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Gene-Polymorphisms of Angiotensin Converting Enzyme and Endothelial Nitric Oxide
Synthase in Patient with IgA Nephropathy
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AR ES Ao ST Ade oid HHHY 8o T ¥ 4 Y& HLE 944 Url. angiotensin
converting enzvime (ACE) £ H o] A polymorphismell 243t H A28 e Aol Y oM} ACE aclivity
Pl ¢13}5] 3 angiotensin 117} APFA A ge] A8l Qgscd, Endothelial nitric oxide® MEUW cGMP2] %.‘E%.
WHAH d FE3 o)lPd BosE Aoz G4 vl wElN ACE 9 endothelial nitric oxide synthase
(ccNOS) pene polymorphisme] IgA2] $4x 23 FAd¥Rez FEHEc ¥ dAFdME  IgANF #2329
ACE f3#el M |1, ID, DD H#HAY T ecNOS AN b/h, ba, a/a F 1A w2 g4 A7 el
205 vius 1 g5 Laa Fch

Sae A2APAAE Y gAANFHA 1400l YE, dRPE AA8o ¢l B 121908k T
2+ ACE gene?] genotype ¥ FE hEF (m=1210914 11 typee]l 40%, ID type®]l 41%, DD (ypeo] 19%°]
ol IpgA AE HAF (n=140 8= 11 tvpeo] 33%, ID type©l 40%, DD type°] 27% 22 $H3H ez 9 43ls
Aol i glalil AN E #AA 2Z}7re] genotyped] wlE U4 F4E Byl U] WNEE I typedl M 10%,
1D typed M 20%, DD typesl M 23% 22 DD typesi A S12) A Bk A A0] vE, AFFZ0 g, O
elal 2123 HAaba A} FA A 3E(global and segmental glomerulosclerosis)®) 8l5E ZF f AU Feol 3t &
oly gt

#1475 AN ecNOS gene?) genotvpe EEE UEF (n=58)o4M  b/b typeo] 78%, b/a tvpeo] 229%,
t/a typeol 0%olel  IgA4IE #2F (n=601M = b/h typeel 77%, b/a typeol 20%, a/a typeol 3% o2 ¥
Yoz olofgl aleje PArh IgANSF s M 7HzHe] genotypes) WHE @A FANA nyY Y WE, W
AR HE AFFEFE) WMx adr Az YA ATAM AFe dEs 7 FARYN Foid alele 9l
ot 4oz ¥YL ACE #3218 DD typedl A B WEE velgod AR AFFE, ALFH A
stze] wimd A= ACE 229 1D, 1T tvpe 2813 ecNOS genef) Z} genotype?tel ol $ifith
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AM2% 33 BAAM Apolipoprotein E §3074 84 2xud 4554 gl w3 A7
AM & o abol g a8, A4 e 2yt
g4, A%, UAE, 49, WY, S4F, o154, gAY

Zcky) diabell FR.¢t e ulAln dEA U Apolipoprotein Ex MEZ o8& Mzlxje) W6 H2He2, o3,
t)E Z1AG o, 67149 ME thE FAXNY(2, €23, €2/4, €373, £3/4, e4/Hos AHEY B dde 42
B 2 f3A Apolipoprotein E #37 h el x4y 450 ¢4 viAe Q@& doliaat i
sdew, 1994y 191N E 19079 129703 AAdiga ol YEAEIG Yol U A2Y oy xS
c@zIzhe] 8yl olF¥l g o R Selvh oE f#AF AT fauyAE AWse YRl wiiilke)
300mgel 42! hag i ATl Ao, 48T s dFo] mg gk BAE HFo] YEToR i
vk ol Gl Apolipoprolein E +3218 HALE Aeisid £33d fHa opage wig g z2Asg o,
b g3 e G vl

1 F3cdd dEo]l lewa Red Aol 4, AMAFAF, ey o {7, FHAY, HDL-FA2d ¥,
1L.DL- &l et E e ztel- gigled dA & Fd2H T, LP@E T {209 ajelgd 22 (p<o.0H).
2. B AEe] sl=wil et Abolel Apolipoprotein E #A2F A Ae] W= e2/2(27% vs 0%), ¢
2/3(18.9% vs 7.5%), £2/4(0% vs 1.1%), €3/3(635% vs 77.4%), €3/4(14.9% vs 12.9%), £4/4(0% vs 1.1%).L.1q,
FagTe fraa iy e Aol FAGNoR Ko Aol@ RolA gstrh(p>0.05). 2, F it
A €2 carrier(€2/2, €2/3), €3 cammier(e3/3), e4 carier(e3/4, e4/4)2] WIE¥E €2 camier(21.6% vs 7.6%), £3
carrier(63.5% vs 78.3%), ¢4 carier(14.9% vs 14.1%)8 B3on, iFe] gl #aFoA €2 carrier®?] ¥E7} ¥
AXe R Frolahrl TUchp<005). HEHoE Fude olgr|tel FAMY A2Y Ty FAlM 4P H5-
& Apolipoprotein E -2 2 A48 3133 AFe) 3le oA €2 carrier?] WE R F EHAHE, L)
7L BANeR frestAa
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