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Cloning and Analysis of Open Reading Frame of Hearing correlated
Gene EYA4 ( Eyes Absent 4) in Three Species of Bats
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Abstract: EYA4, homologous to eyes absent (eya) gene of Drosophila, is a member of the four vertebrate
transcriptional activators of eya gene family. Previous studies have indicated that EYA4 gene is irtemelated with
sensorineural hearing loss. The specialized auditory sysem of bat that receives and processes echo information has an
important wle in echolocaton. Using the RF PCR method, the open reading frame (ORF) of EYA4 gene was cloned
and sequenced in three species of bats ( Myotis rickeiti, T qphozous melanopogon, and Rousetius leschenaulit) .
Sequence alignment indicates that the EYA4 gene of all these three bats does not have exon 5 but has a unique exon b
between exon 11 and exon 12. Compared to the EYA4 gene of other mammals, R. leschenailti does not have exon 20
and T. melanopogon does not have exon 19. Moreover, T. melanop ogon has a 30 bp deleted exon 16. M. ricketti

has variable splicing of exon 19, exon 20 and exon a between exon 2 and exon 3.
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“Exon” represented all exons and its length of the open reading frame ( ORF) of bat EYA4 gene from experiment. EyaVR and eyaHR location
was marked according to peoplé s EYA4 gene structure; Exon a only exist n EYA4 gene of Myotis ricketti. Exon b exigs in all three bats in this

paper. Exon 16 of Taphozous melanopogon had a 30 bp deleted
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