VB TH Y ENZBED T —FD
VEMBTH S, (2) AL DHEREE 2 C &35
h, AEZOFEHICK hEPES. (3) BFHREICE
LW 22 EDREDID B, LIchi-> TERERDOR
BOWBICERBEZMNE L EEAHELTHB LS
17889, Meema®® (3 VEEINICEERBEOL TS
BB L ZWT 5 DR HS T h EBEOSE %
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BETAELTNA.

UL, SEMEHRTOEMCNT, BRI h
DT> TEEROBE 2B THCELTIE, 5~6
RN UTe 2B BV SRPES, B X UBHEneE
& DERD: L & A BEISHET L T 38R L g L
IR, HEBERERERS L MCI ol 21778
7.

P B BRI BITRERI T K EREBREAD 2 &
REWIEL, FBFERCE Y ET T 2 ERIZRED
et otz. MCL @ 4 B 5 EEROEFIIRD
Sh- 7.

TERZ L DREPDH Y, VIRFENLEEDOET 25
% L&:}Abig < 90), %C BT %) 7?%‘2‘%80), ﬁ:J:SZ,Ql),
fEeDly MG OEF 23T 5. F72 Bone® (3
AR Ca P 25 mEqg/L i, ik MGAL 2
6 %WA L, BERW Ca BIE 3.5mEq/L TI3ZML
T EWEL TV A,

HiBD T &L, bhbnOETIIEL LA EDT
WS, ORI Ca BES 2.5 mBEq/L »»
5 3.5 mEq/L [TEB LT 5)5, EELATI#HET
BEEOEAZED T 59, L dHERK Ca 8
B2 ORRETIRehs 5.

FREBOHAREE, sidbok 5 %HE S D i T
t% photon-absorptiometry®® = I % ‘BiEE® HIEA
Tiehhs Lo e-> T4, ZoRlEELLTLY
BEOBERL2ER T IITT TIlEln, —HOEED
FTHERET BT TH 355, Cohns® [ 3AMICL 5
HERIZ 25 CaB L a5 BEMAEST S & BITH
5. ENAERBESWCHETRTD b EENTH 5.

Griffliths® (T L % &, B REOAOERYE X b 4%
THEUIZEERIMET L CE D, MBS 5%
RHNCET 255 & L, BRET HL2EMERO
ERICANMETF 32 LREL TV 3.

UdL, Parfitese (2T 6 4 F B _ED HEHT
EREROBIIEEZE 2B D 20 E L, F iz,
Diamond®™ § 535D BAES TL2HNLET L7295,
2B 3BT EME LTV B,

Oivbh O T, BEES BT HRELR
DT TIISND, KRE IERHEEO s S -1z
Cameron®® (3 Ak Y A EEE E MCI ¢ VIAEEE S
BEMNTHY, cOTEPLBALL L, YBEHRETI
5 EEFEN T MCI 3 BFZFORNER YT, BHED
A o T2 L EBHEIN 5.

Mallucke®® 138 &I T BEEOR/DII MIFEBT
WAFED S DTN ELTED, bivbhomkiEy
5b, BERERE MO BHEESHETIEEALIERE

Thbh, FREFRERICHSBLIED TE ST MK
BIICK 2 BIREORD, BEMIIGIETES30T
BisohrEELILNA.

DWTER2RD Ca RBBEOF, BEWEEL
T, HLFER, RSRENEL D bhbhOREE &
LILEBRLTHAS.

BHEREBEOEBFIINGROL 5 2HEZTE S
PPUBRETEZCETHY, Mifp Ca, P REZIERIC
FENMET HEREL, Ca BIFRIR $RAE JTEEREE 2 4]
L, Ca OENVHZHBZEILHETHS .

Ca DEMFE P WEI WL DHITHT Ca FoO
BOBEHEZI NG, BETO Ca BNETHDH 5
Tz®ic, vitamin D OBEfET 5 REEINRERDOET 2 1
FUPRRTTIRE T A B H b, iz hkED Ca #Hl
PBETH L. 5~20g/AHD Ca FHEETHR PTH
ZIET IR, HRIEBENRERZ 55T
XpEINTHAHOD,

BITEE T, BRE Ca B 2N &8 5 5EH
&b, Ca QR b MA~OBE LR ORMNF
WEEEy Ga B LMK Ca BE L OHEICL A LS
j’L"CL\ 569,102)'

B Ca g 6mg % UTTR, Bkl
USERERNIC Ca DFHAHED, Ca B 6mg%
UETadhiE, Ca @ @EHEAAYESE ShTWY
5 103,104)_

VR Ca J2EF 6mg % LT, BOM#BZ
E@los,los), &%EKE"JF)?%SJW“‘”’%%{E%@, Ca OB L
Y OBEI B L, [ PTH OBNEzET 55
175 00D Ca JEEE 7 ~ 8mg % FEFRIRGEATHE
(U2, BRERHY, MBS R s 5 &7 A&
% HHN B0 OENTINE P ESEML T
WIE, SOEERIER ISR T e 1 O R
RIGDBELDSR % & Z T 5108,

{& Ca IBREERK 2 BHIE A%, B Ca iR ER
UT &I PTH DET 240084 § & 5050012,
% OWETIMBEPE% 6 mg % LITICELERE
Ca BEWIITERE PTH QI T35 & ahesns,
eIt Ca R 6.5mg % LI EOEFREOERE
{FEbnTVa. bhvbihvd ok 575EATI6
DI Tmg % © Ca BEERB 2HERAL VA,

bivbhiud 1974 L%, i PTH OE 2172
ST & 25, PTH IR EOW A % $ b radicimmuno-
assay 12k hBEIE I s PTH 537U & EWEE
W -0 PTH ¢, HEUEREE2 323Dk
amino-terminal (N ZRif) Tdh b, carboxy-terminal
(C ) IEBEYENFRELTNE 3R T 5.
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1974 EORME T, C R PTH (PTHiws) 21E
HO 28 Th-Tods, NRE PTH (PTHi.a) 13
LCIEREEN TH b Z i R R R R
REZEDR A X 5 SEARBED -1z, Ca BE
7mg % FERIRKICE T, PTHiw 13 —RHSEE %
RUTY, DBIEIZENLHIEEEZER2ED §¥ET L
tz. UL PTHis QGEBESET 2 AERLUT.

Melntosh!'® (37EFiK Ca BE %2 SHIC WMT 3
&, GRig PTH OET 24593, N ki PTH i
LUBENT S L & WS, COBEEIIRIES &
hlsnl, FRRaEEIETH s8bhbhORHE
BEOEONI RS ChBHESIT2 30THS. b
NN D RETCERERE Ca R Smg % HFEHKIT
N ¥ PTH {HRIER GV B2 E LU TWIZInic
7mg % IR d N R PTH 13 Bl LR 24
POTERIEUIsh-Tc 8 D EE A b, Ca B Smg
% EAE Ca MEMRWEAICOVTEARTLE NEK
WPTH 388035 & 138 27805, CRig PTH s
ERLIC LR ZEABE, PR MK Co BE
13 6~Tmg % WKETHH EEBLLNS.

MfE P itont, BRERKE P IMESA5C
EIRIRDEB Y TH D, chDar be—EEEL
TR, EYhoEE s UTEBAE) FE, phosphate-
binding antacid ¥ 5., ZEHTEE/E AR #n, PTH
ik 5 BRI O ENEL LN .

BRBED BBCBEL TR EERD I2Ditd 3
BE E0fE2 02w 23120, ZHRIUND HEHS
BTHhBH. MBEEHCEHME P EZETL, PO
dialysance [ZJRFEMD 25 ~ 35% & INTHH1O, &
WG, HERENT A L COEPEAET IV
%. F 7z phosphate-binding antacid ¥ 5 CifiiE i
BEICETT 5.

LU #> L phosphate-binding antacid F[#5 iz § {4
Eizdh, BEFHAINA aluminum hydroxide gel
(Almi-gel®) 7 £ aluminum FFEMAHAL T,
aluminum  Fi3 — BE L H O BN EEL
LNTWVAD, CTLPEEIENI N 52 TRE®HI »
%. Berlyne!'® 3 Almi-gel #5 6 &2 &1 kb
aluminum {E)3 BEBEICE-TC &2 HEL, &
ET & 14N i1 Almi-gel #SREH T FESHIC
HUEEOMH aluminum {EOEMZBR~NTHS.
aluminum FES0 BIFEA & U T FRWHRER~ O
aluminum FEfF 22 L cps “dialysis encephalo-
pathy” D—R &Iz AR[EEELDH 517, L DIzHIch
BENBRETH 50, BERICHENH D, 1H3g R
EORBETRMEIZS VL 3 TE8bh 3.

125 19794F

HCIMEE P b3 3~4mg % DT TR ER(LEERE
3 ED|EL D 182D, BRTIRE P ME% 4 3 fE
BUCH U PEBERK CEBI 2R 584321230
TWNAE, LIchs- TIMEPEIXEFRIE C 4~6 mg
BIRODONHEENTHS 5.

bIbNORER T, BEEEREECYT ER
PHONTW - TcBi L b, FRLZE PIUERZSE
T AR, ST T~8mg % BEEIEDL L
TEt. Fhodizwic CaP H|iZ 70 LT Th hisk
ARSI A KBRS 2D ot DEE AL B D
3. EWHLE PMIED D7 h - 12 HEL, BARALIRE
% BUN 80~100 mg %, creatinine 15 mg % LI FiT
oL, HEHNEBHRAOBET 278> TS T
HrEEZOND. 197T45L#13 Almi-gel 512X
b B P kB Smg % KRS Tz,

calcium regulating hormone @ 1-2>¢ ¢ GT »3
Ha. OT 32, BEBEREFTEILTWSCE
DIERRE I T 5124129,

Radioimmunoassay 1T X 5 [t CT 4320075
e i o0 ThHhE, BEERERD PTH THd
HEOEFED ~BF &35, Mk CT OEINEE
LD DEREDIETIR L % § D>, ZIRANCHYWTTHEL
T2 DOPNTRTH A 5120,

FBETIR CT OBFR2RO REV HBEINS LD
Wig»>TE T H Heynen'?:120 i3 MmgHEHEE T
fofs PTH, CT v ~uL 55 08 AP EHD AlE %4772
WV, BREDDE hignEEAL LGNS AP IERER
T PTH & CT RIEOHEB 2R, McERED
Zron s AP gE#cix PTH & CT 2ADHES
2REDTED, BEREROBREO—RFHE LT OTH
AT DWINT WL E R HRL TS, Fi
Kanis'?® 3B, Al-P EBEFTAC LM
BiEg0#% ©@ PTH, CT, bone turnover 2H5E L,
FEREE PTH G R&EThH 2 CT @dHnd s &
&b, MEBFHEEHTiZ CT 3L <, bone turnover
DOILEBERL T h, mMBEHEOEEEE CT OWn
Tk % BTV A,

bihvbh d PTH #E & ARfic CT JE 21785
TS, 1974FE LB T REIEESERIC S - 2.
Fi- AP fi¢ PTH, CT 0 {EHBERIZED LT
Heynen'®6:120 Oyp~7z Lk 575 CT OBHBRITHTH
-7z, CT PIERESEACH -T2 &k, PTH HIE
BECGEMEZRL Tz EdFBLON 5.

Uds Heynen!26,127, Kanis!?® M5 4 5
LB ERERICHT AR E UT CTHREDER
P OWTORREMEDS I SN 5. UL Davidzo
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BHOBRR PR, CT OBYEEERBEICTT 2E
H5iz, BENZ I O2EZEST U TRERIGZEBEL
TNV A DT OHEEEE: 2 7R~ T 5. Delano'®® (38R
LEEhT CT 852570, A0SR, BEER,
BERRBRERAEEIBLUICEWMEL T Y, BE
D& A, BAREED CT OBFICEL TRSHBOMK
HEETLEDEELLNS.

BALRHCE vitamin D (RBETZOIDE, EiE
%l vitamin D Tdh % 1, 25-DHCC ® FEAEET 255
b, BOERZHERABEZSINIIBETD Ca
BB TR 5 T EBEBROC E A ELBDHENT
W,

Ca %5, B Ca BEEKKEMT Ca DAVE
i ABEREINTS, BOSMEREOREIZED
FETHO, BHEERIROGKILE 2L, vitamin
D WS TIEROBHLLGIS DO TH H vitamin D D
AEEDSH B & AN T A18L189,

L% L Bordier® i, SEBHEHIT 3 IEE OB
FAessdrLTEh, BAZT 1, 25-DHCC DA
EFHIC 2 &b Zatud, 1, 25-DHGC DSt
@ vitamin D {RE#OBENE A 5N 518190,

Egye 25-HCC #5 ¢ B8 Ca WNEEE, M
PTH OIEF, M AP {HET, BRLE, ek
BROWER T E OWE D H AL, Fi 25-
HCC &5 7o BE Ca IUEIN MEEHTH 3
W, 25-HCC 38y B Thiud BETORREFR
B ATCHDICETO L AIKBILEARRETH 5 &I
1. A X TOERT, P HROAHTIRFAER
3 B MR R IR RETIHERE DS, 25-HCC 5 & P
HIR 277755 ESEEITTFH TE 5 & OWMELH 13,
chREhEASE 1, 25-DHCC LA vitamin D 35
IOz ORE TP SR T I B B ERBEO TN
TRETH B & dHHIIN 5.

bihvbho JFEL T vitamin D ({# O RE T
MEFEFEID vitamin Dy 35 3 oF 25-HCC (3 1ER T
b, 1,25-DHCC i2{ETF UEREGI TR EAER
Hahgboiz. $i 24, 25-DHCC B HFENTH,

IR & HITBERE LTI, LOT &L EEE.

OFFED T2, BT 1AL X U24PIKBBILAIE T L
it EELLNI.
WHEENT IS 1T B BEREDD L - TR vitamin
Dy 35508 25-HCC WIEE Th - Tc L EW—RETR -
TWA DD A, BT ThivbhOEHE TR
vitamin D DO E % BIHNBE L UIEFIIRD LH
Szhi, HREERE BX3EE, BV ER
N, BEHKZRD ZEFAMD D, b IiCss UFEE

vitamin D H[Cd 2G5 | «HCC p3NB LIz A3
iz, U UBBIRRY S BB RAREIR I LT,
L aHCC %H—TE A 5N & T2 L, K Ca B
E, BPIMIEDRIELE 2f78 -~ 2B 5 25X 5
RETHHS.

MIPEFITINTIES, ML D MUKEEERE 2 AL
ERBEFRFRR & UTHIK 2 VT 7208, —HBDHER
TidkEK, HEKSEZZOEEHEAL TS,
OBAICIBEMTRSHEE 55, 7 v RIERERE
W EPICE B U v N VI T 2 IR D 5
Laneeue g BEE, BRdL, B0
BEREINTVS M., —F Oreopoulos*? {TL %
L7 o REGKEBA A KB EDOEIRD 5N
WELTEY, 7y ROMERRERSTIIAHTH
AU U LZDE»OEPTEORE S SETE
3, BREERKEREE UTRMKOERD, BB
FiOBETIIBFFH E L TEAIZN

ZDE», MIKETEFOFREERE LTDNY >
FERC AR D D, ~8) DL HRLTOEHIR
B EREBUBINTAEZRILRTLTEE3NT
V5. 15,000~ 30,0008 47 % 8 H # 5T TEBERIE D,
BFREETTTO, RIS 2 9. L1 10,000
BACRERBESZE IO EREIN TR,

BACH S G, MBI O~ Y o R a8
Thh, BHFEXBEOHRICMES L ORE %1%z
LTV AAREHEE D 5.

WEOBNEBWSRFEATN Y VERFDIVE
LITEETH b, HHER T b EEIDMBEEITER I Kiil
%I non-disposable FE3# HARICIE 8 BEfET 20,000
Bl BTN, RIED disposable FER T
6 BEE T 7~8000 B CRA IV TV A, BET
13 prostaglandin 2HREHFIE UTHAT 2 2 &3
HENTEHIUO, INT BHBERTED REFE
WA A LN B RN,

PLEBRNT &2k 51T, &< OB I NZERm
BT T, BHEERBERBFEDIDOTH
BEDEDDB. L LEBSEbhbhDfTit» 18
Wi EST ks A Ca BBEEORIRN, VHFER,
SRR & PP IR 7S IR T B B SR
BhHrBEa e —rUo5540EEBLLNIC.

COay hE— A LTI, HEFREK Ca BE
WM TR, FRKE U THKRERY, & PIiEi
3§ LT X phosphate-binding antacid ¥{E5C, A
Ca, PEZPERBIGEST AL LIZEDBAATDS.
B BB E O BN, vitamin D [AFHESE, P AT
I3 T, HAFED uremic toxins J3EFS LT
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B ENFYCELLN, bhbiyt BUN 80~100
mg %, creatinine 15mg % LN ICERERERZED
L B EREOBN 278> TE LT, Ky
TRV LA, $AFED uremic toxins DERFEDS /s
INTVTLE RBAONG. BRI TIHEREER 2T
BoTHARRL DD, COEPLEAD L, B
OBFB2MEHL AR 1 H 6 BHRBEOERY
RBETRIZN P EEALTNS.

VvV & B3

DONDONIZHAALE R % 98%OEPENH
U Ca (RBEERME T 2201, VBEBSIO
PTH, CT, vitamin D P OHIE 21770 LU O
FRR. Is B 1974ELFREE P MY U phospha-
tebinding antacid FFE %30, 1976 ELIHITHE

it Ca JBE % Smg % 5 Tmg % IHEINL TS

(1) 19734 ¥ MmiE Ca ik 7.6mg %,
mE P Ei: 78mg% TH Y, phosphate-binding
antacid Fi¥5, @& Ca BEEREERICL YBRET
1 miE Ca g 8.6 mg %, MME P{E 5.5mg % &
Y, FLENE ALP EXEETH 1205, HET
BIEREEE>TWV 5. .

(2) IFh PTH % 1974 EPFRIEL TS &
Ca BEERIEHER PTHi. (C R PTH) 38R
D2 EBEPRUTH, PTHiw (N R PTH) 1k
SEETIERBICH -T2, B Ca BEBRRK G A%,
PTH 5 Z—BANC BEZR U, LB 2
EEEENIL 1978 T F T ERERRL,
PTH;ss ZZEFRNCHL FEICET L ERBENIC
25T A.

(3) CT J#ERK Ca BEOEFITH 1D 5T
BTRIERGFCH >, ¥z CT/PTH ¢ Al-P{f
LO|ER L, AP HOEER, BHEBE L L
PTH ¢ CT :OICTHBIZED T, -1

(4) vitamin D {REOHEIE T2, MM vitamin
D; 8L 25-HCC 33476, EESE I ER
fETH b 1, 25-DHCC @B CEAELZRL, B
EFTIR R EAE B AN STz, Fio 24, 25-
DHCC 3B ihl, MEESE § i BEe R LT

(5) 4SEOKETIE, BYMEETERNO#EEE
Higk, BENBEIEEER 2L EERERICE
LWAEEERED LT 5 ERD MG 0% L
BT, BHEE L AERERERNCSH H, BREMKSE
W 2fiis - T BEREADFERLOERIZ L, FiFE
DOBL LD SN EE L ST

(6) SELLOFENES § D20EHITONTDE

VG OBEIZT, E¥EEA LN AR5 i
X146 (70%) Td -12h8, BEBOTERLIE 65
%) EWLLTWEPHEINTFLD . BRI
13640 (30%), BBKGL 46 (20%) THH #ER
DO|E L REIZNE 5 Th A5, BITH, mEEH
PRI ZE B % 58 T IZu.

(7) DEo#HFEL s, bvbhOfF2e>Tii:
BN BRTIE, ERER? 29380 BHERE
EEEIR L, A PTH, OT I REIEREEIGT
{, HENI S EBHTETEIEBALNS.

BARaR Ca fGHEOBREREE LT vitamin D {{
HHEE, PEEPEREBALONTNAED, Z0EM
{2} wuremic toxins 7 ¥ DERE L E L L NSHOME
BET.

MEHZ BB, HIEEERE A - KRR EESE
BMRSHEERATERSTE SH BREBIUAT
BEESENE REFRREECEELS BgoBe ELE
T R VRBOTBICH I DEBIIE N RO BTERR
RZPEPINFHERRED SRS T2 & & b ig, PTH,
CT BLU vitamin D @O RIE BB 07507
LR BRE R PIER R EA, ISR IR
LEd.
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