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TR 86 A bk KLY, 18%~ 45% A PEIE Y i
F O] H RGP, PR IUERFS: 6 M AL ER
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1 HLA EFZASM

HLA fiF NHKE 6 5 Yeto k5 8 e XI5
(6p21.31), A RIS A 3 AN T B X (D1, 19
TYmt e HLA 1 35y 1 5E A, B HLA-A \HLA-
B M HLA-C o 3 3= STy fe J& 1 20 o U 12 470 R R 52
25 CD8'T R EL A, M 8 1 X i P 993 Ji A7k 1) £ i
T B (DT RIX I, FEA S RIDE M HLA

112545 T2, B HLA-DPHLA-DQ M HLA-DR .
I MR PSR 23845 CDA'T k40, )5 3)
BT 6t B AR TR A D388 I P G e s 1 T X 0
WILTEAE HLA-DM F1 HLA-DO R, £ 31TEFEE
1S, g 1) o FAE AR B R IEER™ . (I
X35k, A7 T 120 11 2R X s 1], 635 () 2 R Th e
NZFE, BN 5 G 4 E I N2 DA =< 1
HLA i 27" [@ERRE T, 40K 11 HLA
I3 T S0 R B R R E A E B R R R
FEM, B I B AR IR T 4H R 52
H & IK-HLA E5W) . BYLR EARET, T 25F0 11 285
T3 ) S 3 1 P A9 AR TR B LA RS B B 92 B

HLA 23515 HCV BY45 /B, W
1o FF58 1) HLA VIT 5 B R sl LA & (RS AL,
AN CHC 1 5 B ol S i B 5 IR 8 3 R
TEBREVIAOG . XM OGN B AT PRzt B
FEAN[F]JGRAE i R 45 AR 5K A FH ) S50 L [R] WT g
AN, HATRESZ A Y HCV JE (R Y 22 S (52
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2 HLA 5 HCV B

HLA IR 2 208 i i PR 25 Gk
% RN HOV YL 2E J= MR 22 57« o B DURR N
HF 7457~ HLA-C08:01 & CHC f& [ 1K -7, T C08:04
A B13:01 BRI ZR; A58 A11:01-C08:01 3
Sy lE&YE, B13:01-C03:04 W A 35 AR, AHA I
HLA/KIR 155 CHC [{2<BE""  Tao 2™ R DURs 2
U N T AH 9% #% 12 B A (transporters associated with
antigen processing, TAP) 5 HLA F: A {1414 5 CHC
AHE, C*03:04. C*01:02 5%75E 1) TAP & NG
K&, B*35:01 55EE M TAP A NIRYREK .

SR, NAERe It R E L) [ 450k, iR
18 EFIE ST R I HLA-A*02:01 45 W LE 44 1, T
HLA-A*68:02.A*66:01.B*15:03,B*41:02.B*44:03
A B*50: 01 y CHC i kAR ™. ¥ 5 Je W A#FT
F 7N, HLA-A*23:01,B*44:02.C*04:02 5 HCV J&
e Ty EAERE ARG o A B AHE AL C*08:01 £
RN B* 13:01 R4 SREAE R B Je LA 5T H AR fig
B, o E AR R BN R R C*03:04 EF T
JE N FEN A PR WL, PR B IRIP A R
A*11:01 FEXPRIUAIE 72 Hh A s HEAH DG , HRGH
MNATHRAE R iR ZE R R HLA % HCV J&
Ll sgne 2 NRE B AL T 5t 5 IR 3 I 5 2= A )

5 A b A g 2 1M S, HLA-E*01:03 55417
SR HOV G ¥ 2 Bt R0 296 T 1T 24
PERY, Zhou 2™ I HLA-G3’ UTR AN B 1 |5
Gy OG . PR IEL ML HLA 1 289 T X HCV
Ty A B i i A TR A R AR

12 Je NFEWE 7T R B, HLA-DQrs3920AG FTHLA-
DPrs3077AA 5 HCV & 4L [ B FATU0 55 244 (direct-
acting antiviral drugs, DAAs) J&J7 [ NAHIE™, Wi 5
PN ABERIWETCHE N, 7T HLA-DQBI1 %55 26 £

BT IR R SR (B1Leu26) £ 3515 [ KI5
2 R WAL T F— 2 F R 45 &5 X B 56 55
R TRt IR 2 R (B1Pro55) £35S B kK iG
Bree 2 IEAEC M. R FIIRIR HLA 11 85y 1
AREAE HCV H R IE b 2 HE AR

3 KIR BEFEZESM

KIR BRI ERL T NI 19 S 444K (19q13.4)
b, BE 15 ADNTHREIE R A 2 MEZGER (KIR2DPI
KIR3DPD), HrhIhEeEFEA 8 AN 4 i 2 (Al
(KIR2DL 1, 2DL2, 2DL3. 2DL5A . 2DL5B. 3DLI, 3D
L2 }¢3DL3),6 M NEEH R (KIR2DS 1. 2DS2, 2DS3,
2DS4.2DS5 [ 3DS 1) , 1M1} 2DL4 e B 38a% 54| theg .
KIR S5 T8 A B 2, A LA 8 = 2R 40
HilME KIR, 17 B S5 85 58 ZIiE PR R™. KIR 55
AR AEAN [F PR R AE 3 22 5

KIR WIBEBAMHPRAS 45611 HLA Bk
HRIE . WS A KIR A & FE IR B 81, (N AE Ry
JE HLA 1-iKECE B WIAEAER 4 Be A 4 & o X ik
PR AT LA SR e B8 o IR B PR B B (g B2 K
B H B KB , B8 5 RIS A 25 2k 1T v e 2 4]
55, MIMifilZ NK 40wtk KIR 5
HLA WA EAE i ROV BRI 45581, s
CEAREET X HLA 255 BRECPARE R M9 &
SEANTT o X PP IE RV R B CE AN R ZH 2R G s Ik 4H.
HROREFRRE 1) NK S0 Sim 257 1B FUAIE S
| E KIR2DL1 RILHE) 2 1) HLA 4568877,
RE4E B2 60%1IIR HLA-BKEX & &4, X Bk B P %)
FHXFANBURK o 575 A W 9040 SR, 4 1 KIR3DL 1
5 HLA-B*57: 01 454 /8 )15, KZ% HLA-
B*57:01 2if MK Re (et KIR3DL1 %54 « N3
19 Sietaih b KIR Fe R £ &0 WA 2.
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4 KIR 5 HCV B

KIR 235 HCV BB PEM G, 2 Tk xf
] =y fe N O 2R I S5 B8 250 IR PR AR AT 7T 3R
W, /52 KIR 5 HLA B[R 2415 HCV &L 5 5
PES E ARG, Feng & ™ 9T 7R, KIR2DL4
15660773 G M1 HLA-G rs9380142 G “:Ai 3 [K 5 HCV
Sy B B ARG, 5 15660773 G S 3N (AG/GG
FERRD BY 159380142 AG FEH ARG HCV
DA B 5, XU S B R A7 AR R Ak B . Li 4™
RIN,KIR3DL2 rs11672983 AA H[KI T 153745902
TT FE R O sl B A5 38 S5 35 19 0 HOV B8, 7
Bonferroni ¢ 1E 5 /5 & 2 #H2% . Shen 2 ™ K I
KIR2DS4/KIR2DS1/KIR2DL 1 1535440472 A 5457 3 [A]
M HLA-C 151130838 AA JEF TS HCV Z) 38 0
AR X FALE UL, [E AR KIR BN %
SYEMTRESL RIS S5 NK Z0Thee, HEmmsmst
HCV [ 58 B2 5, (5 IR S04 12 B AR SRR BT
JETH, AU REAT fr it — 2D B . BEAMETE RS
F e NFE, #41F KIR3DS 1 54 BRI M4 HCV
FILHE B v 1) B A ) B, SRR AN R AR TS S
B2 s 72 57 T e 3 2L KIR AREA [T I8 42

T 20 M B R 52 4R T 1R HCV RNA Jf
FHFEOR TR LTI R RBIER L, (HX PR
IR NI AN R L E 2 TE R . HCV JEgs
A AR A NK G R TH R 2 B0 P AT S P 52
WFRIA , KV RHE BRI 55— ML AR
W, HCV de45ittE 3 R elnens iah NK 40/
KIR2DS2 524K, Fi5: b oo s AL 7 i AR 2544 B
H 3 el X B E — A m BRI T, Al
KIR2DS2 SZ Ak b )0, S5 AR R v A
TEAII B, TR AR IERR X 38 KIR2DS2 SZ A4 H ik
NTFREET NK ARG Sl 8 A s v e A

5 KIR/HLA EE%ZAM

KIR 5} HLA itk 2 8] FIA AR HY , RERS 5.2

T CD8'T 20 i 3% B Ty e, AT EBILAZR I Bk
B LA L, R TR R S R S G g
() SCBR AL o 75K HH R0 AS W7 AR 4 11 95 5 4 5 i B1
Bt AR R, X RRAE BLAE BT S LR AR G 2 A2 B
1 = [ A ()4 R 3R R 1

HLA 715 KIR ¢ 456, 183 ) NK 21/
A AN PE BB 45 5 T A i E v, 2O
HINK 2 558 M S ) B R T IEHIRES
T, ¥E4H i I8 58 B HLA T 2851, NK 41 g 2 1 )
PO KIR R & 3 S A7, NK iR 4556 2
E G 37 N T e A = = 01 R d 5 R N 87
T, AR HLA 7> KRI85 5 T B, B
A KIR R A S FE 3l i A0 i % 47 R
TR . BeAh, I KIR 5 HLA BRI 454 MY
REAE NK 40, R IE T ie A2 1Z 1% T 21
Jil, 3 4K CD8'T 40 i3 A, 9 9 PR 47 1% (W HLA-
B57) 8 f& FE 1% (U1 HLA-B35PX)HLA 547 JE K] (1) i
KRR, KIR 5 HLA 2RSS WE 1.

6 KIR/HLA 5§ HCV Bk

1558 KIR B 5 HLA BiAkd4, BEW
M) HCV B Il R 45 o) , BLAE I g 5 Sl L i 5
R BR B ik R XKs o E P HESF — T oF 55 e G
PR IEEA L S8 2 A S e R B, #5AF KIR2DL2 %
HLA-CICI BRI HANMA, HA I 2 Bl 2 il 4L (1)
Eb A 2 2 The, o DL HOV ey 3227, X — 45 5
PR, B 8 TR e KIR/HLA 285 7] 6815518 =%
BN GRIE A /1. fEHA HCV AR 3
BAFI A4 KIR3DL 1 K85 HLA-BwA Z54i
e, JuH R HLA-Bw4-801 TERY, 1 7€ A HCC K
AR fE R 2 SR, ARWLEE R KIR3DS 1 83
S B KIR/HLA Biiht 5 HCC R 2 18] 7778 i 3
KER M HE—D RN, — Ll SR &
NN LR ZE NS IE o, ez 58 AR
DAAs & IhiE kR HCV Ja, #5407 st KIR-HLA
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KIR 5 HLA ZEFEE™

KIR 2DL1 2DL2 2DL3 3DL1

3DL2 2DL4

2DS1 2DS2 2DS4 2DS5 3DS1

fiifk C2+HLA-C HLA-B*46:01 HLA-B Bw4+HLA-A HLA-A HLA-G HLA-C HLA-A*11 HLA-A*11 C2+HLA-C Bw4+HLA-B

HLA-B*73:01 HLA-C Bw4+HLA-B
CI+HLA-C
C2+HLA-C

CI+HLA-C HLA-C HLA-F

‘H 4 (KIR2DLI+/HLA-C2 Jt H: & C2S W A4,
KIR3DL I+/HLA-Bw4-80D W %, HJg 4L Kk 4= HCC
9 XU (2 25 TS . KIR3DL 1+/HLA-Bw4-801 14
FEAZME FLH BIAE 7 17 S5 TE H AR NBF 45 R —
B, SLIRIFR ) — PR LEALA - FH 1 KIR 5 s A
71 HLA-I Be A4 2 18] i 3 AH HAE H AT fE -5 8UNK 44
Theich BEAm), AT 55 3006 HCV B 20 g 5
W S A A P )R ) S TG B e ), TR 2E 9 B¢
RSB S e S e b ik

SR, F0) 1 KIR-HLA A HAE 52 m - F 5
a4 . FERRPN HIV-HCV JLEge ANREr, BHEAR
L, 75 HLA-C2C2 457 5, #5417 KIR2DL 1 A
T 5 S0 HCV B KOsk e fEEfRl, BT
KIR2DL 1 WME— =25 Ay BCAR A HLA-C2, C2C2 4
AR A NFKIAKIR2DL I () NK 21 At f 5if HFF
S FRAHNHIE S 7E NK AR R 8 i e, X
FRORINHE S5 BT “ReE” Ho s MSME, i H AR
B HCV BRYLATE HLA-1 255y 1 AR #E4H B, RE
g TR SR A A RN S A EEAE . a2 s
i 7 KIR/HLA T8 HCV JEYL G i3 rh i 52 2 1.

7 RE

PENRIR G R G S ER ST 1, KIR A
HLA 5[5 J o A 1 2 A0 5 1 2 R0, TR 215
Wi 35 15 =5 HCV BNt ey i 85 /7. X M%7y
AMYERS) T HCV 1)tk 5748 K HE LB 42, 38 0 2%
W EEPUR U S 2580, R e NK 41
FAT T 240 A5 P00 2 e RS a5 T,
WAIE T 15 2 FEAL I S 5 BB R

RNENT KIR/HLA 2[R EAR 5. HCV kiR
KA A 515 FP HCV G Mg =F M E 4 H
VER R T oy FHLH, K R B A HOV B8 VR L B)
H R B A% O U R A 22 00 S ) H R kit B
B, XTSRS R BT B
HCV 77 M BRIA 7 11 7% B B WS B2 Ak s, 48
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