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Abstract Objective: Killer cell immunoglobulin-like receptors (KIRs) are the primary receptors of NK cells
that mediate innate immunity. KIRs are also involved in acquired immunity, because some KIRs are expressed on
the surface of certain subsets of T cells. In this study,the frequency of KIR genes, HLLA-C allotypes,and combina-
tions of KIR genes with their HLA-C ligands were analyzed in HCV infection blood donors. Method: HI.A-C and
KIR genes in two different groups of the Chinese Jiangsu population: 241 eligible blood donors(the control group)
and 164 double ELISA of anti-HCV reaction blood donors(anti-HCV positive group) were evaluated by PCR-SSP.
Result: The distribution of HLA-Cw genotyping in the anti-HCV positive group and the control group was not sta-
tistically significant(P>>0. 05). The frequency of KIR2DS2 in anti-HCV positive group(37. 8% ) was higher than
that in the control group(21.2%)(P<C0.01). In different combinations of KIR genes with their HLA-C ligands,
HLA-C1C1/KIR2DS2 had statistical significance between the two groups(P <C0. 05). Conclusion: This study can
Among the blood donors in Jiangsu Province, KIR2DS2 might be associated with HCV infection and the combina-
tion of HLA-C1C1/KIR2DS2 may be activate the function of NK cells and other immunity cells.
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Pdl s ae . 2 B ET Ik, 35 16 Fh KIRs 2
PRI I 5 DR i 5

BRI KIRs B BCHA S HLA-ALB fil C*, H
t KIR2DL1, KIR2DL2, KIR2DL3, KIR2DS1 #1
KIR2DS2 5§ HLA-C [ [afp S BFL K C1 fl C2 F
AT 3 F1 Sy, KIR2DL1/HLA-C2 b NK 4 jiy
PR AL S5 5 A A0 g 07, Hko2 KIR2DL2/HLA-C1
A KIR2DL3/HLA-C2; KIR2DL3/HLA-C1 ) 4]
HIRE 155, BT LLIZ T NK 40l % HCV JB e i) 2
VAT =R B N W= NG I 39711 I =l S (GAVARE - S 1]
KIR2DS2/HLA-C1 1 KIR2DS1/HLA-C2 W %}
NK 20 M H A7 #00E /E . 253§l KIRs K& i
HLA- T ZE oA 5 4 #mt . NK 40 B2 #9 D) 5E 7T BE 1
i, 3 HOV By 1 45 5y 5 A8 Sy 18 P gy . K
AF 5 9 A V1 75 Hb DR I S A Bk i 2 F HCV
BEGL TR 1 1Y KIRs B0 R  HLA-C % 7 51 1
I3 A B He T BRATEIX 2 AL A REH 2 A6 T L 1R
PFER A KIRs K H i f& HLA-C 5§ HCV &
e R M B AR T C R
1 MHE5FE
1.1 FRACEYE

2012-02-—2014-07 F& r Lo #ik 1 2 dk 100 BF B
B EDTA $LEEIM 5 mL, f0 4% 241 & ¥k i 2
R 2, Horp 55 140 f], 22 101 5 164 {51 $i-
HCV WUt 6 4 28 W B 36 CELTSAD 3 5] s 7 P ik
ML (Pi-HCV 4D, Hod 5 132 . % 32 i,
2 AR AR RS 73 A Ry 18~55 %,

1.2 HLA-Cw K&K B )

K P95 5 51 9 (sequence-specific prim-
ers,SSP) 1) PCR J7 ik R M HT-HCV BH P #ik il & F
A E R HLA-Cw S W B F£ ik, HLA-Cw
MRS ESI )T 5ok B 2% k6], PCR
RRNIARZ 10 pL: A3 20 ng B2 K 3L B 41 DNA,
0.2 mmol/L B dNTP.0.25 U ) Taq DNA R &
fitf .0. 4 pmol/L K5I A1 1 X PCR IR 2% i,
PCR W &% 94°C ,120 s;94°C,25 s,70°C , 45 s,
72°C ,30 s,5 PMEH;94°C,25 s,65°C .45 5,72°C,
30 5,21 MEFF;94°C,25 s,55°C .60 s,72°C ,120 s,
5 MEH ;72°C .5 min, PCR =¥ ] 2. 5% 35 5 b
58 1 FL VKRG A, 8 I AR A3 AT AN A T 45 2R 4 A
1.3 KIRs J& K 548 )

K PCR-SSP J7 i # Il HLA-Cw 1) % &
KIR FE P B 2R IRAE B 5190 UL SCHR €77, 43 51 A )
# 52 f& (KIR2DL1, KIR2DL2 il KIR2DL3) F1i#%
M2 R (KIR2DS1 #l KIR2DS2) , KIR2DLA Ky #E
PR TE TR AR B RS FRIE A NS 2
Wit PCRIARMIER P4 .

1.4 Sit2ohr
HLA-C % [H # 45l 3% (genotypic frequency,

GF) il 5 15 . FH SPSS 13. 0 St it k4
PEAT 2 MM, P<<0. 05 WEFAHGIT¥E L.
2 HZER
2.1 HLA-Cw S B AE 2 4P i 53 1h

FER I Y 4 3SR B A AE HLA-Cw £ 1A,
WAl HLA-C 4345 80 (2 FEfR 1Y 25 = . 410 HLA-
Cw JEH 4 il 2 A~ K4l HLA-C1 41 fl HLA-C2
M., 78 LA MR A RAE CL R HEE R, HE 0
HA R HLA-C1Cl, #5 KA C2 e [H Kk, ) H 3
AN HLAC2C2; 5 BEA C1 XA C2 #H, N H
FHA K HLA-C1C2, @) i HLA-C 3 [H &
TEH-HCV BH Pk 24 Xt B8 4 o (% 4 A . &k B bi-
HCV B4 ) HLA-C1C2 K& P R K 5 T % 1]
L HZER TG I B S HAh HLA-C 3 A & A
R 2 HABEPH L ZE RO RG22 E L. [,
HLA-Cw 7 HCV &Y J5 RNA FHE A1 BH 1 ik i
H PSR R IR TG S R 1,

K1 HLA-CEMERE 2 AhMSiEIT L

BICY%)

HLA-C it B 21 Hi-HCV k4
230 (n=241) (n=164)
C1C1 140(58. 1 81(49.4)
C1C2 78(32.4) 71(43.3)
C2C2 23(9.5) 12(7.3)

2.2 KIRs FERF7E 2 450 Fi

A FE X5 HLA-C Fe XA KIR2D 2 #E17
Kz, Horr KIR2DLA K& PR 78 BIr A3 B v 3 BH A L L
filt KIR M 25 0L 2% 2. L&A TR KIR 2 7 bi-
HCV MM FXT B b iy a5 R kM. R T
KIR2DS2 434 BA it 2= & L, HoAth KIR2D 1)
KL ERE 2 dAhHERILEITT¥E L
KIR2DS2 fE4t-HCV FHPELL M RIE (37.8Y0) = T
XTRRZH (21, 290) . Z R A BT 22 & L (P <<0.01),
HEHEP-HCV M4 RNA FHME R4, &
EOPH M 4B 2 3k (46.0%) SR B T B M4
(32.7%) JHE R TG 2F = L (P=>>0.05),

%2 KIRs BFEE 2 ARWSHEIE 600

ae w0 T T
1058 2DL1 236(97.9) 160(97. 6)
2DL2 70(29.0) 60(36.9)
2DL3 237(98.3) 152(92. 7)
AP 2DS1 70(29.0) 65(39.6)
2DS2 51(21.2) 62(37.8)
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2.3 HLA-C 5 KIRs SZAREARNTFE 2 4 7 A4 R
e HLA-C 5 KIRs 52 PR Bc 44 X} 78 % B8 25 A1
PI-HCV BHM: 4 P A0 Rk 0 R, K LA HLA-

C1C1/KIR2DS2 1E 2 4HH] (22. 1% vs 42. 0%) R
G323 X (P <<0.05), HAth KIRs 5 HLA-C1
BIHAHE 2 HIME R EGEITFE XL, WWES3,

%3 HLA-C1/KIRs 7£ 2 B B8R ZE 2t tE GXZD)
o HLA-C P KIRs WAkt KIRs
G FE 2DL1 2DL2 2DL3 2DS1 2DS2
Xf RR A C1C1(140) 139(99.3) 38(27. 1) 140(100) 50(35.7) 31(22. 1)
C1C2(78) 76(97.4) 25(32.1) 77(98.7) 15(19. 2) 16(20.5)
C2C2(23) 21(91.3) 7(30.4) 20(87.0) 5(21.7) 4(17.4)
i-HCV BH 4 CIC1(8D) 80(98. 8) 29(35.8) 74(91.4) 40(49. 4) 34(42.0)
C1C2(71) 68(95.8) 19(26.8) 67(94.4) 20(28.2) 24(33.8)
C2C2(12) 12(100) 12(100) 11(91.7) 5(41.7) 4(33.3)

3 it

A SCH ST X % KIRs 34, 76 A [8] i IX A
AR A ARG FRIETY . #55 KIRs 1R A
& HLA-T 9", HLA-Bw4 /& KIR3DL1 f¥ B 1A,
HLA-G /& KIR2DLA4 (B, i HLA-C1 0] 43 %l
Ml KIR2DL2, 2DL3 ., 2DS2 %54, HLA-C2 7] 43 3]
1 KIR2DL1 A1 2DS1 254 5% i NK 40 fg /Y 6 5%
WM. AP KIR2D & H e % HLA-C fE
SRR % . KIR2D A3 4§ #0114 52 /& KIR2DL1.
KIR2DL2,KIR2DL3, £ 42 (45 #4) & K KIR2DL4
¥ T 7 & KIR2DS1 ., KIR2DS?2 ., KIR2DS3 .,
KIR2DS4 il KIR2DS5, 78 A #f 5% o, HE 42 %
KIR2DL4 7E fr A A~ 4K #f 3 35, KIR2DL1 H1
KIR2DL3 &5 4l % 5 (> 90%), M KIR2DL2 Hl
KIR2DS1 ~5 £ A [A] 4~k i i) 3R 35 A A [\ 2 B2 1Y
Bk,

Khakoo 2 W5y £ W], HLA-C1 4l &+, Bp 3%
K CICT WA Y HCV Y& 5 HCV R A
X, CICL X HCV & ge 15 32 ml fig B A R 30 800
X Sy Tk S S AN EE T A0 b R L A AR
BISER . AWM T A HLA-C 76 AR 4
R i AR A B R R B HLA-C 76 & 4 ik 1
HMPL-HCV FHPEER 3 h B 22 51k, HCV &
PeBE A 18% ~34 % A FER BN B FRE Bk (spon-
taneous clearance) 'V kI A B H3H-HCV ELISA
U TG I 1 A R A P 1 e B e TRk
TRXHAANBENRAPHERNEREAEENE L.
HLA-C 7EAM 5T B B4R, JE 8 HLACICL 1Y
F 35 B B T HLA-C1C2 Fl HLA-C2C2, {H #F
HCV e A B A4 M R AR 2 0] 25 5% TC 4032

ABFFE T KIRs 76 HCV B YL ik i AR FI 4 4
mRam N R R B E O, By T OHCV B H 1
KIR2DS2 R B &S, 2R A Rit¥E
SC, A KIR2D 75 2 A ABET B 22 R B G #E

X, ENEERYE Sung % 5EEE HCV @ye ARt
PRI 5% 45 S AH B, #E 5 B NHE 2P HOV Jlge 2
KIR2DS2 12 2k i 5 I I8 T X BONHE . 72T M
DX Bk i Y, HCV [ R B A BE
KIR2DL2 f1 2DS2 B4 % i & = T HCV 18 P &
Yu b B o~ opg O N #E RO, KIR2DL2 78
HCV 18 PR E Y & b 1 450 & X0 B4, R 5L
RUR 00 22 5 B e i 4 3 X, IA o KIR2DL2 7] #
J= HCV 18 PRI YL (1) 5 JIBIE R . 7Dk > ABEh
Tt & KIRs il HLA-C1, if & 9 3% i B¢ & 32 1K,
85 HCV 18 M e Jo ¢, (0 H B v 3l k3R, 55 %
YL KIR2DS2 Wk Wi ) 2 5 T PRI e &
(>2.5 f5) . A 78 X B4 v, B v R & 1k 3k
KIR2DS2 MMl % A7 2 5 % . 6t = KIR2DS5 Y
LT KIR2DS3 (1 3 35 5 I 7 7K 7 F A 18 4
X, AWFFERIE X HCV YLk ML & RNA B
FHPEZH ) KIR2D () Rk G #1477 L IR
TN 25 SR AR XA S5 R A T — 20 B U RN
P A T B 7 HCV gk e ik I 25 J2 75 18 1 8 g i B
PRV R 2E A7 T A A

T KIR 2 HLA 524, B it KIR 5
HLA M EAER AR RN A R T HE
YER L KIR 2 HT HLA B AR 25 & 558 59 752 5 Sz e
TR e B R 1 S BERE TR S . AR ST AT
T KIRs fil HLA-C 3 H Bt & £ ik, & B HLA-
C1C1-KIR2DS2 7 Xf H 21 fiPi-HCV BH P4 v 22
SAES = Y., Kulkarni 29 2238 7 HLA &
HARR KIR ZAR M AHEAE S HCV B 1,
% ¥ HLA-C1 5 KIR2DL1 % 4, HLA-C2 5
KIR2DL2/2DL3 %% 4, KIR3DLI/3DS! 5 HLA-
Bwid 54, ¥15 HCV Mgt ¢., HFRis AR
5T 4R i HLA-KIR BeA/EA S HCV YLy ¢
. Saito F"Y WS A BAE H A AT, 448 HCV
AHOCHY JH i £85I 4y O 2 4 i, KIR2DL2-
HLA-C1 fil KIR2DS2-HLA-C1 #4451 % 7 4E 52 4
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(<265 B AR K4 (=65 %), Il it %
#1109 43 7 1% ) KIR2DL2-HLA-C1 £ 4F 5% 41 v
55 0 SRR A ST AR OC, AT O SR E LR HCV M
KN LW hrEY . De Re 7 A& T KIR/
HLA 51T % (125) \HCV (118) # 3 1T F1

UL 20 238 A M s (153) 3 81 =2 ) ) IXUIS: 56 &% &

W KIRZDS3 2 5 HCV 18 P 8 e A7 ¢ 1 1 2 5

JKIR2DS2/KIR2DL2 5 HCV A 56 i itk 1 41 41

BRI A, 45 KIR3SDL1/HLA-Bwé ff) HCV

SR A A T Je g i T 93 9 XU DR 98 R 1T LA

i /> KIR3DL1/HLA-Bw6 Fy/~ A 8 5 9 3

(730 N
KIRs HLA JH I A Ho Xt 5 HCV R G i Al

KAE K HAE HCV R i B2 rh i /E I 7EAS W) 3 X

AR N BE PRS2SR R, Hydes S A K

HCV B YL 5 45 RS B B SE D 235 80 %

FEYIRE Y 22 5 A OC 38 U TG 1 HCV 1y 5 1]

B, AR B AR R R E T HOV IR R

JE T H RV B A S8 MR Y . AT 50 I R

MR VHCV Gk A 1 KIRs BN AT HLA-

C AT TR ARSE A Bk BE TR W 5 S TR 5

PO AR Sy HCV 7 L2 W R 97 LA R

ok HCV ¥ i A AIF & 32 A 2 SR SRRl AF 50 $ s

DL B s 45 S /R, HLA-C S W a s

HCV il S BA AR OCHE L 10 KIR2DS2 JE PR AT fE =

HCOV & 6 H7E HCV RNA BIME R e

FBATE ABRVGEBRE h iR B ZE REHLEL T —

A MBI IN . HLA-Cw 5 KIR BCXHE A 4 B 2

A HLA-C1C1-KIR2DS2 5 HCV &Y B f #H %

P, ARG HCV Bkl b i 3R 5k 76 A% ik il

.2 A S E L. 2 HLA-CICI-

KIR2DS2 f I £ Bie X 7F T 3#0s 17 NK 20 /i 19 2

AE . A% T B HCV AR HT 5 2 15 M 75 15 BR ARG

TR HCV 1Y J P AU GE 55 22— 2D Y SC B IR S

5% 3Lk
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