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Association study of alopecia areata susceptibility

loci in Han Chinese population
Du Juan Gao Jinping Zhou Wenming
( Dept of Dermatology The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective To study the correlation between alopecia areata and the susceptibility genes identified in
our previous study with Han Chinese population. Methods The study performed an independent replication study
using 736 cases and 1 840 controls. DNA was extracted from peripheral blood leukocytes by salting out with saturat—
ed NaCl solution according to standard methods. The evidence for association had been obtained from former gene
study. Then a fine-mapping study and genotyped the locus with an additional 17 SNPs were performed. Data were
analyzed with the use of Plink 1. 07 software. Results Only one SNP achieved nominal significance 1s3087243
(P=0.041 OR=1.18 95%CI= 1.01 ~1.38) . The other 16 genes ( TLRI DMBT1 CHITI GBP4 CIITA
IL31RA CD96 INPPLI MASP2 IL-43 KIAA0350 PTPN22 SPATAS TRAF1/C5 ILIA 1IL2R) failed. A
further stratification analysis of alopecia areata was adopted including the analysis of family history the age of on—
set and the severity of alopecia areata. The stratification analysis revealed that the age of onset >20 years achieved
nominal significance P <0. 05 for one SNP 152416808 ( P =0.018 OR = 1.35 95%CI=1.05~1.74) where—
as the other results were of no statistical significance. Conclusion The results indicate that 17 SNPs may not be
associated with AA in Han Chinese population. Further study should be performed in a larger Han Chinese sam—
ples.
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