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Road to Treat Neurological Diseases
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Abstract

In the 10 years between 2013 and 2022, when I conducted the department of neurology, the treatment
of neurological diseases has changed dramatically.

Initially, molecularly targeted agents used in other medical fields were applied to neuroimmune diseases,
but then new therapies have been developed, including antisense oligonucleotide therapy for genetic diseases
that were considered difficult to treat, antibody therapy for migraine or Alzheimer’s disease, and endovas-
cular therapy for acute stroke. I would like to look back on the history of the development of these therapies
and our department’s response to them, as well as look forward to the future of neurotherapy.
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