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AARNIZIT 2 BATFREERE 1, 033 ] & 55T HEE 942 Bl At B & LIy ) LU A REHEfRNT I
F OVHLA BT OFE RS B RUBMEATR & OREN I 572 & 72 > Tz 550D HLA-DPBL 7 U /LD
9 % .DPB1*04:01 & DPB1%09: 01 (Xi#HH A 712 & 5 DRB1-DQB1 /~~7" 12 % A =" (DRB1*13:02-DQB1*06: 04,
DRB1*15:02-DQB1*06:01) A3 5F—FM 2B 2 R4 Z L ZB 5202 & L7z (Nishida et al. Sci Rep 2016) ,

WFERCR 2

DPB1*04:01 &, DPB1*09:01 ®ft> ¥ {2, DRB1*13:02-DQB1*06:04, DRB1*15:02-DQB1*06:01 % FHU N THI
HEDENREMIELT-E 2 A, DPBL (R 1) KV & DRBI-DQBL ~7'm & A 7 (F£2) % H - fEl)]
Genotype AT DOFER D I3 K 0 e /e B 2R Uiz,
# 1 DPB1 % H\ /= {&5] Genotype DB EARNT

HBV patients  Healthy Controls 95% ClI
(n=805) (n=2.278) lower upper
count % count %
04:01 09:01 2 0.2 28 1.2 1.48E-02 0.20 0.05 0.84
04:01 1 0.1 10 0.4 1.98E-01 0.28 0.04 221
09:01 09:01 16 2.0 23 1.0 3.28E-02 1.99 1.05 3.78

# 2 DRB1-DQB1/7r ¥ A 7% A\ 725 Genotype 7 BIEMEHT

HBV patients  Healthy Controls 95% ClI
DRB1-DQB1 (n=805) (n=2.278) lower upper
count % count %
13:02-06:04 15:02-06:01 3 0.4 33 1.4 1.46E-02 0.25 0.08 0.83
13:02-06:04 1 0.1 12 0.5 1.30E-01 0.23 0.03 181
15:02-06:01 15:02-06:01 24 3.0 25 1.1 2.39E-04 2.77 157 4.88
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B RUFR BEREDO TR TN A D B DIEH] & FFRN A DIRVER 2 | TN IR L ik L7z & 2
5. BAUBMEATS & OBJHNIH S E 72> T2 55D DPBL 7 U LD 9 5B, 250 DPBL 7 U /VIFATHE
WADBHHRICBNTORFEREEZ R LIz, —J7T, Bl 150 DPBL 7 U /WZIATFFEN A D72 EE
WZBWTORAERBEELZ R LT,
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Abstract 1

In comparisons of 1,043 HBV patients and 931 healthy individuals, the association of two DPBI
alleles (DPB1%*09:01, and *04-01) had come from linkage disequilibrium (LLD) with HLA-DR-D@
haplotypes, DRB1*15:02-D@QB1*06:01 and DRBI1*13:02-D@B1*06:04, respectively, among the five

previously reported HLA-DPBI susceptibility and protective alleles.

Abstract 2

Association tests using the above-mentioned DREBI1-DG)BI genotypes infection showed more

convincing association with susceptibility to and protection from CHB than ones using the
corresponding DPBI genotypes, i.e. DPBI1*09:01, and *04-01 (Table 1 for DPBI allele, Table 2 for
DRBI-D@BI haplotype).

Table 1 Association of DPB1 genotypes with CHB infection

HBV patients  Healthy Controls 95% ClI
(n=805) (n=2.278) lower upper
count % count %
04:01 09:01 2 0.2 28 1.2 1.48E-02 0.20 0.05 0.84
04:01 1 0.1 10 0.4 1.98E-01 0.28 0.04 221
09:01 09:01 16 2.0 23 1.0 3.28E-02 199 1.05 3.78
Table 2 Association of DRB1-D@BI1 genotypes with CHB infection
HBV patients  Healthy Controls 95% ClI
DRB1-DQB1 (n=805) (n=2.278) lower upper
count % count %
13:02-06:04 15:02-06:01 3 0.4 33 1.4 1.46E-02 0.25 0.08 0.83
13:02-06:04 1 0.1 12 0.5 1.30E-01 0.23 0.03 181
15:02-06:01 15:02-06:01 24 3.0 25 1.1 2.39E-04 2.77 157 4.88
Abstract 3

In comparisons of DPBI allele frequencies between HCC positive and negative HBV patients and
healthy individuals, two DPB1 alleles showed to be associated only with HCC positive patients.

Moreover, one other DPB1 allele showed to be associated only with HCC negative patients.

Researchers [Z(&, NMEAEEFEEH T 5,
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[FER28FEE EHENE]
BARANIZEIT5BEIFF 2 EFF+1,0330 L2 % *t BB F$942451 % x4 & &L THLA imputation$# &
UHLABE R T % 3£

= BEUSMEF R EDBEEMNBHASMNELS>TUN=5DDHLA-DPB17!)ILMDS55 ., DPB104:01&
DPB1°09:01 (L& 85 A~ (-4 SDRB1-DQB1/\J A4 47 (DRB1*13:02-DQB1"06:04.
DRB1"15:02-DQB1°06:01) ME—FEMGEEZ RI Z&Z LM ELT= (Nishida et al. Sci
Rep 2016)

Haplotype frequency Haplotype frequenc
P value OR DRB1-DQB1-DPB1 haplotype potyp d y

HEV patienits Healthy controls HEV naiants. Healiycontioks P value OR DRB1-DQB1-DPB1 haplotype

1.0% 1.9% 1.56 X102 052 — 0406 H 0302 — 0201 |

1.0% 1.3% 0376 078 —{ 1101 H 0301 — 0501 |
4.5% 5.2% 0235  0.85 — 0901 H 0303 |— 0201 |

1.7% 1.3% 0.232 132 - 1201 H 0301 — 0501 |-
1.4% 2.4% 2.43X102 0.60 — 0405 H 0401 |— 0201 |-

1.6% 1.6% 0.891  0.97 0802 H 0302 0501
1.6% 2.0% 0219 076 — 0803 H 0601 — 0201 } ’ ’ . I — 2
1.4% 1.3% 0776 107 - 1502 { oe01 }—{ 0201 } 11.6% 7.7% —{ 0901 | 0303 |—{ 0501 |-
2.4% 3.3% 7.50x102 072 - 1501 H 0602 |— 0201 | 8.6% 7.6% 0.193 115 — 0405 H 0401 |— 0501 |-
1.9% 4.1% WP {1302 |{ 0604 | 0401 | 6.3% 3.5% —{ 0803 [{ 0601 —{ 0501 |-
— 15% 0203 o069 —{0a05 | oao1 om0z} 3.4% 2.4% 498%102 1.39 — 1501 H 0602 —{ 0501 |
2.0% 4.2% — 0101 } os01 |— 0402 }- 14.7% 8.3% — 1502 H 0601 —{ 0901 |

BRUEMIF X272 Y1Z<L\DPB17 YL ("02:01, BRUSMIF XIZAY T LIDPBI7 YL (705:01, "09:01) &L

"04:01, *04:02) &L/ N\NTORA4T DREERET NT AT DREEREMT
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HARNIZEIT 2 BRTFIREZHE 1,033 B (F 1) &R RIIERE 942 6] (3R 2) 1Z31F 5 HLA class 11 #fx 1 DHEH
T fRMT % 20 L7~ (Nishida, Ohashi et al. Sci Rep 2016) ,

#* 1 BEFRBERIIBT 5 HLA class I E1{nF OES AR AT

DRB1 DQB1
A. HBV patients
*01:01 *04:03 *04:06 *08:03 *09:01 *11:01 *13:01 *13:02 *14:03 *14:06 *15:02 *03:02 *03:03 *05:01 *06:01 *06:03 *06:04
DQB1*03:02 0.00 0.27 0.33 0.01 0.01 0.00 0.00 0.00 0.00 0.00 0.00
DQB1*03:03 0.01 0.00 0.00 0.03 m 0.00 0.00 0.00 0.00 0.00 0.06
DQB1*05:01 0.86 0.00 0.00 0.00 0.01 0.00 0.00 0.00 0.00 0.00 0.01
DQB1*06:01 0.01 0.00 0.00 0.29 0.10 0.01 0.00 0.00 -|
DQB1*06:03 0.00 0.00 0.00 0.00 0.00 0.00 0.00 0.00 0.00
DQB1*06:04 0.00 0.00 0.00 0.00 0.00 0.00 0.00 0.00 0.01
DPB1*02:01 0.00 0.00 0.02 0.01 0.01 0.00 0.00 0.01 0.00 0.00 0.02 0.01 0.00 0.00 0.03 0.00 0.00
DPB1*04:01 0.00 0.00 0.00 0.00 0.00 0.00 0.00 - 0.00 0.00 0.01 0.00 0.00 0.00 0.01 0.00 -
DPB1*04:02 0.24 0.00 0.00 0.00 0.00 0.00 0.00 0.00 0.00 0.00 0.01 0.00 0.00 0.20 0.02 0.00 0.00
DPB1*05:01 0.01 0.00 0.00 0.00 0.03 0.00 0.00 0.02 0.01 0.00 0.12 0.00 0.04 0.01 0.05 0.00 0.02
DPB1*06:01 0.00 0.00 0.00 0.00 0.00 0.00 0.00 0.00 0.00 0.00 0.00 0.01 0.00 0.00 0.00 0.00 0.00
DPB1*09:01 0.01 0.00 0.00 0.02 0.04 0.00 0.00 0.00 0.00 0.00 ! 0.00 0.04 0.01 0.38 0.00 0.00
£ 2 HAERABEEXRBEICE T 5 HLA class IT BT 0O &SR AT
B. Healthy DRB1 DQB1
controls *01:01 *04:03 *04:06 *04:07 *08:03 *09:01 *11:01 *13:01 *13:02 *14:03 *14:06 *15:02 *03:02 *03:03 *05:01 *06:01 *06:03 *06:04
DQB1*03:02 0.01 0.25 0.35 0.04 0.01 0.01 0.00 0.00 0.01 0.00 0.00 0.01
DQB1*03:03 0.01 0.00 0.01 0.00 0.02 0.91 0.01 0.00 0.01 0.00 0.00 0.02
DQB1*05:01 0.93 0.00 0.00 0.00 0.01 0.01 0.00 0.00 0.00 0.00 0.00 0.01
DQB1*06:01 0.02 0.01 0.01 0.00 0.37 0.04 0.00 0.00 0.00 -|
DQB1*06:03 0.00 0.00 0.00 0.00 0.00 0.00 0.00 0.00 0.00 0.00
DQB1*06:04 0.00 0.00 0.00 0.00 0.01 0.01 0.00 0.00 0.00 0.01
DPB1*02:01 0.01 0.00 0.02 0.00 0.00 0.01 0.00 0.00 0.00 0.01 0.01 0.01 0.01 0.01 0.00 0.01
DPB1*04:01 0.00 0.00 0.00 0.00 0.00 0.01 0.00 0.00 0.00 0.00 0.00 0.01 0.00 0.01 0.00 -
DPB1*04:02 0.30 0.00 0.00 0.00 0.01 0.00 0.00 0.00 0.00 0.00 0.00 0.01 0.01 0.01 0.29 0.01 0.00 0.00
DPB1*05:01 0.02 0.00 0.00 0.00 0.00 0.01 0.00 0.00 0.02 0.00 0.00 0.05 0.00 0.02 0.02 0.02 0.00 0.02
DPB1*06:01 0.00 0.00 0.00 0.00 0.00 0.00 0.00 0.00 0.00 0.00 0.00 0.00 0.00 0.00 0.00 0.00 0.00 0.00
DPB1*09:01 0.01 0.00 0.00 0.00 0.01 0.02 0.00 0.00 0.01 0.00 0.00 -I 0.01 0.02 0.01 0.32 0.00 0.01
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