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Abstract  Objective: To establish a reliable assay for simultaneous sequence-based typing(SBT)at exons 2 and
3 of HLA-DPA1 and -DPBI genes. Method: One pair of HLA-DPA1 specific PCR primers was utilized to amplify
the target sequence encompassing the entire exon 2, intron 2, exon 3 and partial flanking intronic sequences of
HLA-DPAI. Two pairs of HLA-DPBI specific PCR primers,namely,the first PCR primer pair specially amplified
exon 2 and its partial flanking intronic sequences, the second PCR primer pair specially amplified exon 3 and its
partial flanking intronic sequences of HLA-DPBI1. PCR amplicons purified by exonuclease I and Alkaline phospha-
tase were then subjected to sequencing reaction using the in-house sequencing primers at exons 2 and 3 of HLA-
DPAT1 and -DPBI1 genes in both directions. The purified products of sequencing reactions were run electrophoresis
on the ABI 3730 DNA sequencer and the genotype was determined using the Assign 4. 7.1 SBT software. Result:
The specific target sequences of HLA-DPA1 and -DPBI could be obtained in the PCR procedure. No background
and noise was observed in the obtained sequences. 96 randomly-selected samples from stem cell voluntary donors
subjected to HLA-DPAland -DPBI1 genotyping using the present SBT method, the genotyping results were com-
pletely in accordance with the results typed by the SeCore™ HLA-DPBl commercial kit. Conclusion: Our results
implied that the established simultaneous HLA-DPA1 and -DPB1 SBT method showed a broad application in the
further genetic population and HLLA-DP associated disease studies.
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