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" SR ( Wilson * s disease, WD) 2 —F 4t (11K IR
PR IE RIS RS, i T3 B R TR F AP AL 2R
F I A, I BR R B R AR R SRR E
WD R BULRE G972 — , B Rt AR
BT R ERENER AR BERTESEEEE L,

— WD H3457 B

hFRER ATP 7 B £RERES BN GIRE, F@EE
WEE BT HIANER. S50 2L RRLH, BT RS
RN FEARE. QRS FANEA, FERRERAKERE
B 1 B TR M B 25 4 5 3% 4 9 HE i, B TS R
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1. WA Rk 0 254

SR B RANAERRSG AAERE RS, B
A RARTFHEE () EHESAES, TR HiE
HRIG(2) TAASSREEN S EREANTE, SER
EOSHNSARIER FERENLRAKS - FE4K
HETFHESENTREERENEEEN 2 BAEART
B4 R EWIHUAR R (3) B BRI
R ESMIBE M E R, AR RIS R EE , 1979 EESME
BT 34 WD B EORBRERTRBERLE , Bl
1T R 138 1 10% SRR 4 O AR 10 mb/d 1477 60 15,3 ~4 &
BlRERNEZ80% BT EE L ATRREREDEN
m, mKEFRmLSEEY , STRRFHHLESRR
RR#K GERSEENTRE G SBMEHET WD K4
57, R BAR REE MR TA (1. 68 g/d) BE I RK
FO B, RAEISE , I AL, IS, TR S M A
RITAR R Z R, BiG9F WD BB s s s A" . KRN
R R, SR T SR B R TR A &, R
FHRAEIENHREREFEEMNEES . BIHNAR
BSAT R A AT E R RA R BN, 557 3 ~
SEREHRNAGKERRGWARRN" . BERIEE
AE, WD SRR AT E S PSRN ERA X, TS
B EEASSNRLE BESEHEHARES
BE&MET WD,

fEh—FRE HRNBTEY, EHAEERERNSE
THE ENATERIY ILERGRY WD B85, BR
SRREEE BROEE BNEEEERERNES AE
B ATFHER WD BEWVRIETT

Y B 230061 AIE RBPEEGHERERRITHEER

FH A BATEMSMERET WD EEMRANAYEE
MR ERR, B R, BA AR AT LS| A5 WD BE R
FEREHNE, P05 4 AR £k ( tetrathiomolybdate, TM) KB F
HHTR—KIT EMTH, ™M 5 e IR SR A L, 88
BE5nPHEES AEAYREFHNEAK ERE AR
FRGER MR, AT B EER . %R & RERRAHE
FHMBTHE . SEYRNEAN, RESEYPHHRER
BREREAE, MNTHET8DPHEATE, ™MHRT1-~2 R
W AAREPEEGN AABEFERES 0P IERRR
HKEHSTHE, LA THENBSENHE—SRES, George J
Brewer %Xt 55 BILAMZ AL ER N T EXZAMN WD BELT
TM 120 ~410 mg / d 3477 8 J&,{X 2 Bl (4% ) B AW 2 R FAER
WE,WERTHEER; GRARBREER, B3 E, ImRER
HREE, BT ERe,s FHREHmH,3 FILAREREE
Bt . BEILiAh TM BEBEAR A R KR H X BB #H WD
wTEm©
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FEAEREAN, UAEFEHN_MENE(BAL) BT
rHE BIRNEA, CHER, BRERKEANEDIEER
HER CHERRRA . LT RS,

(1) HFE W (penicillamine, PCA) F 1956 FEF &5 Fl F WD
B4 , % E FDA R EAERTIRIT WD MZ5Y, PCARHE
BERKBR=Y KA FREEHE, TSAS PR HE
TR Cu-PCA H &1k B IRPH M, LARBR K A H i B
Flo Hk,PCA BT LA 3 2 40 FF 40 Be f 4 AR B 1R o R
SEBIFIAN, PCA B1E A E B T AR S PR AL 40 M S B A 9
Boa (R —ma T ARE T ESHERNFERR) WIER,
HEREEERERR MMRENSERAEASENEAN
BHREANL FREMA, —TU/MERRIERFITRHA, T
PLA T AT D RE 32 51 i SR R BT K AR 3R AR 9 WD B,
BT PCA WIT, TLAE AT RE D B R £ 3R 0 4%, FF LT
ERKE IS REN LR, ERARTREREHBHET
RU01

EER, MTERTF SRS ZEHMET 3 PCA ZEIERR
iR, XHFEFLARTSER D EFERIAMEE M AH PCA H#
RAlEE AR R REIME . Medici FMEWEREER
MERERESEWHELT5% ", Bk, BirEEE AR, x
FRE WD 83,477 R % PCA BI5I, TM 58574 M
ARk e ER TR . PCA RIbBIERGE. &
RRE BB R E U R TR RE TR TR
HEREHRR, MAGHARRE EENLH VFR - il
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MEEE%, EiEE% R A PCA AT 5| &/ )L E 885 58 m
FAE, TR, E 5 R 525 B R B,
PCA 7 WD I B i TR M s, (BZEER ™,
trientine % i K 7 HI F W5 B, PCA 55816 WD K187 19 &
249,

(2) —Fi BN M 9 (sodium2, 3 - dimercaptopropane - 1 —
sulfonate, DMPS) 1951 S i i R Bk & &M, KA FHEF2 4
R, 52RETHE  UMREESANKARABRSETH
LRSS , RRIBNBEEAEZLREFHEEER. 28 %E
HHRPRETDMEATE SREFES EH#E— S ER
PG A 2 SRS B E AR K . E AR R
oz &M, LA DMPS 20 mg/ (kg - d) 8T 5% #E# R 500 ml
hEEE, SH L K EH6 RA—TFE, K2 KB T—
FR, U EfrEs PCA K Hb B 45 4 ( calcium disodium edetate,
EDTA) . % & T — M ( dimercaptosuccinic acid, DMSA) % HE 4
I HOER WA R Ja PR HE G B iR UL DMPS B K, #E T
B 10 %, %71 DMPS AR FHIRGEIER RS R E—TBH
RS IR IS B R B BT AT R F WK (P <0.01),
R DMPS fef 8 A RN S R O B FHREKEHE L
S EETT e BERETERE SR SR, SRR T8.
9% , ARREMELEZMFPCAA BEBWRTZHT N
R ESNEZ YRR TF WD BT

DMPS (&) R Ri 6198 & iR B Ot k2 L. 20
LBEANIRARERMN EE, EZ R B & K
BEAHR R, AFHMLBEYRRKE",

(3) Z# % T — ¥ ( dimercaptosuccinate acid, DMSA) & 3%
HEWNHESBMEN, L MR RS HH &, A F
FWDEGNERSHERFAM KRG, HIERFMNA
DMSA 3577 WD %, O ik DMSA 70 mg/ (kg - d ) 7497 8 /4,
BEGRERGTE, BHBCRIE 0% LI L, 1857 i 24 /et R
HE RBITRUAT N 4 5, 555, DMSA AU 8 hn SR 4 4
B mMARTEE T HMHERE LT ML
%170, BLFI DMSA KHIAE AT, B BER T PCA, HAR
BB A FAET PCA™ o FCBI RIS A03E : SRS 0 R 14 i ot ot
ETHRE. B2 BEEKE, BRKPINALZY,DMSA bE
M AREMIREZ, T LUHT WD KB RFIGTT .

(4) B BT (trientine) B 4 4 % H FDA #L ¥ 7E 8553 o X 4E
H WD MR Y. SAERNLER B AE & kM s, K alfE
FA/NF PCA, B FREEM 5 PCA J8¥T 92 %, Amon R %53
15 B )L B F K trientine {477, B 12 ~60 ™A AT B
DIRE BE, RHHBRTE 1 ~2 M A B IHE A7 3.5 4%,
9T 21 ~24 B EREA R, ALK trientine 1457 JLE WD £
AR, HTFREGEFHERERE, AARERH -
entine S4B A N AL PCA, BE i R A B R 8/, TIeE
F737 F trientine BRI HERE I F R A DI RETER M R S P68 4L
# SERE ERY R ERKBEREFED, BRNE 1 H
WARE, RAGREER LTS M4 FLU L, BAKT
DMSAI®1
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4 B &S ER KRR SR, B RSK P E ST
WTRE AR R A A E B R, O R E AR
118 GEA R Z 8, ST WD R EA B, B A A
JE B AR R 2 K R S AT S 0%, B 56T
WD 4 JEG W BRADIR i 2 3 84. 1% , H R HE B Brr T 91 B4
IR Sk R AR P — 4 0 T WU S, W R L R
FFEH ST 4 B JTIG 24 /I RIS E A R0 1.9 1%, st F
BEMFE AL SR M5 3 TR W 3 G fE s o R 2R
it EH WD KBRS, RUMTIRGIEY, HEH
BFSARESEMARAHARNERASS REMAHE
}gﬁ[%,ﬂlo

= SHENATT

WD & % ST I S/ RANEHERE b ¥, Bt e
WBIT IR R TR E T A R AR ST, M TFRMUEE
Sa ks RAER, AT EHE EZESHIT . 85 - FERS
AR AT L B BUURRE B S 40 T, X4 T HH B B Eh K03 B4R
HRETATANG AT MR ERyEE WA FH
AR RAL R IATT R E L FHMMZY: F 2B K8
EETCH A AR MRS, B B E AT B R
AR

M %5 :

HBTESRR 0 48 B TR W PO 3R R 25 I8 97 4D R 04 9T
WD BN R, RIS R SR WA B A B RIER,
IS RH R K EORRALY, FERE LR ELE
KT e, FIBE H 3 R A SR KR, RES T
EEHIFIRE, PEZKIT WD AEKE MROKS,H
Hil—S RWOIR . WD B TR 08 5 3t , LT 5k
BB AREHFERBA, BE TR, £ERTFRAR
BT A T RO M EE, BETE 2RI A2 ATPTB
HE B RN RKSA WD % LEC KB IkN, WESLTF
NSRS RE Q8% FAELBEREEFXR
A g i BIEY, RIS 9 LEC BABN HE B9 B
s, B BRSSP A AR EEne™ BRT &
BT MER AT R AT R, BEEDRERANR
W% R, WD MRBRAFASETEREBT.
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