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BYEXT 75 BIXFEE KR IEH AT DNA 254
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3kb+2. 1kb & % 0. 52,
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# 1 Dyq' 2 KK DNA FRiC ¥ B RWME S5

fu & Bt/ % iy Bt (kb) mE ®EX E/MRERBEREEE
Rb P123M1. 8/BamH I 1.2.34+2.1 0.527 0.52 0.70 0.50 Wiggsl®)
2.4.4 0. 473 0. 30 (1988)
D1aSa1 PCR1324/Taq I 1. 4. 60 0. 540 0.53 0.44 0.52 Balel®
2.6.70 0. 460 0.66 (1991)
ESD PESDI4 11/ Apa | 1.8.8 0.9 0.15 0.8 0.32 Squirel8]
2.7.2 0.1 0.2 (1986
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i 2 &S0 B R 8. 5kb(0. 44), 4. 90kb(0. 56)[7

2.2 WDEBEEMR D' BRI 1B, WAL ABITES ST R YL R £ P123M1.
A Rb {if & P123M1. 8/BamH I %f 9 4 WD 8HRILE WD ER R FEREEMNXR (=0
RRBOTEUST RS ERE WDEETH 05,Z=3.846),
"t
Di1sSa

m O BOLh im 4ie 3} | o'
22 11 11 11 23 —-22 23 21 23 23

2

[yl ::0 12000 LMz e O 1Ml

&Y KRS KR,
HE 94 WD % & Rb,-D,;S,, B4 47 B it



T RS FERBEAEREEENTR

17

R DisSa 2 & PCR1324/Taq 1 X 9 4~ WD
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0. 00 0.05 0.10 0.20 0. 30 0. 40
Rb—WND — o0 3. 846 3.535 2.479 1. 100 0. 310
D13S:1—WND 5. 376 4. 487 3.678 2.243 1. 075 0. 285
Rb—D;3S;; —oo 3.296 2.997 2. 066 1. 066 0. 297
3 'Vj' #® 1 Frydman F, Bonner —Tamir B, Farrer LA. As-
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EEEEY AR (0=0.05,2=3.846), BRHHEHE
MEMEHARTHERNER, TLHA N EZ H# 1%
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H,M5 Stewart® B EFER, THEE lods HitH
BREEIPERE.

& Farrerl 34 ,D,Ss BL A O F Dig' 23, 5
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K 0.3cM. FXH LR Y Farrer #—%(6=0.00,Z
=5.376), i H Rb il 55 DysSu L H¥E WD R EF
WAEEEFEYNEE(0=0.05,2=3.296), &S L
E& R, LR % X IR 6 8 % )0 F & Rb-DySu-
WND 2, WND-D,;S:;-Rb,{EH ¥ Rb Z2EBEEM T
13 B e84k 3 22 R 3, BT RAiA S WD EE #E
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X —WEE-5 Bowcock %14 —H.
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VASCULAR X—RAY ANATOMY OF
INFRATEMPORAL SPACE

Shan Hong Li Yuan Ai Hong Xu Chuan

(Department of Radiology, 3rd Affiliated Hospital,
Sun Yat-Sen University of Medical Sciences, Guangzhou, 510630)

Forty-nine external carotid arteriography were carried out in 28 patients without maxillofacial and nasal
sinus diseases. The point of origion of internal maxillary artery, the segmental trends of different branches,
the relationship between the maxillary artery and ethmo-maxillary plate/pterygopalatine fossa, and the vas-
cular construction of infratemporal space were observed. The vascular x —ray signs of the space were de-
scribed systematically 99. 6% of the internal maxillary arteries took their origion from the external carotid
artery 10mm by the bone mark of the first cervical vertebrae. The internal maxillary artery and its branches
give main blood supply to the infratemporal space. The artery is wrapped by venous network. There is a
close relation between the telangions sphenopalatina artery/infraorbital artery and ethmo-maxillary plate/
pterygopalatine fossa.

Subject headings maxillary artery/anatomy & histology; radiography
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THE STUDY OF MAP OF WILSON’S DISEASE
GENE BY LINKAGE ANALYSIS

Xu Pingyi Liang Xiuling Liu Zhuolin

(Department of Neurology, First Affiliated Hospital,
Sun Yat-Sen University of Medical Sciences, Guangzhou, 510080)

In this paper, to obtain DNA markers more closely linked to Wilson’s disease gene (WD) in Chinese and

14~2 which will refine the location of WD, the authors

14~21

constructed a genetic map of DNA markers within Di;q
analyzed the segregation of 4 DNA markers within Disq in 75 unrelated normal Chinese individuals and
members of 9 Chinese families with WD. The DNA analysis revealed the polymorphic alleles of 3 markers
were the same in Chinese as in Caucasians but the allele frequencies were quite different, we confirmed a tight
linkage between WD gene and 2 markers D,35;,, Rb. The genetic order was as follows: centromere —Rb—
DsS: —WND.

Subject headings hepatolenticular degeneration/geneticss restriction fragment length polymorphism;

chromosome mapping



