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Renin Angiotensin Gene in Progressive
Renal Disease
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Renin-angiotensin system& A A&43F AAAge] Aygs wr|ARHFo 29
olgo] Fa % AxE A=l o} 1990d Rigat Fol angiotensin converting
exzyme(ACE)9l Al polymorphism(f3 & 38 A)o] dct=AE W HEy ACERA
Z+9) intron 169 287-base pair(bp) fragment’} £A3t= AL E insertion & 1
allele, 287-bp7} §l= 7 $E deletion £ D alleleclgln 34} el ACE A
AL I, ID, DD E#FHe Ad. o fHAe Zolv A} ZZ A e ACE
activity?t @435 =d DD §x&8 oA ACE activityZ7} =12 II F3x8 9= ACE
activity”t 2t} Cambien 5ol 19923 A& 2= /D polymorphisme] 4273 4% 2]
APAAe] FAARZ ARG o]F DD FHAF o] hypertrophic cardiomyopathys 4
A3 gdso] Adgol HuHAR H2oE= I/D polymorphismo] BxA 4
%, [gANFE 98 JHR A28 BAFH] Ago] RuHA

ACE w372 3843 duayy AF5He #AE AFE Marre 52 Il X8 o]
Z ¥ 2% microalbuminuria £ macroalbuminuria® ¥ TolA Qe
I FAx8e] vxr Atz Bu3lgXe Oh 53 Seo 52 42t AQ&dAE&YHH}
€d v gEY G dojA FuwA AFH ACE FHx by Azhe] o] Ao
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T 832380 ACE #84 t¥4de B¥X: Q%0 o e nich mehs
ACE %7 ©84% 3284 AF3d Afoldl 989 age 27 12194 DD +
AP 9Son: 2 ¥ gou RYYH 2ol UL W FuuA 13 1Y
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IgA A1ZF3 ACE #4A ttgAate FAE 73 949 RudA IgANEH
ACE ##z t8 A9 §Ax ¥lxileld o] gloy MR Agaes FAN A
ojA DD #AHAEE 713 27 o I FE HFE& AT

B mAddA AFFETEE A B2 IgA AF Bl ACE #3x139 #XE
238 Ax J2ITAM I FAAEL 44%, ID +AxE L2 41% 282 DD FHAY
15% 8 B3 FAAEEAN AAFAASHEANA T AR 13%, ID 323
47% 28]3 DD AAEL 40%E B3k nAEY AFFTEAAA I FH3
82 38%, ID #AAFL 46% 23 DD FAAFL 13%E BAM F2AHEHA
AL A A st g ato A plAEE AFFEFEA Bk F935HA DD genotypeel W&kx I
genotype©] Atk IgA AF FAoA ACE #AAHY 2L g2y $A%He
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2 9% Aole UJZ IgA AF @A Ze {KAAYY mE 1YY,
nephrotic range proteinuria®] Bl-&, AR v && Blude AP A AL
A8 Folnt.

Zexdoz ACE gene polymorphisme Al&4o]Fe] MF3 F&  tissue
remodelingdl 332 F& FAzle 5oy £ thE FHAY A FE&E F2
24 AYg dosAY AYPA7ed BALReE AlgdEth A olF FHAYY
gy e «FE 2ASAY 89 WIS AHsied 7jdYE F USRALE Algd
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