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Examination of deafness onset mechanism using MYH9 abnormality model mouse
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The results of ABR in R702C-Atothl mice revealed that some mice caused
hearing loss and others did not. Three out of 46 mice showed 70 dB or more in all frequency ranges.
Immunostaining was performed using NMMHC-11A (MYH9). A negative control was prepared. The expression

site of the NMMHC-11A in the inner ear was compared in three individuals in one wild-type gene
expression and two expressing the deafness in the R702C-Atothl mice. As shown in FIGS. 2 and 3, the
expression was almost the same as that of the wild type, and there was no difference between
individuals. No morphological changes were observed on light microscopy and immunostaining. Since
only a very small amount of the inner ear tissue sample can be obtained, the amount was insufficient
to confirm that the MYH R702C gene was contained in the inner ear in a tissue-specific manner. In
the future, we will focus on the morphological change of sensory hair, which is a finer structure,
and study it repeatedly.
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