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the rate of disease progression are still unclear. An accumulating amount of evidence suggests

that genetic factors determine the susceptibility to developing IgAN as well as to the progression

of renal dysfunction. For the purpose of better understanding both the pathogenesis and the

mechanism of IgAN progression, it is thought to be important to identify the genetic background

for the susceptibility both to IgAN and to ESRD. This article summarizes our recent clinical and

molecular genetic studies on the pathogenesis and progression of [gAN.
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A TR E ZVERBERKKE R TH D, 8%
BAEDELFZEETE & 5 IgA BIEDRIE -
HITHE A e MZ T3 2 LA HME LT, Bk
GERIR o FEIZ R e RN A AT > T & /-

IgA BIEWE, RGN KEE LD B2, FKiEkO
R A B0 TR A RIERE AT > Tl
ENEL, WRICEMAEREEZEND > TE A
MILTWAuEEEE 5. BHE, IgA FIENE
K CE MM A 21 2 REROmHCEIZE, S
PICIMRPEAR 280 25ENEN. £72, K
JEZHAAERZEL 7V TRARIZEZL, 77UH
RN ZA L, HEPMIAFEERH S Z
ERHISN TS, it E 9 EMOEERO
T, 4,330 FIOFEEmFIH, IgA BEIX 908
BITh -7, ZOREREFEL ZEHR, KBRH
CHRB A A4 2% 83 %, BRiL 105 %, &
WRER A S 5 BE346 % THo72. ZDIEh
5, Dk &g IgA BREDRN 10 % ERNIE
TERNEZHTH A Z W Ehb. Z0EB(E
WaHER, TabRBERIMEBZTFIREE SN
L, IgA BIEDIRIE A H = X L DR HETT
20Tk, ARsEEE THREORREORD
IZEb5EEZELb6N5.
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IgA BHEDORIEIZE L TiX, IgA B Ficxtd 5%
ZHREAE T - P58 TFH (pIgR, polymeric
immunoglobulin receptor; FcaR, Fca receptor &
E) OBIZFEA (FIZ—EREM, single
nucleotide polymorphism, SNP) #f#frL7z. %
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T4 b= — OB 21T o 7.
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(IgA) A E R L 5 IgA BEEORIEL, &Y
Pibi, MIEEARIEYRE, T4V 2HEZ E DB
BHFL &2, Mo20OBENYEOES M
EENTHEH, ZTOFMIIKRZIZIAHTH 5.
IgA B T E R _E O RERI T LT IgA 2 L5
LTED, IgADTOELR - fGHICEE S5 Z
EBPHIOSNT WS, IgA o FORE - AlIZEDH
20FiE, ZfitEsrv s ) v REEK (plgR ;
polymeric immunoglobulin receptor), IgA Fc %3
2§ 2 %%K (FeaR), 7 ¥ 7 al&EARENRK
(ASGPR; asyalo - glycoprotein receptor) ¢ 3 f#
2, /R SRS N Tz, IgA 5 Fid 40mg/
KeBW Lflid ED%EI/ T 7Y v kD L HIC
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STHWENS. FAFEISHERRICEOTEE L
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Wi oizd, HEL 1T Y v heavy chain %,
IgA constant region promoter fEIRDE{n 2RI &
AFEBOBEHIIFRICHE SN TSR, ZOH%KE
USRI T, IgA BREEFOR
FRAZIME IGAED AP RE S, IgA OEFH
ARZOFLBREEEZEZOLNTED, ZOHF%
AT T2 DICED S 5. 5B SICZEWB
TRETT 208 H 5.
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IgA BHRED FAE I IZBE A A - 728, B AR
BIEAHT 58 & 2g/day Y LOEEEOK %
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ARE NI,
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SN TV,
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(AGT) 235T D7 VILHE A 80 %Ll & AL
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BABETH B, FhEIZ, AGT A-20C AN
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D SNP & IgA BIED Tt & OBIE % A L 72,
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AGT M235T 281k D%, Zd AGT A-20C £#!
P % (BB TR BT I WGl
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IZ—D2TE CTVLEATZERMZ AABRT



152 FrisReaMed $118% H3%5 “FR164 (2004) 3 A

RIDREFNZ B LT 3.6 5 (95 BISHAXE 1.5 —
8.7, P=0.004) BEAEKEDERMENE N E WD
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a - adducin 1 calmodulin #&EHD—2ThH
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