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Abstract:

Rheumatoid arthritis is an inflammation resulting from an autoimmune response, and cytokine inter-
feron-gamma levels increase in patients with rheumatoid arthritis. The study aims to reveal the role of the
presence of polymorphisms of the interferon-gamma (IFN-y) gene - 874 A/T in Iraqi women suffering from
rheumatoid arthritis.

The study included 7+ blood samples, including Y+ samples from people with chronic high blood pres-
sure (different races) whose ages ranged between YA and 65 years, and twenty-five samples from healthy
people (control group) and different races whose ages ranged from 20 to 64 years. A detected of interfer-
on gamma gene polymorphism, (IFN-y +874T/A), in samples of infected and healthy individuals by using
ARMS-PCR Technique.

The statistical results showed a frequency of a and t alleles of the IFN-y A/T gene, with significant differ-
ences between the patient sample and control sample, was p = 0.0001. The A allele recorded a rate of 68.33%
in the patient sample, while this allele recorded a rate of 26.67% in the control sample, and the T allele re-
corded a rate of 31.67% in the patient sample, while was 73.33% in the control sample

The frequency distribution of the AA and TT genotypes of the IFN-y A/T gene showed significant differ-
ences between the patient sample and the control sample. The AA genotype was recorded at a rate of 53.33%
in the patients, while was13.33% in the control sample (p value = 0.002). The TT genotype was 16.67% rate
in the patient sample, while was 60% in control sample (p value = 0.001), while the AT genotype did not show
any significant differences between the patient sample and control.

This study concludes that the AA genotype is associated with Rheumatoid Arthritis risk in Iraqi women,
while TT genotype appeared as a protective with Rheumatoid Arthritis risk of infection in healthy women.
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