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Abstract :

This study included 80 blood samples, was from her 50 Rheumatoid Arthritis
sample, collected from persons with mean age 18-68 years, and thirty blood sam-
ples were collected from control, with mean age 18-30 years, with mean age 18-30
years. Immunogenetic study was done on collected blood samples. Concentra-
tions of TGF-B 1 were estimated from Rheumatoid Arthritis and control samples
by using Elisa instrument. The concentration of this interferon was 675.82 pg/ml
in Rheumatoid Arthritis sample in comparison with 500.36 pg/ml in control sam-
ple. Significant differences of this interferon concentration were found between
Rheumatoid Arthritis and control samples.
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