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Distribution of HLLA-B27 subtypes in Han Chinese population of southwest

Shandong and their association with ankylosing spondylitis
MA Jinping
(Department of Blood Transfusion, Heze Municipal Hospital, Heze, 274031, China)

Abstract Objective: To investigate the frequency of HLA-B* 27 gene and the distribution of its alleles in
healthy individuals and patients with ankylosing spondylitis (AS)in Chinese Han nationality of Shandong region.
and to analyze the association between the heterogeneity of HLLA-B27 and AS, Method: HLA-B¥* 27 alleles in 826
cases of healthy individuals and 76 cases of AS patients were typed by PCR amplification with sequence-specific
primers. Result; Eleven HLA-B* 27 genotypes were determined in healthy individuals and AS patients. HLA-B*
2704 and HLA-B# 2705 were the two high frequency genotypes.with a genotype frequency of 38, 8% and 41, 8%.
HLA-B% 2702 was detected only in one case in the AS patients.and HLA-B* 2701, HLA-B* 2713 and HLA-B*
2721 were detected only in one case in the controls respectively. Conclusion: HLA-B % 2704 and HLA-B % 2705

were the primary genes susceptive to AS in Chinese Han nationality of southwestern Shandong. which were

strongly associated with AS,
gly
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