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Abstract: Objective To invesigate the association of plasma membrane Ca® -ATPase isomer 2 gene (PMCA2) polymorphisms with
the devebpment of noise induced hearing loss (NIHL). Method Totally, 194 workers exposed to occupational mise were studied cross
sectionally with hearing tests. Acconding to the results of audiometry, they were divided into two groups NIHL group and normathearing
goup.  Polymorphisms of two sngle nudeotide loci 52289274 and rs6790640 in the MCA2 gene were determined by polymerase chain reaction
followed by restriction fragment length polymorphism analysis (PCR-RFIP) and allele specific amplication analysis (ASA) in 93 workers with
NIHL and 101 workers with nommal hearing. Result Frequencies of genotypes AA, AG and GG in the rs28R74 locus were 16 1%, 40.9%
and 43 0%, respectively, in the NIHL group and 15 8% 32 7% and 51. 5%, respeciively, in the normal hearing group, and frequencies
of alleles A and G in the same locus were 36.6% and 63 4%, respectively. in the NIHL goup and 32 2% and 67 8%, respectively, in
the nomal hearing group. And  frequencies of gerotypes (C. CT and TT in the 1600640 locus were O 82 8% and 17 2%,  respectively,
in the NIHL group and 1. 0%, 76 2% and 22 8%, respectively, in the nomal hearing group and frequencies of alleles C and T in the
same locus were 41. 4%) and 58 6%, respectively, in the NIHL group and 39. 1% and €0. 9%, respectively. in the romal hearing group.
There was o significant difference in frequencies of the genotypes and alleles of the 152280274 and 6790640 loci between NIHL group and
nomal hearing group (P> 0 05. No significant higher risk for hearing loss was found in those with any of the genotypes of the o loci (P
=>00), adjusted for age; gender, smoking status history of exposure to explosive noise and cumulative noise exposure (CNE) with
multivariate logistic regression amlyss. Conclusion It is suggested that genetic polymorphism of the 152289274 and rs6790640 loci in the
PMCA2 gene might not be a susceptible factor for NIHL.
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