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IgA BHE IF R TR O HE O E W BHRIRET R TH 243, Z DFIEMELIC
BAFEZENDHY, T/, FEERMESHZLLL(AONHETHS, K
HERICHEE D IgA BEEDSTHEET 2, bW 25 IEN: [gA BIEDMEE X, 3.8~
14% L HEINTWB Y, 1980 FFER2 5, KE (Frdy X—M, X=jk),
a—ays (b4 2V 7), A=A+ 70 7E2POICREE [gA BEORRL
MEINTE, FETIE, A N—FDLA/ v AD SRS KEERRIE
Exnih, RKETREE»SRESNLY 7y F—M A 2EBEFED 7 L
AETH [gA BIEDORENEMPRE SN, BIBRBFDESAON D LREX
NTw3, WTNORETHLRERRNIERERLH ) HLRAEEEREIE
263,

@ KIEME IgA B iEDERARRVIFEL ]

MENLZER L BT 2 GABFEORELHEEN INTEL, RiEEIGAT
REDQEEFRBMAEEICHE T2 LARICTRTH S Z EMER I N2, 2
Dk, INFEME IgA BHE 589 il & FiRYE [gA BHE 96 IO B AEFHEZ ik L,
SEBBNCHREEREIEFELETRF CRAVEREI N, $12BE
BATRICOWT 1L RFZFHEL, TRl gA BIE 24 2D 74» T 8 AddEHE
EEBRTHo 720, 27— VBEFICREREIBRDOONT, e HELT
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BERFERPEFRICODBOUEED N> LBEINT WS,

BE, BABERBOW T GADTFOBHEFRLVEE L SN TV %5,
Gharavi 53 VV L 7 F »iT & 3 ELISA 2 FivC, FKikHk IgA BEEDERic
DWTHRE L2, REEIBABELZH I N-54 (100%) B LERE
214 (47%) CTHHETLIBAREMETHH, IBEFETIX 14 (B%) TH-

<l ES, BHTALZRBERM TR BENLERTHS L L, HEEET2

IgA DREHEIZ 0.54 LB, THETCREELEEBEFOFELST
mEhs, HETLIgA 2FEEIBABTEORAR L L (REBF2THIE
BUREINATH 3,

FEOBWERET, ThBEELEARL V3541, ERELZRRE
RREFRRVBRL>TOTHHBEODDHZ W EWIRE, wHW 23 common
disease, common variant hypothesis 253 3. MR % F\» - B
ickh, RBOREL 225BWEAECELLEIONTV S, IgA B
DEER BT 2RERFOHRL, ZORBEEISREL L IBEFOS
® (HLA, immunoglobulin switch regions, 772 uvt v, THESA
&, LoU-PUOF T URRE) OWT, MEEIGABRELNRE L
TBBERT B TONTE ., 2000 Fich Y HXTRILV=7AL SRS b
ELBIRFERLASNPs ¥— % _—2 (JSNP) % h, HEAD A
EicBWTLY ) AEBORBEF 23— F T 548875 SNP % A\ CBER
nfThbhi, 81 REERBOLL 75V BEFH E-vL27F v E L%
L7FVREETFHEZEFLTV3) B gABFELEENED N, L 2
FUORRBPAMMROBEEREOELSTRINL, X5 IcAKORITT
HLA-DR, polymeric immunoglobulin receptor (PIGR), immunoglobulin
u-binding protein 2 (IGHMBP2) 7 &3 & s, ABTCORBOR
HREEBOON TR,

EE, Al GFOL Yy PHEOEHEBCHL 2 BEREFKOVTH
EREFBTbNE, Lislk, ¥527F—REBEE (core-1 83-galactosyl-
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transferase-1 : CIGALT1) @ /o ¥ — #4Hi%® SNP T, [gA BECHE L
BlEZ RO LME LY. CIGALTI iiowTiRI—u v ihs b 3 FEHR
$Hi% D SNP T IgA BHE L OS2 B/ L&, 20RENTEEAEN S,
I—ny TR, KEY Y 7VCRAOERBL2H 2BERE CE 28R
r (TDT) 2w, THIKEGEY A F AL Vic 2L TRIFBThbhs, IFNy
DEXIEETRERTREAEHAMD SNP T IgA BiE L HRICBHEL - L 8
Ha3nd, ZoMOBERTE LT, THRZSE«8% 32— 33 TRAC
KOWTEHMICY v — 7 2V AfTbh, [gA BECARICEE T 5 SNPs
XUNTad AL THRHEE N, REY Y 7L2E&07: TDT THBRAS K
EREINTVLS,

—%, Liu 6, FEK [gA BEOBRMEFER (IGAN1) 69 BE#HBEF
POTUNEES%L LD 1,500 SNP 2l L, BHEBIR 2T - 79,
IGANI %D SNP T IgA BiE L BB EE %R L 7= SNP i3 2 d>» 7228,
IL5RA & TNFRSF6B it EE A BEA2 B, INF 77 3V —HFizw I R
BEERRATCIGABELZEL B LHREXN TR Y, TNFRSF6B 122 D7
a4 REGL U THIRE,

R 122002 FEUARED ELBIERTOBREZ E L0/, 2D 15 £R/Iic IgA
BREDRIE SR X UHEFTICBIL T 120 LI L ORISR T b7z d8, 2D% !
BEREBZL (, RBREESHICEAIN TV RLREE T, BELETF
77u—FTiR+oTR2Y. RENZHIETETFA VT, &5 L5%
ICEB T RN L BEEARN (GWAS) TORNMKNELBbh 2z,

BROBER L E RO RERE IgA BEICE T, EERTIC X D BE
ROBOBEFEREZRZ L) LT2RABRINTV S, BIOLRY ) ME
SHARHTIZ 2000 £F1C Gharavi 5 iz &k WS 3Nk 9, 30 RR[BRE 94 4 (H
ERTIGABIEL 2H 60 4), JERBE 484, FHEH214] 2MRLL, &
REGEERE, BEE75%, BEOREEZEEL TLY /) LESERN%
To7iER, H6BREMSEREM22-23CLOD 237 5.6 85+, IGANI
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28 HLA-DR ~ Ex3-Ex4

Selectln

PIGR Ex7C—T
i Ala580Val
IGHMBP2 ~ Ex14
: G34448A
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13CA
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C1GALT1 promoter
haplotype
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TNFRSF6B rs1291205
TRAC rs93887

IFN 7
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88148SNPs
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£ 2 X IgA BEOEH

B0FFK
B2 ' o
TR bg2223 56 (059) 52

A kEE
217888 |

2322 4g26-31  1.83 (0.50) P=0.0025
T S $ 5. : y -"'P=' 0
127 iR :17:qi1._2 22 2.56 .(o._es) = 0.0045
T e
14Tk 2936 13.47
T FEER ;

LéegEnt-, L Lidis, IGAN] LHHL TWwAERRIZFN60%THD,
fliiz 3p23-24 I bEGEHTH E N, FKEYE [gA BEOMEHERIIH TR
HLEEL SN, JHUCEBEL T Suzuki 5 i3 [gA FHEBAREE TV TD
2 ddY = 7 A DWTEY /) LEEETETo7: & 25, BIBAD IGAN] &
FRED H 2 AR CRERARE L EEIRO o L EWMEL L.

fbESEERAT DIRE £ LT, Bisceglia 51, I —1 v {OFKEE IgA BiE
26 % % oHB BB 21T\, 4q26-31 & 17ql2-22 i[CESESTI®RI N
728 % 7- Paterson 513 [gA BHE 2 &2 S UH—RFR 21 2R L L,
SNPs i & 2 M4BT % 17\>, 2q36 IOEEZ B0 7228, EMHBETICERE
oo, BEFTOEZ A, IGANI b &0 TRIEM [gA BIED
ERBEFRAEIATHEY, oL/, v AOKFKRICE T 5 EERT
Th, s OEFHHERO IGAN], 2936, 4q26-31 Lizwedhnd MR
HoNihroi:,

EEBETEEL LTS X pfighsfiEshns 2 Lz, BENREAELGTF
ETZIERBMETRL, ISICRIgATECSI FIELBREAPDHS I
Pr—FT 5, KM [gA BIEOZEICIIBFERLAICIZIERBIITERIR
FikEdshe {, BB EIT ) R ERESTHECHRENMET T2 2 LR
EREFORELZEEC L TWAERTH S, BE ko L) IcEgHT 2%
BWHE L L ORERIT 2T IRABRINTWS Y, FE#EALIgAD 7R
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774971k h BABEDORGHREE 2P H(TENE, SHBESIC
ol & Bbn s,

Kizofk, Zhucfiv, &%) LBHERRNT (GWAS) OMEIRFL <L %
#%  ORBBBEIEF ORI L, Fi REBNAR Y 2 A BRI NA—BT,
GWAS IZi3RIB L L TOREAR, LHOMBLA L OMELEMESY, 7%
REN7e% DRBEGEBETIC X 2HMY R 7130, BEEROTRT
EHRATEL VI LObHASLE R,

B, FBIRENEY, REYRBAEZVSEIEBICBEELTVS 2 LA
BHoD L% >TET2 (common disease, multiple rare variant)'9, 4/
LY =7 LY ARMORBEHEIC L VBAADY ) AERLGLIBETE 2R
RYBEIND, REMS LCHEM A BEOEALLTOY ) LER
DG LY, REBEREFPERE SR Y 24 BHE»E 2iUL, RED
AA=RXLDBENI SIER L BN B,

B, BEOKKD 7V —7H GWAS i & b HLA §EIkic BEHZ D &
TR EE LI N2, RPE X H = X0 HLA BETFHES T 2 5580 & L <5k
By,
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