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FEITEE (GWAS) B 51 A K A5 1 43 BL0E 14 i IS DR 7 A% s o
LT 6p21~6p22, 5 HLATESS 6 S YOk e E G .
ZPRT S HLA (LT By B 42 DI T BT By F 92 #4813 3 H 23
JTEZMETE . ASCEE HLA (4549 . D 68 B 52 F BL .9 R K
43 BUIE 5 AL A ST S R SRR I .
1 HLAWEHE5IhEE

HLA i T 6 S Yk - (6p21. 3D (4 — R ¥ B % %
I R R JAE SR A T R 8 DA R R M IR 1 O B TR L 7 M ) g
7 TH D0 AT A A 2 R GE & E LA 2 T T B M L S R R 1 2
2 GeAZ L BN e AR ST . HLA 4 Fal o 12K, 11
FLM2. [ REFAHE ABLCW 3 AL, 1 28 5k B 0 45
DR.DP.DQ 3 /M & . [T 2 5 DX 7 S0t f 40 B I b T 26
HHENE . HLA-TI RS A7 T 25, TR B Z N,
i ah A C2, C4. BIL A 4R 58 85 1-70, Jib 88 2K 28 5 ¥ (TNF)
&l ONFKGAMRE HLAT B RS )12, LR AAFLE
F I WA Z AN 2T DAWE A0 b % B . HLAT
KB RN 6 35 T& BRI 5% 52 20 i (BB 400 Jif 15 W 200 i 8 2R
A LA B 3% Ak B T 40 M R g Bz 40 e S SR
2 HLA 585 &%EHERRIXEK

Y24 A1k HLA 59505 G I 0 WF 95 & 22 JRAS T R a5
AR, CA SRR HRE R 100 2F RS HLA 4> F 2 [l 17
TERHE, FEW R B B e YEgms i OB PE G R VRS
LB 2 R MERE AL E CEAE LG T TR GE B AE R S &
M B PR AR BT M RATIR A ST R B R TR
— g B e PR L A0 T BURE IR L TSR B E VIR IE R L A
B G 5 T JFF 48 119 R0 35 B ARG A 4 BE 19 e 2% T 3 5 TR
H 3536 PFE MR DG I IE K JRG f 43 L0E fB R R — Lk g B
£ TR0 (ATDs) 1 RIS e T3 3 AR o 4 45 3L BE 5 4 )8 0
RIS IR AR AR - 3 2 E ¥ N TP
il B Hh A AE il AR B 51 T 2 05 W90 DR RS
Sy EUE S HLA Z A& 5 77 A A S 53 .
3 HLA 5549 R ERRN LR

il 25 3 A ) R B2 AR it 43 B 9 R T R 43 ZLE
1 R L 1 2 5 2% . 3% 3 Ay 3 1% B 3R (80 240) L IR B &
0V TEFEHG & A4 Kk J i3 B P e o R FE O, e 1974
AR B Fi S = RN TE 4 B 5T AT BA gk E BORS  AB AR  E
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AR 2% A4 BT B TIF 5T T B 2 R A b B A0 R S L K e
iR R L AE T A My A fR R . 20 fHh4g 80~
90 AFAR i 22 B — 28 HLA 585 # 4 2408 2 (7] BH 4 2k BA o o
BRI S g g 0T e B R A Tl A, 2RISR T
MLV 24 43 T J7 W%, 40 7 B Ry 5 v 51 W0 3 4 56 R i (PCR-
SSP) , A W% I N -5 4% 1 BRI £ (PCR-SSOP) | £ 41 4% g
Bl 2238 (MTRB) 55 £ F PCR £ AR Byl 30 T B, % o 4k
e 20 A 3 6 L 5 R 0 o A M K T T A MR TR FE . HLA
HH OGS 38 2 AR 14 AN Wt S8 07 5 58 3 k2 T BRI R 0 E 5.
2005 4F , — Pl 3 F = 3 5 I 0 F 5T O B 3R R AL G K A
BT (GWAS) [t , s T4 A B3 45 400 Al &2 2 0 00 119 st A% 5
WIS T 28 M M L 51 T R 2 R GRS ROk &
O SR H IS B IR 2L H AR E A LA BF 5 BRI
GWAS B A MR Bl 73 2L 19 5y 8% B BB A 8 3630 i o o T
6p21~6p22, MUZLEHT 5 HLA 7 15 1 B H 3 T8 ol OF 5%
PO AEIH BT, AR, R TFEALAEN

GWAS %5 43 1 5 (PINBA) i 32 i 45, A B F & ¥ GWAS
B S A M Y R R A A — 2B SR AR I SNP
T2 T 6 10 7 1 Bk F 9 TR

AR EEEERA RMRACHAEA CHEA DR
BTRE A LA B B Jg R BT B AT rp 389 % B — 26 0E AR 2% LA B A
KL o HA 2RO 58 R A T HLA T 6405, 7 B
BE AR T 2 B 5 TR AL 4 HLA A < 035 ZE AT H IR A
Pz i R B ALOSY i A 7 26 N e i & B ) R
PR BISEY , 7E SZ B ARt K I — 28 HLA S5 H
W0 SR AR A (32 1, N R BE R AR A A 31 1 B 51 37 0 L 3k
35 N NBI Y B35 A, DA — 00k [ BRI 8 M EIR £
Fl B 28 BT i E A9 HLA-B « 08 fir 45 8597, % 3 A hy X 28
HLA 7 g6 AS ) CHE i B3 1R 2 5 50 A 2 80T 98 1 2R
ErhF HLA T K H0E, AW R R SZ & b &3
DRBI * 03 4543 J K 851 3 & T %0 BRZH . 0 5 B 5. 17 DRB1 »
06 {37 f5 B 25 o7 32 DR 491 8 U A1 T~ %of B 270, 53 A 5 HF 5 /0 2 )
UESEAE 96 = A HE A DRBI + 1303 Jy 7 £ &1, DRBI % 03 {£ —
TR R 1) 22 epC 8 5% 1238 v SRS Bl 43 4 E B8 1 DR 4 6L
S T LM A 8 7 R 05 3R AR PR B R e AL B IR S B
G E PR b g Bl 0T, R HILA &5 437 35 PRUIRAE AN [6] A
Folr L B LA B st 35 1 W 25 55 53 A R R 5% AT BA I R A
FATE2E S KA B A L AT RS 380 PR 1 1 50 9 O A5 20 42
70-80 4F A A — LB HF 5% 7 2 o B 1k LA Rl I R R B R RUEAR,
e HLA B KA s 09 5831 % J5 i K 28 Bonferroni £ 1F & A
B PR P25 R 1 B, A b 25 D R 3t S [R] A 5 AT BA =2 [ i
4 HLA 515 2 aE &% A KB LT

T 2L 25 2R R AR 9 7 0k DA R T BET AR B 1 HLA 58S #f
43 BT 22 18] 1) & AN AU B4 1 %, Wil 35 s 42 X ik — 3
5 3 b SC TG J5 T 5 B 0 L2 4 5 B 9 1) R 0w L T
B ar X HLA Bt 55 595 A1 0GB 09 B I I 52 5 2 6 1 52 1 Ak
FRLEME.
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2012 4, 36 [ 2 2 ) 1 6 1k IR /0N BRL 2l 4 B o 4 5 15 3 1 1
TR 20 VE I F ST 6 4. k& B HLA T 2840 S n] DU 32 I8 i
W15 filh 1) T8 LA B M 8 T i AR Ak B 4 MHC T 28 T 4% e s Y
W IC K B R AL E B T g T MHC T 28335 LA/
B 2 o0 A K B A A B 38 AR . AR L AT F 9 141 BA LA R
BEE AU FE X G 8 e A E O i N HLA S84y 36 [
G EEAFH] 5 Fh SNP 558 #4320 AH OG5 J5 SL 40 B Ttk 5 Al
SNP 5 TOX.HSV-1 5 CMV 3 205 5 B Z [ 1 8 & . 15 3]
BAPEN £ rs3130297 5 HSV-1 LA &, R A WS TOX fl
CMV LM S 1 SNP {7 25 IR ST 1 IR 8 T HLA RS 4 43
ZLIE SR TR = Z AR OCER Dy T4k HLA 07 8119 5 AL
i HE AL T R

2015 4F, K [ 35 B 0 WF 58 /AN 4L R 3 B S R BE R A 14
280 A g SNP iz 45 Hh 0 45 31 rs3129996 58 48 i 45, BL 28 48
5 BT R B R S5ORS R 25 WA 9T RN B O 1 B B
SNPZHLA 437 HLA T 28 LA R 1T 28 5748 ot B H 4 i 1 26 14
RIW M HLA-A OB G AN 62 DL K& 66 7 1Y 2 5
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PE IS AT, 2B 5 A1 JE] A G B A0 M LA R G /N I S5 4 M L ER: 4
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