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WFerk B oE (3530) : Wemainly show that inhibition of the Rho kinase pathway prevents
MeHg—intoxication. 2 Rho kinase inhibitors, Fasudil and Y-27632, significantly protected
against axonal degeneration and apoptotic cell death in cultured cortical neuron exposed
to MeHg. Fasudil also prevented the neuronal degeneration in peripheral nerves and hind
limb crossing sign in MeHg—intoxicated model rats. Furthermore, Rho kinase inhibitors
were effective for axonal degeneration and cell death in cultured cortical neuron exposed

to inorganic mercury or Rotenone as a candidate substance responsible for Parkinson

disease.
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