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Association of killer immunoglobulin-like receptors with leukemia
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Abstract: Objective To study the correlation between the genes of killer immunoglobulin ( Ig) -like
receptors ( KIR) in natural killer cells and leukemia. Methods  Primers of 16 KIR genes,
KIR2DL1-5, KIR3DL1-3, KIR2DS1-5, KIR3DS1 and 2 pseudogenes 2DP1 and 3DP1,

synthesized. A polymerase chain reaction with sequence-specific primers (PCR-SSP) was developed to detect

including
were designed and
the mRNA expressions of the 16 genes. Totally 46 healthy individuals and 46 leukemic patients (15 cases of
acute myelocytic leukemia, 13 cases of chronic myelocytic leukemia and 18 cases of acute lymphocytic leukemia)
were detected and the frequencies of the KIR genes were analyzed. Results The frequency of 2DI4, 3DI2,
3DL3 and 2DP1 in healthy and leukemic patients were 100% ,
viduals. The other KIR genes had similar frequencies except those of 2DL2 and 2DS2, which were 47.8% of the

healthy individuals and 89. 1% in leukemic patients. There was a significant difference between the 2 groups.

and were detected in all patients and healthy indi-

Conclusion There may be an association between pathogenesis of leukemia and 2DL2 and 2DS2 genes.
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2DL1 GTTGGTCAGATGTCATGTTTGAACAC AGGTCCCTGCCAGGTCTTGCG 145 63
2DL2 TCAAGACAATGGGCGTCACATACAA TAGAGCTTGGTTCAGTGGGTGAAGG 213 63
2DL3 TCTCCTTCATCGCTGGTGCTG TCAGGGCTCAGCATTTGGAAG 798 62
2DIA CAGGACAAGCCCTTC TGCTG CTGGGTGCCGACCACTCA 254 60
2DL5 CTTCTTCTTTCTCCTTCATTGCTGC GAGAGAGGCATGTTCAGATTTGTGG 991 64
3DLI CAAGACACCCCCTACAGATACCATC CATTTGTAAGCAAGAGAGAGGCACC 254 63
3DL2 GGTGGTTCACGGTTGTAATCTTGG AAGGGAAGGGTGGAAGGTAACAAA 329 64
3DL3 AACACGGAACTTCCA AATGCTGAGC GCAGGCAGTGGGGACCTT AGACA 250 65
2Ds1 AAGAGTGTCTCCCAGTCCCTACCAG CTCTTTCTGTCTTTTCAAACTCCCG 992 63
2DS2 GACAGTGGGCGTCACATAAAAAAAT AGGAAGTCTCAGCTCCATAAAATGA 430 62
2DS3 ATGAGTGGTGGTGGAAATGAAGGGAC TCCAGGGCATTCTTGAGTCAAACAAC 1011 65
2Ds4 GTCAAACAGCCAGGAAATAGTGTTGA AGTGACTGACAAGAAAATAAGGGAGG 1191 61
2DS5 ACAGAGAGGGGACGTTTAACCAC ACCTGTGATCACGATGTCCAGAG 191 61
3DS1 ACCTCGCTGTTCACTTCTGTTCCCTG GTGGGAGATAGAATCAATGGAATGGG 259 65
2DP1 GCTTATTTTCATTCAGGCATCGG GAATCATTTCCTTGACTTTTCCAGCC 1075 63
3DP1 GAGGTTGAGGGCAGGAGAATCACTTG AGTAGCTCCTGATTCCCTTGACGCTG 546 65
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KIR S0 {2 FMF 2 P
B FRBUTAR (% ) FERIAR A FBUTIAR (% ) IR
2DLI 38 82.6 0.58 38 82.6 0.58 1.000
2DL2 22 47.8 0.28 41 89.1° 0.67 0.001
2DL3 29 63.0 0.39 27 58.7 0.56  0.831
2D14 46 100.0 1.00 46 100.0 1.00 1.000
2DL5 29 63.0 0.39 22 47.8 0.28  0.208
3DL1 42 91.3 0.71 40 87.0 0.64  0.739
3DL2 46 100.0 1.00 46 100.0 1.00 1.000
3DL3 46 100.0 1.00 46 100.0 1.00 1.000
2Ds1 22 47.8 0.28 20 43.5 0.25 0.834
2DS2 22 47.8 0.28 41 89.1% 0.67 0.001
2DSs3 19 41.3 0.23 14 30.4 0.17 0.385
2Ds4 18 39.1 0.22 27 58.7 0.56  0.095
2DS5 14 30.4 0.17 15 32.6 0.18 1.000
3DS1 17 37.0 0.21 18 39.1 0.22 1.000
2DP1 46 100.0 1.00 46 100.0 1.00 1.000
3DP1 45 97.8 0.85 44 95.7 0.79 1. 000
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