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K1 MPA, MPA %8 MPA-ANCA WHHERES & A M IRIHIZ 51 5 KIR S T
o

KIR MPA (n=43) ~ MPO-ANCA+ (n=57)  {@% & HEBE (n=239)
2DLI 41 (953%) 54 (94.7%) 238 (99.6%)
2DL2 8  (18.6%) 10 (17.5%) 33 (13.8%)
2DL3 42 (97.7%) 56 (98.2%) 239 (100.0%)
2DL4 43 (100.0%) 57  (100.0%) 239 (100.0%)
2DL5 16 (37.2%) 21 (36.8%) 116 (48.5%)
2DSI 15 (34.9%) 20 (35.1%) 109 (45.6%)
2DS2 8 (18.6%) 10 (17.5%) 35 (14.6%)
2DS3" 2 (4.7%) 4 (7.0%) 40 (16.7%)
2DS4 36 (83.7%) 48 (84.2%) 208 (87.0%)
2DS5 14 (32.6%) 17 (29.8%) 77 (32.0%)
3DLI 43 (100.0%) 57 (100.0%) 227 (95.0%)
3DL2 42 (97.7%) 55 (96.5%) 237 (99.2%)
3DL3 43 (100.0%) 57 (100.0%) 239 (100.0%)
3DS1 15 (34.9%) 20 (35.1%) 110 (46.0%)

"MPA SfE SERREEO ik : £=0.038, OR=0.24, 95%CI 0.06-0.94.

#2 HLA-B Bw4, KIR3DLI1, KIR3DS1 D45t

Bwd KIR MPA MPO-ANCA+ fid i ok FRAY
(n=43) (n=55) (n=163)

a) + 3DL1+/3DSI- 20 (46.5%)° 21 (38.2%) 44 (27.0%)
(

b) - 3DL1+/3DSI~ 8  (18.6%) 14 (25.5%) 39 (23.9%)
() + 3DL1+/3DS1+ 6 (14.0%) 8 (14.5%) 38 (23.3%)
@ - 3DL1+/3DS1+ 9 (20.9%) 12 (21.8%) 33 (20.2%)
() + 3DL1-/3DSI+ 0 (0.0%) 0 (0.0%) 7 (4.3%)
® - 3DLI-/3DSI+ 0 (0.0%) 0 (0.0%) 2 (1.2%)

* HLA-B Bwd+/KIR3DI 1+/3DS1— OG>, i el BREES LB LT, MPA BEIZE &
[ZHEINL TUV=(OR= 2.35 , 95%CI: 1.18-4.70, ~=0.014),



%3 LILRA2 (ILT1, LIR7) intron 6 A7 T AR LB & MPA DREE

MPA (n=50) s *FHERE (n=285)
G/G 22 (44.0) 153 (53.7)
G/A 20 (40.0) 112 (39.3)
A/A 8 (16.0) 20 (7.0)

A/A vs (G/G + G/A) : OR 2.52, 95%CI1 1.07-5.95, P=0.049

1
10
Pirend=0.056
2.1
L
® 1 13
m 1 @ 1 1
3
: |
O
o
group | group |l group Il
activating inhibitory
ou KIR & HLA Ofia bt
Erotp 3DS1 3DL1/Bw4 | 2DL1/Cgrp2
a / - -
I (activating) | b / /(/ , -
c 7 / .
d ,
11 tral
(neutral) . //
f -
III (inhibitory) | g -
h -

KIR & HLA-class 1 O#LAGHEOFRICEZ O, BERE, ML a-h O STITHHL .
S 5T EINDEALB LIRS 7V DR X 12K D, group I (activating), group 11
(neutral), group III (inhibitory)D 3 BEIZ ML 7. IEHAL T 7 F N E&RET SHAGOYE
R, WIS 7N ERETLHARDEERTRUE, goup 1 EHRLEZBED
group 11, group 11 O v L & 95%IEERX R & IR L7z, Ml 7 FIVIMERLIZIR S
1232 T MPA DY) A7 8 LT L7388 53172 (Miyashita et al., Arthritis Rheum in
press)o
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FEAT ORGSR TR ST 4 RO N 2 R MAE 24752 THY . QTL(quantitative
trait locDfFATOFER, 58 4 JeaR|Z significant level O ME R T-EE~v 7 LT, F
7o, #7=1Z AlphaScreen % H\ =7 74— L HBEEAY2ETE B CHUROME A BRIE LT,
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B. W5tk
LTI MR 2 AT AR RO VE

JBIEF 3% MRL/lpr <7 AL BIRIR B %
C3H/lpr LD FOAERS —HEAZ HZE RIS, Sk
e 20 WAL ERRD IR CHr7= 2l 2 3 A2
& MXH/Ipr 4 F/ffizEHUTZ, ZHBHTT /]
SNT=RBENZ DN, FFRBIURREL B, &
(BRI E A AT CRIE iR OEH)L , QTL
FEMTIZ J > TR B R FIER R E 5,
2. AlphaScreen %\ =77 4 — LR
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A BT MXH/ Ipr 4 SB#EBISIL, €095 2
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DAMit4iZ 7 LTz, 2D locus i, LLETMXH/Ipr
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TNLDTHSD, S RIOFERIL, DML EFEIZ
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AlphaScreen JE&HEMINAE AE AR A

HEHZECED, MRL/Ipr (ZHBW TN ETHIEE
SN e B CHUERER R LT, AR S
2R7EA R, AlphaScreen & BEMER AR S TH
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