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Ad A ¢4 chg4)(Autosomal dominant polycystic kidney discase, ©18} ADPKD)2} Y4737 30 M ol Aol Aol ¢
F¥ol HAsa, olojq nqt, ARHol A7\n, 60 A ol Hof & 50% aolA YridRrHos AP THY @)
ARA 4y de] thsio], TL FHAR /M AFVAE YN AFol@E 2o FAA-UYLH HYNF BoAF)
HAd-AA 2 A& ADPKD 8 2UYE AU, AFFE AX9 4YURE F 8 34 Axtoldh ofehA o
d-gze gy Ao fAE] 48E A & As XL @A A f A Angiotensinogen gene, 013 AGT) M235T %
Ao Al 11 84 #HAHAngiotensin 1I receptor, ©] 81 ATR) A1166C TH¥4Jo] ADPKD ¢ Y43 44& & Aoz
Aztatn € A7 & A9tk ADPKD &2k 108 B3 nyste]l gt 105 W) A& thFo2 AGT M23ST R ATR
AlI66C THE & dAteta, gAEe] 433 E B4R
1. ADPKD @) 132 46t l4(meant S.D.)A ol:, FUiu| 58:50 ojch. AGT M235T T}H A& ADPKD $ateirl

MM do] 4, MT ge] 339, TT o] 71 olx, Yol Sl Wit MM Ho] 338, MT 8ol 377, TT Yol 657 ol
Atk ATR A1166C th¥ A& ADPKD 2ol AA %ol 967, ACHol 119, CC Yol 19 oz, myUde] gie Y
1 AA o] 949, ACHol 119, CC¥ol 0 oAt} 25 Hardy-Weinberg H & olA Wojula] gftn, fA2 Nl
2}l 7t fiich.

. ADPKD @xtol A} UYL 64 H(59%)°1 A 20§, MM+MT Tl A 2237 B(59%), TT ZAA 42171 F(59%) °1Ac}. AA Fol
A 58096 A (60%), AC+CC T4 A 6/12(50%) ©IATh. AGT M235T ThE A3} ATR Al166C T 4ol mE nELe] &
9] ol YA CTHP>0.05).

. LA 24 F2welR oD, BANEH TAARE 54t 9 A oAt FrIAR M) PPAFL MMHMT Fof
A 50 9 M, TT 2o 56t 8 A ol/lch AA FolA 54t 8 M, AC+CC T 524 14 A ojitt. AGT M235T Tt 47}
ATR Al166C Tt A ul@ BrjaRde] gAAR L o)} UAI(P>0.05). £ AGT M235T T4} ATR Al1166C
Gy4gde] g A ATEE FA@ Ao)vh FATHP>0.05).

2 AF 73 ADPKD #2119t ng ol gl YUkl AGT M235T R ATR Al166C TH& Aol at& {-A=} Wxo] o]

7} 9121tk ADPKD @xtof A AGT M235T R ATR Al166C T Aol & ngde] {482 TrlAd-He) $4A & &

o7} Atk AGT M235T % ATR A1166C th4 4 & ADPKD ¢} 4477 st 2 @4l At
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ol A, ¢hite, ANA, o] &F, FPH, Fid, 013, A, WA, A4, FP
Aida 24 J39adLs, AR AdG WAty

44498 $4 thd4l(Autosomal dominant polycystic disease ; ADPKD)& 24 €4a 438 F
71 £ APos I AP oA ¥EFE 5oz fith. ADPKDE UF o 10008 5 199
Hizz daasn, §32 FHBA oF 2%E AXde Rez <A gtk ADPKDE 3749 Az
Z shve] A EAsE QW g g wHEHE Aoz gz glon, 169 g4Hd X
8t PKDI #AXe §ddojol o WS E &7 o 85-90% 7HEE AR 3z, veix] 10-15%
7 48 g AR EE PKDZ #4zte] gadiold o wuEHe Aoz ¥w#Ad Uk AR
PKDis PKD2 #d2telA o 86789] §dWolgo] MUUelA HAEAEd &5< ADPKDs @&
 Eddo] HYL vl§ REF B AxEL ADPKDE 9ol 99 Eddole 43 Yz
dotr 7] $18t genomic PCR3} SSCP £4& c|&3td, &< ADPKD 707VAll 4 PKDI, PKD2
A gd¥oE FYHA. PKDI FAAE ¢ 9494 X &2 & duplicated region]
FAZ A PKDI {422 §d¥o] JML 3 single copy regionel # = Ac).

AY A PKDI #7339 exon 36U} 46WofA 2712] missense mutation(G3601S, P4254S), 18j
3 PKD2 %3 =ke] exon 13¥W e} A truncated protein® A4 B ALY nonsense mutation(R803X)e] 3
Ao, olg EdWolEe B 4AYL FH Hgoz HA4E o ol e HYHAE
ADPKDY 4o Qo] ul$ g QWolEo] ¥t AME FFA &9, ot PKDI
PKD2 #7129 dAwze] d@APE oldsted =¢& & 3ol
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