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Study on the Genetic Background of A2 Subgroup in Luoyang Han Population.
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Abstract Objective To study the genetic background of A2 subgroup in ABO blood group of Han population in LuoYang. Meth-

ods The A2 subgroup was preliminary identified by serological method. ABO genotype was analyzed by PCR — SSP. A2 subgroup was

analyzed by sequencing to detect the exons 6 and 7. Results (DOf 150 samples from random donations, ten genotypes were detected,
such as A201A202,A202A202,A20101,A202B,but the A101A101,A10102 and A10202 were not found by PCR - SSP. @ Among the 17
samples, 12 were A2010 or A201B,5 were A2020 or A202B. A201 allele mainly had 467C > T mutation, and A202 allele mainly had

nt1054 C > T mutation. Conclusion The A2 alleles in Han population of Luoyang were notably different from other peoples.
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