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Abstract

Genetic variation of HL A-G gene in patients with systemic lupus erythematosus (SLE)

Leila Asali

Systemic lupus erythematosus (SLE) is an autoimmune desease, and is characterized by the
presence of autoantibodies directed against nuclear antigens. SLE can affect every organ in the
body, including joints, skin and kidneys. The exact cause of SLE is unknown, but many of these
genes fall into key pathways including immune complexes, host immune signal transduction, and
interferon pathways implicating in the pathogenesis of SLE. Since classical HLA class| and 11
molecules are highly implicated in peptide presentation, the genes that encode these molecules
have been the primary candidates associated with susceptibility to or protection against the
development of autoimmunity. HLA-G belongsto the family of non-classical HLA class |
antigens. This molecule differs from the classical HLA class | molecules with regard to
variability of molecule structure, degree of polymorphism, and immune functions. This gene
located on 6p21.3. One of the most important polymorphisms of this geneiscalled INDEL
polymorphism (insertion/del etion of a 14 bp particle) which islocated in 3UTR region (8th
exon), affects on expression level of HLA-G and is related to autoimmune deseases. The purpose
of this study is to evaluate the probable relationship between INDEL polymorphism of 3UTR
region of HLA-G gene and occurrence of SLE. In this study, 40 patients with SLE and 51 healthy
individuals were examined. At first genomic DNA was extracted from peripheral blood. The
genotypes were determined using alele-specific PCR (AS- PCR ). Dataanalysis was performed
by MedCalc (12" edition). As aresult, genotype frequencies of +14bp/+14bp, -14bp/+14bp and -
14bp/-14bp in healthy persons were 21/57%, 41/18% and 37/25%. These parameters were
respectively 17/5%, 42/5% and 40% in patients. There was not significant relationship between
the polymorphism of 3UTR region of HLA-G gene and SLE (P>0.05). In conclusion, there was
no evidence that the polymorphism of 3UTR region of HLA-G gene were associated with
systemic lupus erythematosus in this popul ation. However, further research is needed to
determine the validity of this result.

Key words: systemic lupus erythematosus, HLA-G gene, 14bp polymor phism
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Apoptotic cells
Dendritic cell

Cytokines

® Interleukin-10
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! Apoptosis

& Anionic phospholipids
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10 Antigen-presenting cell
1 Major histocompatibility complex
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