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b U ABE KIR2DL 1 55 45 s L 4]
AT K R HLA-C B AR 4 5

Iw ME sand SR FH KRR ERi Fak

(WE] B W5 hEDUE AT KIR2DL i3 40398 %5 007 35 PR SR 5 HLA-C B (14 534
Mo FiE SRATIEDIN 3 R 5 R S 5 | 0 3R A i S (PCR-SSP) J5 2, 4 AR B 8 0 i 111
1] #5116 44 To A, 3t 207 3 REAS EA T KIR2DL 5 3 F1 553 B A 43 0 1 KIR LA 43070, 45 105
] B B2 37 S L IR 5 0 T AN MU B A (allo-HSCT) o 458 227 By REAS Ay 224 173 (98.68% ) FEAS FE7E
KIR2DL1 JE [, 75 448 25 KL rh Ak % 31 3 F KIR2DL1*00302 . ¥00201 00401 2537 JL Pl 22 A, 3
e BT 5 1 84.82% (380/448) . 12.05% (54/448) i1 3.13% (14/448) , 45 {37 e K 451 25 43 1] Ky
61.04%.6.22% . 1.58%, I SRR & N FhHE PRI A 03 A7 26 5 A Ge it 2% 08 Lo 7E 6 Fi KIR2DL1 25 73 HE 55407
FEH 2 A KIR2DL1*00302 00302 (74.55%) 4li A 414 A el ULAGFE R A, H KIR2DL1%00302 ,00401
A WFRAE A/AFIB/X PRI 2 A G248 X (P=0.001) , & KIR2DL1*00401 F) 55 {3 3 K 41 A 78
A/AP TGRSR A, KIR2DL1*00302 A1 KIR2DL1*00201 43511449 5 KIR2DS1 . KIR2DL3 . KIR2DS4
MKIR3DL1/S1 A& & (P<0.001), 7F allo-HSCT 1Y KIR/HLA % it {45 =t KIR2DL1*00302 5
HLA-C2 44 S AFAEAR G , H 5 HLA-C*06:02 S f 3 WL AR Z e R 41 4, 175 HLA-C*01:02 32 i
PR e UL 7= A SR R W T PR AL, B TR Z RS R 1 i 2 R A G (P <
0.05). #it KIR2DL1* 00302 2 1 VL% A e WA S50 25 ] KIR2DL L i 43 FE AL R 43 U ] 73
TR AT e A2 NKAI A S 0505 107 95 P A R 3 v i

(k8] ARRMHTYAM,; 2 KIR; 52{K KIR2DL1; HLAHUF ; FEFEED

The characteristics of frequency distribution of KIR2DL1 alleles polymorphism and recognition
HLA-C ligand in the Chinese Han population WANG Miao, HE Jun, BAO Xiao-jing, QIU Qiao-cheng,
LI Yang, XU Chao, YUAN Xiao-ni, LI Ling-jie. The First Affiliated Hospial of Soochow University, Jiangsu
Instiute of Hematology, Suzhou 215006, China
Corresponding author: HE Jun, Email:junhel964@163.com

[Abstract] Objective To find out the distributed characteristics of KIR2DL1 alleles frequencies
and the recognition HLA-C ligand in the Chinese Han population. Methods The 111 patients and 116
donors from CMDP were performed the KIR2DL1 high- resoluction typing and KIR genotyping using
sequence-based testing (SBT) and PCR-SSP methods. Results A total of 224 individuals with KIR2DL1
locus was predominantly observed and accounted for 98.68% (224/227). There were 3 different KIR2DL1
alleles, including KIR2DL1*00302, *00201 and *00401 alleles polymorphism. The most common
phenotype observed were KIR2DL1*00302 (84.82%, 380/448), KIR2DL1*00201 (12.05%,54/448) and
KIR2DL1*00401 (3.13%,14/448), present at allele genetype frequencies of 61.04% ,6.22% and 1.58%
respectively. The allele homozygotic types of KIR2DL1*00302 and KIR2DL1*00302 were the most
frequent in 6 KIR2DL1 allele by high resolution typing. The allele heterozygous types of KIR2DL1*00302
and KIR2DL1*00401 presented statistically different in haplotypes A/A and B/x(P=0.001), and KIR2DL1*
00401 lacked of all A/A haplotype. The KIR2DL1*00302 and KIR2DL1*00201 allele had significant
positive associations between different KIR pairs of KIR2DS1, KIR2DL3, KIR2DS4 and KIR3DL1/S1
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using linkage diseduilibrium analysis (P <0.01), respectively. In the receptor-ligand of KIR/HLA model
after allo-HSCT, KIR2DL1*00302 alleles correlated with their HLA-C2 group ligands. KIR2DL1*00302
and HLA- C*06:02 was the most common combination ligand model, but KIR2DL1*00302 and
HLA-C*01:02 was the most frequent mismatch ligand model with the development of NK cell- induced
alloreactivity, meanwhile there was statistically significant difference of frequency distribution (P <0.05).

Conclusion

The KIR2DL1*00302 was the most frequent allele in Chinese Han population. The

KIR2DL1 high resolution typing would be beneficial for predicting donor NK cells alloactivity after

hematopoietic stem cell transplantation and selecting suitable donors.
[Key words] Natural killer T-cell; Receptors; KIR2DLI;

H SR 2545 (NKO) 4 i 2 S 2 PR s o T 200 e A% A
(allo-HSCT) Ji5 fie st o i — B S e i e, R4
21 0 8 BR A A RE A2 A (KIR ) 2 4 15 NK 20 ifd % 4%
SR RN TG R A2 AR . KIR JER L4 15 Fh2)y
AEJE DR A 2 A L A, 40 A0S Y KR (aKIR ) FHATP
il 7 KIR (GKIR) "' 55 87 F 58 A, iKIR 1 i
KIR2DL1 #11 KIR3DL1 J& allo-HSCT J& f}t 3 > I 1)
INK A 8457 1 0035 200 R TS 24 47 S 050 5 g 3% P v )
—PEE 2 KIR ££[H* KIR2DL1 i1 5 HLA-C2 2
A7 25 TC AR B AH ELAE VR YT NK AR AR TS, HHAL S
A PIEI S5 Bk . H AT 1 KIR2DL1 454
BHAG 25 Ffr, I 2 SE 86 (A 7 A, HL 5503 3 TRUR 43
A AERRSE T A DGR BIFST , i v B DU A
WA X AR RIE . PIL, 34 13 o s K
LD (SBT) 75 ¥ BF 98 KIR2DL1 543 B 25407 ik
BRITE DU b 1y oA i3, LU KIR2DL 15
A L R 5 B HLA-C AV S TR A4

MR E

— BFRX L

YR 2009 4F 12 H 2 2012 4F 9 H 78 [l i T
2 4 R A R G (R PR rh A2 - R 72, CMDP) %5
1014 227 44 T EDUG T OB BB R AR L R 3 111
B, Jo KA 116 44 ) #E17 KIR 43 %1 J2 KIR2DLI1
Oy HEAE A FE R A T

- KIR FE R 4 A

K 3% [E Promega 72~ v 1Y 328 55 & il & DNA,
KT R S5 | 3R A Tl v (PCR-SSP) 7
AT KIR 5 K 43 8 (3R57) 24 32 [ Invitrogen 2\ ) ™
i) o K JH SBT.SSOP F1 SSP J5 #5347 HLA-A B
C.DRBI1.DQBI =73 #ik A 7 8

= KIR FE [ B 43 #Y

KIR 3 K R4 A/A RIFIB/x B (45 A/B \B/B
PAAETL) FRRAP RS, AN AR AR ME— R S T BE R
KIR2DS4 5 KIR3DL3.2DL3.2DL1.2DL4 . 3DL1 .,

HLA antigens

3DL2.2DP1 H13DP1, ¥4 i A/A F& R KA EAE
2 /014 B F#E 4 % K (KIR2DLS . 2DS1 ., 2DS2 .
2DS3.2DS5 F13DS1) Hif 2 oA B/x BRI A 244K
/> KIR2DL1.2DL3 .2DS4 .3DL1 1 i {T-fa] — 435k
PRI E A B/B A Y

DU KIR-HLA 37 Br A g A5

204 {2 Sfe A R4 ) R KIR & K 78 32 3 1A P
2% T HLA BCAARRT , 06 A5 5 AN P9k BEL T , 7 3 1l
T2 A RS A 5 35ONK 20 AR A S U I T 4 17
5 25 03 11 10 9 A A FH B A5 = R i K A2 T (AR AR
O MRIEES 77 180 13 Z LR (1) A [F]KF HLA-C Ht
J543 4 HLA-C1 20 #1 HLA-C2 2 , KIR2DL1 32 %1 4y
Fic & A HLA-C2 4> 1346 Cw2 .4 .5.6.12.15.16
&5, 1 HLA-C1 453 Ft46 Cw1.3.7.8.13 1445/,

i KIR2DL 1 25437 3 R 4= Kl

1. PCRY IG5 FN I 554F - F KIR 2DL1
Ko B AL B P i Ba A9 14, A1 B I F B
g 2DL1 A (1) 24K 7 51, 41K 19 KIR2DL1 F#l
KIR2DS1 H H P FHPERE, ey~ A2 F Bt FBLAlIE
X 5] #) 5'- TGTAAAACGACGGCCAGTGGCAG-
CACCATGTCGCTCT-3', & X 519 5'-CAAGCAGT-
GGGTCACTTGAC-3'; i Bt B 1E L 5] ¥ 5'- ACT-
CACTCCCCCTATCAGG-3', Jx X 5| ¥ 5'- TGTT-
GACTCCCTAGAAGACG-3"; F BE A2 1IE L5149 5'-
ATAACATCCTGTGCGCTGCT- 3", Jx X 5| ¥ 5'-
GGGTCACTGGGAGCTGACAC-3', # 1 A1 Fr Bt
2195 °C 5 min; 95 °C 20's,64.2 C 30 s, 68 °C 7
min 10 MEFR ;95 °C 20 s,61.2 °C 30 s, 68 °C 7 min
35 MIEHE ;68 °C 10 min, 4748 B A Bt 4%A4:95 C 5
min; 95 °C 20's,62.3 °C 30 s,68 °C 10 min 10 MEH;
95 °C 20 s, 59.3 °C 30 s, 68 C 10 min 35 P15 ;
68 °C 10 min, "3 A2 7 B4 95 °C 5 min; 95 C
20'5,66.2 °C 30 s,68 °C 7 min 10 MEFF;95°C 20 s,
64.2 °C 30 s, 68 °C 7 min 30 PME¥ ;68 °C 10 mins
PCR ¥ 41 (9700, Perkin Elmer GeneAmp) .,
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2. FEPR g SR 43 A . KIR2DL 229 Nk i
T, H g 3 4B F RSN T BRES 1AM T
5 [ 40, AT 734 R S T . 4541
FIMF 50 1, WF & BREE 1AM Foh
96 °C 20 s, 60 °C 1 min 30 MEH , HAHI 8 96.2 C
205,50 °C 30 s,60.2 °C 2 min 32 MEH, {ii ] ABI
3730 DNA JF S AT AGHEA T , i ] Assign3.6+%K
31 #3 4% IPD-KIR Release 2.4.0 (15-April-2011) %k
P2 A B e 25

R RN SRR E FRESZ (R 2DL1 45 S0 81 O |
Yy

GBS EE T S1YFE(5—3")
iIR3 R LEE AR 1 GGCCCATCACTCCATCTCT
ilF 1E X4 Sl T2 CAAGTCTCAGCCCAGTG
2R )2 X4 A2 GGAGGCAAGGTCAGAAATGT
i2F 1F 4 S 4 GAYGCCTTCTRAACTCACAAC
i4R 2 L% AN 4 AAGTCCTRGATCATTCACTC
i4F 1F X4 PR TA RN AAGATCCTCCCTGAGGAAAC
ESFNIE X4 AMET5 AGGCCCATGAACGTAGGCTC
i5R ) X4k HhETS AGGCTCTAGGATCATAGGACA
iSF 1E S B% HhET6 GCCTTTCTTTATGCCAATGT
i6RN e X5 A6 TGTCAGAGCTGTGAGATGCT
i6FNIE X5 AhET7 ATCTGGGTGCTTGTCCTAA
i7R I X4t AT AGGGACCATCCTGTTTGTGA
i7F 1E SUB% HREF8.9 AAATGAGGACCCAGAAGTGC
E9AR Jx X4 A +8.9 TGTTGACTCCCTAGAGACG
NGt b e

AN PR A BB R F=1-(1-) 2 AT F A8
NIRRT fPR R AR =P PR L R B
B HEBURGET I A A BRI A % 5 92 b
AN 225, UG R GORHR TR P, KA
HALEXL,P<0.001 HEFHAGIFE L. M
S 43 BT 2R FH A B 3 8k 1 S BR % 4 T, P < 0.01
RESFAASEE L, P E#R A SPSS19.0 48
T T AL B

% R

1. KIR2DL1 = 3 HF A5 A0 3 PR 1) 4 U451 % J3 AT
R S vr B R AN AR . 227 M 3 44 (1.32% )
# 3K KIR2DL1 % K, & K W 5 8 /& 75 & 1K
KIR2DL1 3 [F 1 224 24 44 (448 S5 L H) &
P 3 A &5 47 3L PR, B KIR2DL1*00302 . KIR2DL1*
00201 F1 KIR2DL1*00401 ; < %1 3 Afi 4l 43 51 Ky
84.82% (380/448) . 12.05% (54/448) F1 3.13%

(14/448) , 1 A0 N7 45 A F% DX A9 43 A 451 2% 43 03l R
61.04% . 6.22% 1 1.58% . KIR2DL1*00302 4 fif 5
N LRSS ISR Ve SR o 2 YN UL Y3
LAY KIR2DL1*001,007.008 , ENEF 22 A Fh b 2 B
KIR2DL1*005 54y 3 A, ZEFR AT T 58 BB 44
KK ARBFTEEE R B EEARES HAN
Tofr iy 45 o7 5 PR SR AU A AR AHALL , 22 S T Se 12 i
(P>0.01), 5dbZ /R 22 \FIENEE 22 N AN, 25 5+
WA G273 L (P<0.01) ., ASE A FI KIR2DLI &
A3 A 3 R R RCR S A WL 1

80 f B AR EDOEA (22741)
§ m AAN (1326])
= 60 r 0O dbZR2ZAN (14061 )
Ej O Essae N (52))
-Ié 40 +
&

001 002 003 004 005 007 008 @k
SGENLHER
Bl RN S A BREE 1 RESZ PR 2DL 1 450 ik PR 7E AN [R) A Al iy
oA FLER

2. KIR2DLI 5 43 #4567 ik PR 2 & 1) R TR AR
JAE KIR BLAR 53 B () 534 224 44 3% 35 KIR2DL1
FERBMET R T 6 Fi KIR2DL {5 453 45 {3
R4 & - A5 7 FE N 4l 41 A KIR2DL1*00302 ,00302
Rk 167 41 (74.55% ) , KIR2DL1*#00201,00201 % g
8 14 (3.57% ) , KIR2DL1*00401, 00401 %! &y 1 £
(0.45% ) 5 %5 v 3 A 2% & 41 £ KIR2DL1*00302,
00201 % 5 36 141 (16.07% ) , KIR2DL1*00302 00401
5 10 151] (4.46% ) , KIR2DL1*#00201 ., 00401 %4 Jy 2
151(0.89%) .,

227 SR 117 44 (51.54% ) KIR J R 4375 Ky
A/A;110 44 (48.46% )KIR F&[H 4374 4 B/x, Hid1 9 44
(3.96% ))KIR H:[K 53 %1/ B/B., 87 44 (38.33% ) MA
[ 2 47 KIR2DL1 FI KIR2DS1, KIR2DL1 5 43 3¢
S A3 KL R4 B TE AJA F B/x L BRI o i 4 A A 22
5,5 KIR2DL1*#00401 25457 5L R 25 18 A/A Bk
Ay I O R 747, H KIR2DL1#00302 ,00401
AN BE PR 4 AR AE AVA I B/x B4R A3 B Hh i 43
MESAHIFEX(P<0.01)(£2),

3. KIR2DLI1 & 43 BF 4547 56 [H 5 KIR HoA T B
JE R A% B 224 44 A (448 NS EE T ) 1Y
KIR2DL1 43 ¢ 45 o 5 A 5 HAth KIR S R £ 47 %
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%2 KIR2DLI &40 Pk K ITE A/A 1 B/x B2 P (1 2045 Lo [ 14 (%) ]

FEH R BRAEL KTR*00302/00302 KIR*00201/00302  KIR*00201/00201 KIR*00302/00401 KIR*00201/00401 KIR*00401/00401 2 7I

2(1.71) 0 0 0 0
6(5.45) 10(9.09)* 2(1.82) 1(0.91) 3(2.73)

A/A 117
B/x 110

1 KIR: ARG ie sk A (A RESZ M40 53 78 KIR2DL1%00302 ,00401 78 A/A SRR b (4345 [, * P<0.01

93(79.49)
74(67.27)

22(18.80)
14(12.73)

R3  KIR2DLI &7 FEE5 v B D 5 At KIR J R A0 8T (224 101N , 448 4SS5 KL [H])

KIR 2DL2  2DL3 2DL5A  2DL5SB  2DSI 2DS2 2DS3  2DS4(F) 2DS4(D) 2DS5 3DL1 3DSI
2DL1°00302  AfE -0.002  0.118 -0.848  -0.008 0.021  -0.002 0.007 0.106 0.039 0.011  0.109 0.022
PlE <0.001 <0.001 <0.001  <0.050  <0.001 <0.001 <0.001 <0.001 <0.001  <0.001 <0.001 <0.001
2DL1°00201  AfH -0.007  0.087 0.045  -0.002 0.042  -0.007 0.004 0.056 0.044 0.041  0.077 0.044
PfH >0.050 <0.001 <0.001  >0.050 <0.001 >0.050 >0.050 <0.001 <0.001  <0.001 <0.001 <0.001

2DL1°00401  AfH 0.047  0.023 0.020 0.046 0.005 0.056 0.051 0.023
PIH <0.001 <0.050 >0.050 <0.001 >0.050 <0.001 <0.001 <0.050

T KIR: AV AN S e BRI RS2 1S5 AMBACRES IR S SCBRAI AR 1 226, R ROy g A 22 S 2 A SR 22583, P < 0.001

-0.003 0.019 0.024 0.028
>0.050  <0.050 <0.050 <0.050

TR ESAGIFEX

B 43 #r 45 B 8 . KIR2DL1#00302 &5 KIR2DSI |
KIR2DS3, KIR2DS4, KIR2DS5, KIR2DL3,
KIR3DL1/S1 ## 4 ; KIR2DL1*00201 5 KIR2DS1 .
KIR2DS4 . KIR2DL3, KIR3DL1/S1., KIR2DL5A %
B ; KIR2DL1*00401 5 KIR2DS2. KIR2DS3.
KIR2DL2 i#4, H 2 R A A G E L (PHY <
0.001)(5£3).

4. KIR2DLI 543 HF 45 H 5 HLA-C i 55
PR 56 P 43 BT < 224 24 A4 1A (448 SR JE TR ) 19
KIR2DL1 = 23 #4555 HLA-C i a5 AH M4 i
7~ : KIR2DL1*00302 5 HLA-C2 Fil HLA-C*06:02
A &M (P<0.01), 1 5 HLA-C1 JC#H 56 1 (P>
0.01) ; KIR2DL1*00201, KIR2DL1*00401 5
HLA-C1 fIHLA-C2 ¥ e (P> 0.01)

5. 182 B AAAR 2 o KIR2DL1 FlTHLA-C 37 5 5
O3 WAV FE R (4 430 AT < A6 227 24 rh A 105
1) 5 B2 % allo- HSCT, B % 3 44 (2.86% ) fit &
KIR2DL1 Jy it 2 7 | it 3 KIR2DL1 i 31| B %
HLA-C1/C1 B &4 28k 57 % (54.29% ) , KIR2DL1
P HLA- C1/C2 Bt 4 £5 =X hy 38 X (36.19% )
KIR2DL1 i %] HLA- C2/C2 fic 1k £ X Ny 7 XF
(6.67% ) o X H v 75 44 {1t 3% Sy KIR2DL1*00302 .
00302 44 15 H F HLA-C i 543 H7 , KIR2DL 1 *
00302 5 HLA-C*01:02 41 &2 7= A= 57 U5 5 o7 1 P A
WL Z B A , HAZ B 58 s R4l (Cl+
C1) 5AE7E 1 Az B AR i S A5 X A 58 2 U e AR A
K (Cl+C2 fIC2+C2) M L 22 5+ A G225 3

KIR2DL1*00302 5 HLA-C*06:02 42 7 W B 15 1]
ZEARA A, ot e iR si =4 (C2+C2) 532
e A% 58 4 g 2R A58 3R AE FE 11> 52 L AR dife 2 A5 5K
(C1+C1 Al C1+C2) MH L B AT Gt 223 X, P{H 43 5]
}0.048 F10.006(# 4)

6. KIR K&K 43 7 (1) 01 % A7 K S5 PRI [ ) 2 43
K&« 78 KIR %& A Z [A], 41 KIR2DL2- KIR2DS2,
KIR2DL5A- KIR2DS1. KIR2DL5A- KIR2DS3,
KIR2DL5A- KIR2DS5, KIR2DL5SA- KIR3DSI .

KIR2DS1- KIR2DS3. KIR2DS1- KIR2DSS5,
KIR2DS1-  KIR3DS1, KIR2DS3- KIR3DSI,
KIR2DS5- KIR3DS1 H A # 9 /Y & 81 ¢ & , M
KIR2DL1- KIR2DL3, KIR2DLI- KIR2DL3A .
KIR2DL1- KIR2DS4, KIR2DL1- KIR3DLI,

KIR2DS4-KIR3DL1 W AF7E %8, H 22 % ¥4 401t
245 X (PIEY) <0.001),

i

UTAER [ P KIR 3 K 58 K £ R PR T
I HE L P K7 e % B KIR2DL 5 43
S L DRI 3R A3 A 1 R LR o FRATTE A ST
SBT 1Y J7 ¥ %) i [ DU A KIR2DL1 2 i 47
PRI LR K L, RS ES SR BN B 3
(1.32%) FEAS AN FEAE KIR2DL1 JE A, 3 5 HABAF 5T
fRIEAHL T, KIR2DL 5 43 3% 55 00 S R 7E v 1L
N RE R A o A LB e S 4R P A A,
KIR2DL1*00302 4 L 4 $5 & %) 45 o & [, 3k
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R4 PRI KIR2DL1*00302 F1 524 HLA-C = 70 45 (0 2 U K 7304 L1150 (% ) ]

ZEARSE ARt
HLA-C1+C1
(39 A, 78 AN E 1 JE A )

KIR2DL1/HLA-C

(32 1M, 64 A4S EL /)

A 1A FZ BB AE A
KIR2DL1/HLA-C1+C2

T BRI
KIR2DL1/HLA-C2+C2
(4114~ 8 AL AE )

00302/01:02(C1) 17(11.33)

00302/07:02(C1) 11(7.33)
00302/03:02(C1) 10(6.67)
00302/08:01(C1) 10(6.67)
00302/03:04(C1) 9(6.00)
00302/14:02(C1) 6(4.00)
00302/03:03(C1) 6(4.00)
00302/14:03(C1) 6(4.00)
00302/08:02(C1) 1(0.67)
00302/12:02(C1) 1(0.67)
00302/12:03(C1) 100.67)
00302/08:03(C1) 0
00302/06:02(C2) 0°
00302/04:01(C2) 0
00302/04:03(C2) 0
00302/15:02(C2) 0
00302/15:05(C2) 0

<

7(4.67)"
5(3.33)
5(3.33)
3(2.00)
4(2.67)
4(2.67)
o
o
0
3(2.00)
0
1(0.67)
23(15.33)° 5(3.33)
5(3.33) 1(0.67)
1(0.67) 0
3(2.00) 1(0.67)
0 100.67)

T KIR A Sk EE R AR 5 C1+CTATEL,* P<0.055 55 C2+C2 ILE, *P<0.05

84.82% , H: Yk S KIR2DL1*00201, 1% 5 H 2 B4R i
ARARL, 5 B ER 22 AL 22 IR 22 AP B L PR A4
SR

KIR 2 K 5 HLA FE K ARl e o fa, AH
7545, {H KIR 76 NK 40 19 %3k A {2 KIR
LR A, A —E FR R A2 HLA A
e KA AR v, KIR A HLA L[] gk Ak, 4 5 3%
BB BT (5 OROHS 5 1 Z BAR R 58 . SCHikR
H: HAIKIR 5 [ & HLA- [ B4 45 G B2 %
B JEA REE A A A GERE R TR . ATk
FILKIR2DL1*00302 5 HLA-C2 #1561 5 HLA-C1 JG
X, X Al fE TS KIR2DL1*00302 76k 4k 5o 5 ] g
AL HLA-C2 207y TRy “ 208 ™, N 7E
B HLA-C2 A BCAR A IE BLF Re e 2 90 Hh B a8 1) 4%
P52 B R AR A VE S o D3 ARIRATTXT 75 XAt
# M KIR2DL1*00302.,00302 4li45 5% # HLA-C fif
S T4 T 2 B, KIR2DL1*#00302 5 HLA-C*01:02
SRR UL R 2 RO AR St b 7 A R S
EPERIZHA . I, 76 allo-HSCT ff de it 2 i A
47T KIR2DL 1 43 HE 5L A 43 AU 0] il 41 A7 25 1 ic
AR, S AT B B AL AR S R NK 4 e
SRR PN A 1 L9 200 B %) S R s I MR

1E allo-HSCT J5 KIR2DL1 J& —Fft 55 22 (1 i 15
NK 4 A Y552 0 376 P A ) Y KR o A SCHRIA
KIR2DS1 1 HLA-C2 £H ) % /A&7 HSCT i 72 H i
15 NK 20 57 05 s o 3 P T Ak FE s R

AHFFE L5 R R A 38.33% MMATEMR 23 3 K 7K F
[i] B} 47 7E KIR2DL1 F1 KIR2DS1 %2 A | 1fif H 3 4 &
P12 ] 13280, (H 7 KIR2DL i85 43 46 o7 ik [
7K 3 KIR2DL1#00302 F1 KIR2DL1*00201 14 5
KIR2DS1 f7 i% 4 ¢ & , $2& 75 & {7 KIR2DL1 #
KIR2DS 1 ¥4 A HLA-C2 432 14 7] i [ i & 4550815
NK 4 5 5 s B i PR o o5 A B ZE AR N
PGSz Es Hh 34k B[] ) KIR2DL %843 3 R A7 AE
X6 NKC 2 41 1 3 P e L B 25 S5, B9 100 ) 400 i
B ORE I ly- TR W, X E RS
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