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e O E (#30) : We collected 420 DNA samples and clinical information from
multiple institutes which has many rheumatoid arthritis (RA) patients under treatment
with tocilizumab. Now we are ready to start genome-wide association study on finding the
polymorphisms which are related to the response to tocilizumab treatment.
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# 2 ACPAGRA L B3 % HLA 7 L /L

DRB1 allele p OR
*12:01 0.000088 1.72
*14:03 0.0043 1.81
*04:05 0.0063 1.26
*15:02 0.0001 0.68
*13:02 0.00059 0.66
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%3 ACPA(RA L Bifi4 % HLA diplotype

DRB1 allele p OR
*09:01/%12:01  0.00013 3.62
*08:03/*0803 0.021 2.54
*08:03/*15:02  0.00011 0.18
*15:02/*15:02  0.024 0.27

Classification ACPA(-)RA Control
Set 1

Sample # 368 1508
Female % 79.7% 52.9%
Age (mean) 54.7 46.5
Set 2

Sample # 501 500
Female % 80.8% 80.0%
Age (mean) 62.4 NA

if_\ 2507 L )LD (diplotype) TH
72856, £ 3 IRTLHIT, *09:01/%12:01
2% OR 3.62 & &<, FlomEABARKPIMEICE <
diplotype & L TiZ*08:03/*15:02 23 & 78 < |
OR0.18 Th -7,
WAZHT CCP HTiRFa M RA % RF (+) & RF () |2
e L CENEI & BET 5 HLA-DRBL 7 L
IWERRR LTz, TOREREFR A, R 5ITRT,

Z¢ 4 ACPA(-)RF(+) L BHEH 9% DRB1 7 L /L

HLA-DRB1 p OR
*04:05 8.8x10° 1.57
*09:01 0.0011 1.37
*12:01 0.0014 1.73
*13:02 0.00013 0. 52
*14:03 0. 040 1.71
*15:02 0.010 0.72
DR14 0. 55 1. 08
DR8/DR8 0. 86 1. 08




3% 5 ACPA(-)RF(-) & B84 % DRB1L 7 L /L

HLA-DRB1 p OR
*04:05 0. 52 1. 07
*09:01 0. 46 0.93
*12:01 0.00071 1.74
*13:02 0.033 0.74
*14:03 0. 047 1. 65
*15:02 0. 0020 0.69
DR14 0. 00022 1.52
DR8/DR8 0.00013 3.08
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