1-3) RHA
a) RIEEEME

PILIA K=Y RC@EDVDBVWBNESRERENHD, FASICEZHAAICDODVWTORE
TlE, YIAAM K=Y RABEORENTILAA R—2RICEET DAY AIE 8.1 TH-o 1
V2004 FORERBFRERBEOEN TIE, REREEF2ED 1.8%TH o7 ?.
KE®D ACCESS study Tlf, BEREKENTILAAR—VRICBRET DAY AIE 4.7 TH
h, ZoEBEEFRFICAATEL >t (v X 18.0) *. UELDHILIA K=Y XD
IiE, REVFEIDEEZD.

b) HLA & D48

YILAA R—VY ZADFEREBERFEIERBETHZN, ASHhOARRRICTHTZIVET L
IWF—RIETHZDEINTWSE. ZZICHLA X IR EDEEZ BHEITHFRENSD D,
INETELELDBENH S ", Ishihara Blc k3 &, BRAASILIA R—Y X TIE
DRB1*1101, DRB1*1201, DRB1*1401, DRB1*0802 n&E&EK#EME, DRB1*0101 @
BAEROL T EIMLTWESDRBT ZLIILE, AATEMAERS L TW3 DRB1*03 &,
(& HLA-DRB $#45D 10~12 EED 7 I /BAYST LHBETH D, FNSHABEDORRER
ICHBLU T > TWBHEEEE RERT .

DRB1*1201, DRB1*1401 &% )L O+« R—Y X DBEIE, BALCODWTHERINTH
D H) 4 K=& HLA-DRB1 L OHEBIEENREREE RS, kTR
HLA-DR1*0301 BHEMNYIILIA R—Y RBEILE<, FOBEARERLYPTV?

c) ZDMDREBERERZMEELTTF

CCR2IECCTEAAMYD—DODRAEMKT, REERD V64 OXEHFEINNRICHLT
BEICEL, RECEALUTHLENICEEI 2N EESNTVWS ”. NODT
(nucleotide-binding oligomerization domain-containing protein 1/CARD4) (& &% 2 #l i2
NTOEFDRHE NF-k BZNUICHRROERLCICES I 20 FTHd. 20—5ELH

(SNP) TH%H % 796G>A &, BEEICHI A R—Y ROFREEHBLTWE ' 796A (&,
HENTORBEL U HAY REKLU P. acnes BRIEIC &K 2 NF-k BEMEADTEM - 2.

d) ¥/ LhZXFxv >

27/ LACDOWTRERARZRAWCEHBITZT ST / LARXF P VITLD,
butylophylin-like 2 (BTNL2)W"H L4 R—Y ZDREELBEEL TWB ERES R
DDLUV YBEDSNPTH3rs207653007 LILMNATH %156, RIS splice variant
FTHREANEES T F IV ERET ZHENMETL, YILIAR—VXOREZRET 2D
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TlEBWHEHEESNhTWE'?, BRIFETIE, BATOEBEIBREI NS, BEAKD
WTIERINGL -712"7. FLAHORFTIE, BARZWLOfgrenERBEBEEERVTS
ZEMITEITS &, HLA-DRB1*14, DRBI*12IFRERF & LT D, BTNL2 rs2076530
ADHBEIFBEETIEBR< B2 UhHREDY / LABEMRIT(GWAS) TIEEED
rs5007259DHE%# EE T % &£rs2076530& DHEBIFEE TR B B>, LHALANS
Z®rsb007259& YL a4 R—Y 2 & DI, HLA-DRB1*0101 #HLADRB1*03017T
BELTHEIDBEDIERESINTHD, PREBELTVS',

e) 7/ LBEEREN

EEEET / LATDOWTER & FEBEO SNPHEEZ NS GWASHABAICITTOhNTW3.
B4 R—Y ZIZBL TIE Annexin A11 (ANXAT1) P& C1OORF67 VDI E 3.
Annexin A11 EHIF, ZESVLAELEBTEREILATWSY, BEEEYIIL I R—>
ZEBEK[EXMBELHEMBEO ANXATTI mRNARRBICERZEHA5N1T, L1 K=Y X
BIPBREIBEOEIZRHETHS. IcAAICEL TRAB23 0®EY 7, CCDC88B'®
089", BEAILBEUL T XAF-1DHEHIH 3.

S 5(CERED GWAS TlF, SH2B3, ATXN2, NAMBA, NFKB1, FAM117B, IL23R,
IL-12B @ £ D SNP, HLA-B £ ® SNP, HLA-DPB1 % & £iE$E D SNP & OBIEA R
EINTVWE Y UhLENRSDAY XIEELZE 1.2~1.6(F L& > Tk 0.6~0.7)
BETHD, KBRNEEOSWVWEZHO SNPOLARIEIC/NSIBREEZEZTVWS, ZhicHL
TERDHLA VSR N EBLEFOA Y AHEHELZF3~4ICRBLTHED, TRSDOEEE
EDREVWEFEZRD. SEBREIIFY—LBTCET / LBITICED, SBEEREVWSKDFKIE
ICRELBFETILRINEKREINTLKBETFREINDS,
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