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I nterferon y (IFN-y) Polymor phism in Patients
with Chronic Cutaneous L eéishmaniasis

Amal Assaf’ Aidakhiami™
Elham Harfoush™ ™~

Abstract

Background: Cutaneous Leishmaniasis (CL) is one of the most prevalent
clinical forms of leishmaniasis, also it is endemic disease in Syria. And in
spite of the great efforts to control the disease the annual incidence is till
increased. Furthermore, tourism, migration, and prevalence of acquired
immunodeficiency (AIDS) all these factors increase the spread of this
disease to new areas around the world.

Recently, studies suggest that cytokines gene polymor phisms can contribute
to resistance or susceptibility to many diseases and one of these diseases is
CL.

Objective: The main purpose of this research was to study the reationship
between the polymorphism in Interferon y (IFN-y) gene, which isone of the
most important cytokine in the first immune response T helper (Thl) and
chronic cutaneous leishmaniasis.

Methods: In our study we analyzed the polymor phism in Interferon y (IFN-
v) gene, which is an important cytokine in the first immune response T
helper (Thl) .A total of 54 patients with chronic cutaneous leishmaniasis ,
and 70 healthy controls from different areas in Syria were included in this
study. Functional polymorphism in the position +874 of y (IFN-y) gene was
investigated by polymerase chain reaction and DNA sequencing in
cooper ation with Tubingen Univer sty-Germany .

Results: We found that |FN-y +874 A —T polymor phism was less common
in patients with chronic cutaneous leishmaniasis CCL compared to the
healthy controls (3> = 8.81, p = 0.003).

Conclusion: our results suggest that the polymor phism in the first intron of
the IFN-y gene might influence the progression of diseasetowards CCL.

Key words. cutaneous leishmaniasis, Interferon y, polymor phism, immune
r esponse.
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