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RR,DuSu/Taq, FIATHEREEENERITSH AL E TR,
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Wilson K5 (WD) i R iF 5 R % 2 ¥
(Hepatolenticular Degeneration, HLD), &
— PR B AR R R N IR T BOR Y
REMEN0.5/10 F~1/10 7, HEH XK
H0.56% . WIRAEREBHERERPHLRE
RCEERE, 2EHENERER GRS
38D . WA HRB YT, SREA T
BT KBERY . Y& AE, A5 &4
Y B e PR AE AR o 12 W = BARHE G BRAE AR L {4
fiE B A AL W, tn ML T4 I B L L 4R 7K
PR 24 /P RAS R EEABEELR
B HAREEFA RETRBREETF2Z
BAER, THRERMR S RE T, HERE
ZH SN EERE. SUEERER
SRS FEYERA, X WD E i
TEHI UBRIARYEHLH R &S
FRE &%, HREEARE. Eﬁﬁﬁiﬁﬁﬁ
EEWEBWENL T Do’ EH KK E 5 H %
B 20 KF5 WD £FHEFEHM DNA 17
IBHRE, Bk DySufi 5 WD EEH {1 K
(388 1% BE 8 B, B A< SGE A Do Su fRic 4t
FePEAERSHESMABEERS WD

O FRBHERYER L ARES W
@ PB—1tEHE, 1964 EHAE,FH, M, P0F

EEAE 1249 WD REHHEY X R, HiT
WHEXMER.
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1.1 B DNA #5%F

MM TR LR RIEH MK 75 G4 EHR
& 2 ML 40ml, H3 XX & /K 30ml #& 5] 5min,
3 500r/min &[> 10min, 3 F &, o4 b
7K 40ml &%) 3 500r/min & .{> 10min2 ¥,
# L ¥ WS F 5ml STE (15mmol/L) . 80ul
E HE K(10mg/ml)f1 0. 5ml10% SDS Z i
RED 42CHLEE. 28 EHHIE, TK
BERULE)S TE 52 FE 4 DNA, Taq, B§
Y] 5~10ug ZEF H DNA 32 Southern blot
HBEEZWHRAABRL.

1.2 WD R % DNA &

WD BEZHILERKERRESE —ER
WL B2, BA MR R RER ARG, f B
K-F R DL R 75 47 3 & B A0 I 75 4 K 7
BT.24 /MRS BEEFEMBFE. X
FHBERE &R KWK .DNA fHig
®E L,
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1.3 PR#IEREBKES &M RFLP)
EMWHR

Dy Ss, i 5 1R £t B & PCR1324 (R B
puc8) 1 EE ATCC A a4, FAFEAYR
# Taq.EcoR,.MHEMZ I IR EH EH
Promega 2 &84t . B HEVLE I HtRic kA
50uci (348 B )a-*P-CTP $#i2 25ng DNA &
&, WH HEE R 6.12 X 10%cpm/ng, &
Sephdex-50 f £ 5 5 & K 41 DNA f 42°C
743 12~16h,2XSSC—0. 5%SDS ML E X
KR 2HFEE BRAEFE,
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/5 PCR1324 R EHM 2 FH LB,
KB BE4r B 6. 7kb 1 4. 6kb, FR{TH M
T 150 ZFLEFEEFXENMEHREK, ZRE
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AT URE D,
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F# 1 DuSuHBFBREME
® & i & k] ERKpBR EEEER REAKNE REXE

PCR1324 DisSar Taql 1:4. 6kb 54% 81 53%
2.6. 7kb 46% 69
2.2 WD &K% RFLP E#i5# R HAFR MRS R E/RAN, BRI E

it 124 WD KA (R EDDSq L 8504, IR Z MK 6 4 0. 00,Lods {H(Z)
RAOEEHRE WD BEMSHEEME, H5. 19, BREFEREFEEYXK. Lods Hit
K Dy,Sa ¥4 J7 B 6. 7kb Fl 4. 6kb [T BEAH  HWE 2.

ﬁ 2 DISSSI{_\-Z;EE‘_'\ Lods ﬁi’l’#%%w{:em)

FREFE

RE
abed 0. 00 0. 05 0.10 6. 20 0. 30 0. 40
I 4.1 0. 500 0. 409 0. 324 0.179 0. 077 0. 018
0.183 0.139 0. 104 0. 05 0. 023 0. 006
I 1.2 0.727 0. 625 0.523 0. 327 0.158 0. 042
—0. 062 —0. 047 —0.035 —0.017 —0. 007 —0.002
I 1.1 0. 016 0.012 0. 009 0. 005 0. 002 0. 000
—0.058 —0. 045 —0. 034 —0.017 —0. 007 —0. 002
N 4] 0. 500 0. 409 0. 324 0.179 0. 077 0.018
0. 183 0.139 0. 104 0. 055 0. 023 0. 006
vV 0.3 1. 204 1. 074 0. 931 0. 636 0. 341 0. 098
—0. 040 —0.029 0. 021 0. 010 0. 004 0. 001
M 4,0 0.100 0.076 0. 057 0. 028 0. 011 0. 003
0.136 0.103 0. 076 0.038 0. 016 0. 004
2.0 0. 016 0.012 0. 009 0. 005 0. 002 0. 000
—0. 058 —0. 045 —0.034 —0.017 —0.007 —0. 002
i 3.0 0. 049 0. 037 0.028 0. 014 0. 005 0. 001
0. 063 0. 044 0. 030 0.013 0. 005 0. 001
K 4.0 0. 100 0.076 0. 057 0. 028 0.011 0. 003
0. 136 0.103 0. 076 0.078 0. 016 0. 004
X 1:1 0.125 0. 098 0. 075 0. 039 0. 016 0. 004
--0. 058 —0. 045 —0. 034 —0.017 —0.007 —0. 005
a4 2.1 0. 250 0.199 0. 154 0. 082 0. 075 0. 608
0. 063 0. 044 0. 030 0.013 0. 005 0. 001
XI 3.2 0. 977 0. 846 0.713 0. 452 0.221 0. 058
0. 058 0. 045 0. 38 0. 016 0. 006 0. 001
& it Lods {H(Z) 5.19 4.334 3.741 2.186 1. 021 0. 269
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¥ 1249 WD R XK 68 HH AP, &
0T, 7 44 BRI LIk p, 3R 18 & 8l 4 7
BFREH® 218,45 47. 3% . HPHEERH WD
HETHEN4A,4 3L.8% . EHMEETF 3
BERRAMT 1,1, REBERFTZH
F4R HEFNBMEY4.6kb AT, 5]k
EEERBHRERZSH I, I, KR 2
BT RER 12 1), Bk RER R4
EAK W, ¥ BN 2B R S R R Rl
FAMET GEHE N 13. 07~19. 61umol/L), i
HHBEEA KPR TEFEENR 2.1~
4.5pg/dL) B 24 /MRS BA T OEHHE
9.8~37.6pg/24h), B, BE KB EM
WEEMAERES 15 2, HEREERE
WEH 14,5 36.3%.
3 1w #
3.1 $BEA D,,S.fis DNA &5
BEILERER AN EKEERMH DNA £
Dy;Sa/Taq, 4+ 47% i , Taq, BRI R S
EFRPTEABRPEE. SLEXR/MSHE
AR, SEML. #RIX 4% RFLP T RE
REFFMEL. HREEKRT 50%, 78
FXHFLREBERHITRIEE M.
3.2 HEREBETEURFZEMNIN
H 1985 4E FrydmanU {4 WD ¥£H 5
1AM EL RS D (ESD) ¥ # @ H & A1
T Dug " UK, FX WD 2 FAEPEHR
By SCHR B #38 % . Farrer (1988 4E )™ Yue-
basziyan-Gurkan (1991 £ )®1, Figus (1989
)1 Bowcock (1987 4&,1988 4 )U~1% 41
ﬂkﬁiﬂiﬁﬁ—t%#ﬁi D138z Dis
S10+D13Sss-D1sSuRB, {55 WD £ 7
ERBEEBXER. Farrer" M D,sSy i WAL
F Dug'*, 5 WD BE I MM RIEEH R
0. 4cM (Centi cmorgans),i& T /E WD & &
ﬁﬁﬁiﬂ,stEWartm%*@ﬁT Dyq* R A
BEEW, NELE AT AR DuSa i R 5
WD EF L S BREBE LY 0. 3cM. #A]
MR BR DiuSa i 5 WD BEE i FE

" EMXE (0=0.00,2=5.19),5 Stew-
art 4G~ B RB, EEM A S5 FH
A WD EFEMBIEER R 5. 0cMFERFFR
FROFEHIT WD R, 8RN DisSa i s Xt
WD RAEBITE W, TURBELZH R
HELWER  WhyH—SEPE AR PR
WD EFEEH TR RBEHS TSR,
RESHFEMKI,. I, RN WD iERATEE
MR R 94.1% . (BERT DI3S31{—\L_“I§%5
WD EEMAGFEIUHEAE, BERXR
3.6.7.8.9 % 5 ™ WD R AP I KB#E
ZHEE. YR NEEHRX 5~ WD K&
FRERHARTERZHULSNER. B
18 , WD EE K/ 80kb, i 19 MR F
FHETFARBUERERED, BN
RFLP #8447 R ifih WD EH 2K &%
FEB. EBEWMSFMALE WD EE (SR
I B 0 B bR X 3 AT B AR A BT, AT AR
BELZMBRIELCHELS FERERER.

AR AR IER A WD 835 R
EF . HERE-EZHES FEEMBKX
4 WD SERAT B & XREF. HERIEKEE
RERZHARABERGEZ AR .B
it 32 i RFLP 4814 17 3 WD R Rt 1T H
HiZWi b2 FFRET HegR. RITHWERE
B, B F Dy Sa i B3 WD & & #1752 R AT
LR RETFRERAHY.
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POLYMORPHISMS OF THE D,;S; LOCUS IN
CHINESE AND ITS APPLICATION TO LINKAGE
ANALYSIS OF WILSON’S DISEASE

Xu Pinyi Liu Zhuolin Pan Xibang
(Department of Neurology First Affiliated Hospital of Sun
Yat-Sen University of Medical Sciences; Guangzhou, 510080)

Liang Xiulin

The D,;S;, locus has been mapped to 13 q'*?, The polymorphic alleles detected by Tagl
are the same in chinese as in Caucasians and its alleles frequencies are slightly different. As
calculated from 75 unrelated Chinese individuals, the allele frequencies were as follows;
4. 6kb (54%),6. 7kb (46 %), 4. 6kb/6. 7Tkb(53%). Analyzing the segregation of D;;S;, locus
and Wilson’s disease locus in 12 families with the disease, we confirmed a tight linkage be-
tween D;;S;, and Wilson’s diseease locus with a lod score of 5.19,6=0. 00 by two-point link-
age analysis. The results of RFLP analysis at this two loci allowed us to define four
presymptomatic patients with tthis disease and fourteen heterozygotes and three normal ho-
mozygotos in 44 siblings. We can conclude that the D;;S;; locus is useful for detection the
presymptomatic patients as well as carrier at informative pedigrees of Wilson’s disease.

Subject headings hepatolenticular degeneration; gene; linkage (genetics)
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