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(androgen receptor, AR EVE . % & A U ZE S 1E (an-
drogen insensitivity syndrome, AIS) & i1 T AR & K i 2 . & 4%
F B AR Ty Be A s i 2 71 HE KRR /R T g B k.
1% 07 o X-E PRtk st . i 3 oy i A B 2L 1/64 000 ~
1/20 000°Y , AHFFE 3 3 0 — AIS A ZK R Bt AR 3K [H %
AF BRI, B ATS &0 94 0 A
S
L1 W BH.28% HHEMEET AL, TWE, HZEE /N,
199 5 i i A U3 M B 7 B B i R B N 3 IR SRS . MR ER K A
SEER (T TH R 41, 32 mmol/L. By R (FSH) 87. 45 TU/L.
M — P (E2) 106. 43 pmol/L, R & & (LH) J & 24. 75 1U/
Ls 20 0 35t 4% 22 4 A A% B Oy - 46, XY, IR R 2 Wi S8 35 O ALS,
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{3 55 Mk A1 A I 3 R 4 1) DNA SR R AR A AL B3 A BR 2
A R A 3 R AR S U AT
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W& TR ATy 8, PCR 8 =i W 5. 51904
BRI 734 B L Invitrogen AR SE AL, AMWF 1 VI R B
2 100 bp, Bk F IE (31 #0010 51 40 00 ) A1 38 3 3 T B A
147, LA F Bl . 519750 R KGR Y R B R
INFFF SIS LR 1. P3S4 S8 PCR I iR &y
50 pL, Hip dNTP 10 pmol/L,MgCl, 1.5 mmol/L,0. 2 pg %t
K4 DNA,5|4# 10 pmol, TaKaRa Taq fiff 2 U, PCR ¥ Jz
M fE PTC-200 B FE 31X (M] Research) #4747 1 S50 . %
Jadh,94 CHiAtE 5 min, 94 CZAEE 30 5,55~59 C&E P 30 s,
72 CHEM 30 s & 2 min, 35 MFEFF. G 72 CEAff 10 min,
PCR =¥y 2 1. 5% 350 5 W 58 2 B 9k 20 55, iy‘%&%?&@nGel
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TGC CCC ATC CAC GTT GTC C-3';R:5-GGA AGT GGG
AGC CCC CGA GG-3', 44 Fr Bt 4 187 bp, N VI G Alul T &
T NEB, § Y1 7= 4 2 3% B Wl 58 e L 1k 43 B8 TR & e e
Gel Doc1000 #5818 7 3 3 G2 WA FHE PR AF LUK &5 SR . B YIS

4% GenBank H AR 3 [H J¥ 51 (NM 000044. 3), A Primer B A Bl :133 bp+54 bp; RAF K . 187 bp,
* 1 BHEZFEERENE TR . 528C>A & PCR ¥ 1 & 4500 F 5] 4
AL, B KRBECC) PCR 51475 5'—3' S BER/N (bp) WHE5Y
Exon 1 57 C F:GTG TGT CTT CTT CTG CAC GAG AC
R:CCT CGA GTA CCA GGA GGT AGT GAG 2 100 FOF514 2 ¥ 514 32 F1 R
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gxl HWHESHEERENBFR c. 528C>A i & PCR ## & 4 3| 4
37 45 B R ECCH PCR 5|45 5'—~3' H BRI (bp) WIF51
Exon 2 59 F.GCT CAG TCA CAC CCT ACA ACC AT
R:GAA ACC AGG GAA CTA GCA AGT ACA 518 F
Exon 3 57 F:GTT TGG TGC CAT ACT CTG TCC AC
R. TGG TCC CCT TGG AAG CAT CA 363 F
Exon 4 55 F. TTT AGA GTC TGT GAC CAG GGA G
R:GGC TGG TCC ATA GGA GCG T 482 F
Exon 5 55 F.: TTT GAG CAG CTC AGG GAA GTA GG
R: TAC TGG ATT GGC TGG CTG GG 506 F
Exon 6 55 F. TGC CTC CCC CAT TGT GTT C
R:GAG GGG GAA TGA AGA AGG GA 596 R
Exon 7 55 F.CCA AGT AGA TGG TTC CCT GTG
R:CAA CAG GTG GTG CCA GAC TC 370 F
Exon 8 59 F.CCA CCT CCT TGT CAA CCC TG
R:TCC CGT GGC ATA AGA TAA GTA AA 589 R
c. 528C>A 55 F:AGC TGC CCC ATC CAC GTT GTC C 187
R:GGA AGT GGG AGC CCC CGA GG
*;5'-CCC CAA GCC CAT CGT AGA GG-3';2:5'-CTT CGG GGG GAT TGC ATG TA-3',
2 & ES
Marker 187 bp 133 bp
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