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Abstract

It is considered that the development of Sick Building Syndrome might be related not only to envi-
ronmental factors but also to genetic factors. To identify the Sick Building Syndrome-susceptibility
gene, Paraoxonase 1 (PONI) gene was selected as one of the strong candidate genes responsible for the
pathogenesis of Sick Building Syndrome and subjected to polymorphism analysis. Genetic
polymorphisms were searched in the genomic sequences of the PONI gene using public database. Of
those, two single nucleotide polymorphisms (SNPs) in the coding region of the PONI gene and five
SNPs in the promoter region were selected to carry out direct sequencing analysis. A total of 59 un-
related Japanese patients with Sick Building Syndrome and 130 healthy Japanese controls were en-
rolled for the investigation of genetic association with seven polymorphic genetic markers around the
PONI gene and provided allelic and genotypic distribution data. We found that there were no signifi-
cant differences in allelic or genotypic distribution between the patients and healthy controls.
However, the M55L polymorphism in the coding region of the PONI gene showed different allelic dis-
tributions between the Japanese and white American populations, suggesting that ethnicity-specific
polymorhisms should be identified before association studies.

(Jpn J Clin Ecol 13 : 55~59, 2004)
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positon and |Brophy et al.| Motti et al. |Leviev et al. (2000) Jir%e;];t Eilé(é%)o) Suehiro et al. | Kimura et al.
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