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Research on molecular function of ATP13A2 and neuronal cell death
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WFEEE R OB R (JE30) : ATP13A2, identified as one of the causative gene product for familial
parkinson’s disease (PARK9), localized at lysosomal membrane. The suppression of
ATP13A2 expression led to apoptosis in SH-SY5Y cells. The defective expression also was
increased an enzyme activity of cathepsins, especially cathepsin D. Moreover, electron
microscopy showed the accumulation of high density large structure, which was
immunoreacted with antibodies against lamp2 and cathepsin D, in SH-SY5Y cells. These
data suggests that PARK9 caused by loss-of-function of ATP13A2 is associated with

lysosomal dysfunction, resulting in cell death.
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