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[Abstract] Objective To investigate the immune reconstruct regularity profile of KIR2DL1 and
KIR3DL1 in unrelated-donor allogeneic hematopoietic stem cell transplantation (allo-HSCT) with KIR-
AA genotype. Method 75 donor-recipient pairs were performed by KIR genotying using PCR-SSP, and
all donors were identified with KIR-AA genotype. Dynamic detections (including unrelated-donor on the
day of transplantation and the recipient each month post allo-HSCT) of the expression of KIR2DL1/3DL1
on NK cell and mRNA level were performed in 291 cases using flow cytometry (FCM) and real-time
fluorescent quantitation PCR (RT-gPCR). Result (D The median expression of KIR2DL1 in unrelated-
donor on transplant’s day was 21.60%, the median expression of KIR2DL1 in recipient 1M, 2M, 3M and 3-
6M after transplantation were 7.40%, 12.00%, 16.92%, 17.64% respectively. The median expression of
KIR2DL1 in unrelated- donor on transplant’ s day was 265.14 copies/10 000abl copies, the median
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expression of KIR2DL1 in recipient 1M, 2M, 3M, 3-6M, 6—-9M, 9-12M after transplantation were 332.17,
438.31, 723.25, 414.17, 180.76 and 234.67 copies/10 000abl copies respectively. The median expression of
KIR2DL1 on NK cells and mRNA level gradually increased at all time points after transplantation, and
reached the highest expression at 3 months after transplantation. But mRNA expression levels increased
earlier than NK cell membrane proteins. @ The median expression of KIR3DL1 in unrelated-donors on
transplant’ s day was 18.56%, the median expression of KIR3DL1 in recipient 1M, 2M, 3M, 3-6M after
transplantation were 23.83%, 22.57%, 23.02%, 21.60% respectively. The median expression of KIR3DL1
in unrelated- donor on transplant’ s day was 572.29 copies/10 000abl copies, the median expression of
KIR3DL1 in recipient 1M, 2M, 3M, 3-6M, 6-9M, 9-12M after transplantation were 1 233.74, 1 140.42,
876.73, 1 057.07, 739.02 and 514.43 copies/10 000abl copies respectively. The median expression of
KIR3DL1 on NK cells and mRNA level were higher than donors at 1 month after transplantation, and
stable expression at all time points after transplantation, so mRNA and NK cell membrane proteins
expression increased at the same time. Conclusion The immune reconstruct regularity of KIR2DL1 and
KIR3DL1 gene were different, which provided an experimental basis for selecting the best time to detect

the expressions of KIR2DL1 and 3DL1 after transplantation.
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cell immunoglobulin-like receptor, KIR) J& = & ik
T NK 4t A2 18 7 — 25 BSOR 2 11, 43 4 il 1
KIR (iKIR) Az i 7% 7 KIR (aKIR) , iKIR 3 X 1, 4§
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S e i PCRAGHEAT R . KIR K] mRNA Rk
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TR oM & At 35 #5540 24 K A 3% 38 7K - [ 18.56%
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R=1 PCRGIY L F

FEH IE X575 (5—3") RSP H1(5—3) Tagman MGB #4[ 551 (5'—3")

ABL GATACGAAGGGAGGGTGTACCA CTCGGCCAGGGTGTTGAA TGCTTCTGATGGCAAGCTCTACGTCTCCT
KIR2DL1 GCAGCACCATGTCGCTCT GTCACTGGGAGCTGACAC ATGCTGACGAACAAGAG

KIR3DL1 AGAACAGCCAACAGCGAGG ATCTGGGCTTAGCATTTGGAAG CCTACAGATACCATCTTGTACA
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H It 234.67(57.56~278.81)/10° ABL #4 U1 %, 32 1
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ABL#E Dl %, 6~9 1~ H B} 2k 739.02 ( 423.66~
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P B i A 22 18 7K S, i NIK 20 Jif 5% 17T 9 KIR3DLL %
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bearing tyrosine phosphatare, SHP-1) , ii% 1k i SHP-1
AL ITAM {5 5 4% 538 % v i 22008 T4 B ZAP-70
Je Syk IR AL, [A] B ] fiff— 2L 45 B 1 LAT .
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ZREEHE, BURE BRI MR . BUA M iRiE
KIR2DL1 7E A i 510 i e 3A 38 fin 2 MR A Py bt
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) 2% 5Pk I KIR3DLL & K 78 % 4 /5 H: mRNA Al
JIES 2R, /K- 1) 28 B s RLARE I A 22 5. Dunphy
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1] IKIR 7 (A G JE A I 4510 — 8, BmAR H T
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-1 G 28 B AL (HAS I 98 45 SR 7R KIR2DLL
KIR3DL1 J& K 78 B 41 Ji mRNA FIE 5 (1Y 238 7K
S B[R] S AEAE I 25 S, A R FE I PR 5 fe
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-, i EEA T BORE U AR S SE e
1 PCR B SEE0 k™ o i T A A v niz FH Y
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DR At 8 o AR, A 9T R AT TR A A ARG T KIR
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