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Identification of SCID Carriers Among Iranian Arab Horses Using a Test Based on
PCR for DNA-PKcs Gene
Seyedabadi,H.", F.Afraz.", S.Amirinia', M.H.Banabazi.', N.Vaseji.'

Abstract

Severe Combined Immunodeficiency Disease (SCID) of horses was appeared as a deficiency
of T and B lymphocytes in foals and resulted in death, caused by infection with opportunistic
pathogens, by 5 month of age. This disease is a genetic autosomal recessive trait. A 5-basepair
deletion in the horse gene encoding DNA-protein kinase catalytic subunit (DNA-PKcs) was
discovered which is responsible for SCID in Arabian horses. We have developed a PCR-
based test for detection of the gene defect from S-basepair deletion in DNA-PKcs gene. The
carriers are heterozygote (259 and 254 bp bands) and dominant and recessive homozygotes
have 259bp and 254bp bands, respectively. A total 120 Arab horse were tested and all were
homozygote for 259 bp that is noncarrier. In conclusion, we suggest further study on Arab
horses throughout of Iran to finding any probable carriers.

Keywords: SCID, DNA-PKcs gene, Iranian Arab horse, PCR.
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