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The Frequencies of Patient Lack HLA-Ligand and Donor KIR Genotypes for Hematological

Malignancies Treatment in King Chulalongkorn Memorial Hospital.
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ABSTRACT

Killer cell Immunoglobulin-like receptors (KIRs) is important in the regulation of NK cell activity. The
ligand for majority of KIR is HLA class I. The lack of HLA ligand for KIR receptor as known as missing KIR ligand
involve elimination of malignant cell through a graft-versus leukemia(GVL). We investigate 52 patients and their
HLA-identical sibling donors in King Chulalongkorn Memorial hospital. The KIR genes and HLA ligand were typed
by polymerase chain reaction-sequence specific oligonucleotide (PCR-SSO). The results show the high lack HLA
ligand in patients (90.4%) interact with donor KIR receptor. The most frequencies of specific lack HLA ligand were
HLA-C group2 (61.5%), HLA-A11 (51.9%) and HLA-Bw4 (44.2%) while the lack of HLA-C1 was no frequent.
These data of HLA ligands, donor KIR genotypes and high lack of HLA ligand in patients with hematological
malignancies might be benefit to further studies in stem cell transplant for hematological malignancies treatment.
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