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Polymorphism of human killer cell immunoglobulin-like receptor in patients with chronic
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[Abstract] Objective:To investigate the killer immunoglobulin-like receptor (KIR) genotype in patients with chronic myelogenous
leukemia (CML). Methods: The sequence specific primer polymerase chain reaction (SSP-PCR) was employed to identify the KIR
genes and pseudogenes in 84 CML patients. Results:The most frequent genotypes were KIR frame genes,including
2D14,3D1.2,3DL3 and 3DP1 (100% ),followed by 2DL1,2D1L3,2DP1 and 3DL1 (all above 80%). The frequencies of 2DI1.2 and

2DS2 in CML patients were lower than those in the control group,but there were no statistically difference between the two groups

except 2DL5B (OR = 0.208,P < 0.05). Conclusion; KIR 2DL5B may be associatied with CML.
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Table 1 Frequencies of KIR genes and KIR genotypes in

CML patients and controls [f (%)]

gt Xt (n=300) CML(n=84)
KIR gene
2DL1 297 (99.00) 84 (100.00)
2D12 52 (17.33) 12 (14.29)
2DL3 297 (99.00) 84 (100.00)
2D1A4 300 (100.00) 84 (100.00)
2DL5A 103 (34.33) 30 (35.71)
2DL5B 21 (7.00) 2 (2.38)
2DS1 113 (37.67) 31 (36.90)
2DS2 54 (18.00) 12 (14.29)
2DS3 43 (14.33) 11 (13.10)
2DS4+001/002 245 (81.67) 69 (82.14)
2DS4*003-006 119 (39.67) 31 (36.90)
2DS5 83 (27.67) 25 (29.76)
3DL1 290 (96.67) 79 (94.05)
3DIL.2 300 (100.00) 84 (100.00)
3DL3 300 (100.00) 84 (100.00)
3DS1 104 (34.67) 30 (35.71)
2DP1 297 (99.00) 84 (100.00)
3DP17001/002/004 36 (12.00) 12 (14.29)
3DP1*003 297 (99.00) 84 (100.00)
KIR genotype

AA 157 (52.33) 46 (54.76)
AA( no activating ) 1 (0.33) 1(1.19)
AB 132 (44.00) 33 (39.28)
BB 10 (3.33) 4 (4.76)
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Table 2 Statistical associations of KIR genes and KIR

genotypes between CML patients and controls

SN OR 95%Cl P
KIR gene
2DL1 - - 0.358
2DL2 0.795 0.403~1.568  0.508
2DL3 - - 0.358
2DL5SA 1.062 0.641~1.762  0.814
2DL5B 0.208 0.054~0.798  0.022
2DS1 0.968 0.586~1.597  0.898
2DS2 0.759 0.386~1.494  0.425
2DS3 0.901 0.442~1.834  0.773
2DS47001/002 1.033 0.550~1.940  0.920
2DS4*003-006 0.890  0.540~1.466  0.646
2DS5 1.108 0.651~1.885 0.706
3DL1 0.545 0.184~1.615 0.273
3DS1 1.047 0.631~1.736  0.859
2DP1 - - 0.358
3DP1*001/002/004 1.222 0.605~2.467  0.576
3DP17003 - - 0.358
KIR genotype
AA 1.102 0.678~1.792  0.693
AA( no activating ) 3.602 0.266~48.695 0.334
AB 0.824  0.503~1.349  0.440
BB 1.450  0.446~4.716  0.537
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