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Diagnostic kit for carrier of severe combined immunodeficiency disease
in Arabian horses
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Diagnostic kit for carrier of severe combined immunodeficiency disease in
Arabian horses

Tarang, A.R*, Shahidzade, R.
a_tarang@hotmail.com*

Severe combined immunodeficiency disease is an autosomal recessive disease that are
observed in Arabaian horses. A foals affected by SCID appears to be healthy at birth, but
during the first month symptoms appear in them, and because of opportunistic infections dies
after 5 months. Molecular defects in disease due to mutations in the DNA-PKcs. DNA-PKcs
plays a crucial role in V (D) J recombination. Successful VV(D)J recombination is useful in
terms of antigen recognition and it is absolutely required for the development and survival of
B and T cells. Equuin DNA-PKcs is located on chromosome 9p12. Researches show that
deletion of a five-base pair TCTCA, resulting a mutation in frame-shift at codon 3155 and
premature stop codon Subsequently Kinase activity of the enzyme is lost.In this study,
peripheral blood samples of 228 Persian Arab horses, and 16 Foreign Arab horses were
prepared. Genomic DNA was extracted using the kit. All sampels were tested by ARMS PCR.
3 horses in the Persian Arab horses and one horse in Foreign Arab horses were recognised as
infected and others were clean. This is the first report of the existence of the SCID carriers in
the population of Iran's Arab horses. The purpose of this study is design the SCID diagnosis
kit to detect carriers with an easy, safe, low cost, fast and reliable methode. Breeding
programs for eliminition of disease are much more efficient if the carriers could be detected
by testing their genom.

Key word: Severe combined immunodeficiency the disease, Arabian horse, ARMS PCR ,
Diagnostic kit



