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492 $4 chdil(Autosomal dominant polyeystic kidney disease, °18} ADPKD)® 44T 304 o) dof Ao} ¢
FEO AL, clojy DY, URA] 4711, 60 A ol Hed o 3% BN Yr)URRe s AV TG B
A¥d @4 4ol gIse), TE FUAGE Y ARTAE G4 Aol@ Rold FAU-UYSY FYAE Mg
Ad-AAodd AE ADPKD o RYUE FYAZIE, AR AXe YRANE Agate Po ddsin) ey o
2o @4l As) §YEf J%g vl £ A+ VALPAB | U (Angiotensinogen gene, 18 AGT) M2I5T R
LAY 1 #8434 FUAHAngiotensin 11 receptor, ©18 ATR) A1166C CH o] ADPKD o) A 3A% 49§ & Ros
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. ADPKD #3ts] Q& 46t 14(meant S.D.)M o1, Wuiule 58:50 ol itk AGT M23ST t}¥A & ADPKD ol A
MM 9ol 47, MT ¥o] 339, TT 4ol 71 Bolx, 2YYe] Y& Y¥d MM ol 39, MT geol 379, TT Hol 659 o
At ATR Al166C SHH A& ADPKD @14 AA 8ol 967, AC®ol 114, CC Yol 19 olglm, Rl P Yo
A AA Yol 947, ACH°l 119, CCHo) 0 olUth F Hardy-Weinberg B4 Wojula) ghgtm, #M wzof
Aozt flgiel.

. ADPKD @ted A} SUSHR 64 8(59%)01 R 2.50, MM+MT Zf 4] 22737 H(59%), TT o4l 4271 B(59%) ol UTh. AA Fof
A 58/96 T(60%), AC+CC 214 6/12(50%) ©IUTH AGT M23ST SH A3} ATR A1166C S Ao wE DY) RYE
o} ol YUTHP>0.05).

3 WAL 24 Jaweiden, $rAR Y SAEYE st 9 4 ojglch, YrlARBRe YYARL MMMT Rol
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44 4 cdA(Autosomal dominant polycystic disease ; ADPKD)® 444N $£43% 2
Mg EY FEo, 43 J3e iy YIS B3z @k ADPKDE 9F 9 10009 3 199
NEE S48e, 85U TR o 2%& A= Aoz ¢l Uk ADPKDE 3749 &4
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3 PKDI iAol §8¥oldl & ¢sle @27 o 85-90% 714§ A sn, viola 10-15%
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FHzte] gd¥olg AMEHUD PKDI #3dE $Y 444 $INHD U duplicated regione]
€2 A# PKDI! #HAe gA™e] A4 3 single copy regions] H #sgicl,

d¥ 43 PKD! #4d#2] exon 36W3 468X 2702 missense mutation(G3601S, P4254S), 18
I PKD2 #7322l exon 13¥ A truncated protein®] 443 BHEE nonsense mutation(R803X)o] 7
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