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AWFFRIE, RENZR A CREEEE THLHBHTY v ~F (rheumatoid arthritis ; RA)
DREZMEBEB T EHONCT 5720, 1 FREANK (1921-23 8IK) ([CFET LS
1 (single—nucleotide polymorphisms ; SNPs) % FHUNT, BEHREMIAENT I L OYR A -

SRBEMT 21T 272 b D TH Y, TRROMREZHETVD.

1. 1q21-23 SEIKICAFIET D 491 SNPs & W7o RS MREAT Cld, 110 {0
A7\ oy 7 NEE ST RA B 830 N, xFHREE 658 A& V72 B R Tl FeRH3
GO 4 SNPs [ZHRWVBIE 2 VRS2 (P < 1.0 X107°). 24 4 SNPs & AW 7=k
WMDY = ) XA THEETIE, e — X8RO SNP(-169C/T) 1258\ B 23 R &
iz (P =8.5X107; A4 v Xt = 2.15; 95%(EHEIXE = 1.58-2.93).

2. SNP -169C/T @ FcRH3 o FHRBIEME~DEE L, Vo7 =F7—8 - T vk %
FAWTHENT L= & 2 A, ~169C/T JELESID 5 B, RAKZIET LV Cdh H-169C 7 L L
THRWIREHRIEE AR SN, £/, Yo7 b7 v A TlE, -169C 7 L)L Cifig
BKF NF kB DFRWIEE 7R S v7z. @ ANORMIML B MifaicIs VT, RA &ML
LV ERA T HHET, FeRH3 BI5F 0@ W HEL RS S 17z,

3. FcRH3 OIS BT TIE, IEFHHKICBOTIE, 2k U > 3k J OB ML <
DEFEBA RSN, Fo, KIEM B ML T, CD40 DFIHIC LV BELNFHFE I,

RA BIEHHAR T, T MG A TET 2 BMiliZl W TERBEDN RSN,

4. RABEFEOFEEH OV U~ M FRFHURMEAZ-169C/T D2 = ) Z A THNZFHME L

7E A, WRESMET LV THEEICEIRSZ (R = 0.049, P = 0.0065). &5



2, TO%BE HLA-DR 28 L ORELZ MG L7 L 25, RA &2 & BEd 5 shared
epitope ZHT DT LIVDRE « V= ) Z A TRHET, FEBESMET LV (-169C) D
JEREWNT ERRENT.

5. RAGEFE - XM 2 B2 W - BIEA#NT i, FeRH3 ZRUOBE ER Sz (P=
0.041). =51, FcRH3 LM L fihod B MR IR M & o BT i, B Oy
PEFRIBR B L O EH MY 7~ h—7 2 L OBEI R E N7z (P = 0.0000042, 3%

VP = 0.025)

Lk, AFW3CIE, FeRH3 AR T-O 7 1 & — X Sl OMREMEZ Y, RA B L OEH O B
COEMRE B OFE RIS ML EE L TWA Z 2B LN L. RIF%EIE, ZivE TH
REMAREN T d o 7= FeRH3 A= 173, B CHEMREDORIEICEHEL TWDH Z L2l 60
CLIeRIO®ETH Y, HORERROMPICEERTERE 2T b0 L Ebih, 7
DERGIET LD LEEZOBND.



