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Abstract Degenerative brain diseases including Alzheimer's diseases, Parkinson's diseases increase in frequency
with age. They are amongst the most costly and devastating diseases to patients and their families. Therefore
developing therapies for degenerative brain diseases is of the highest priority. Recently therapeutics for these
diseases have undergone scrutiny by many clinical trials according to the advances of cellular and molecular
neurobiology. This review is focused on studies investigating the current therapeutic strategies already undergone
different stage of clinical trials and recent R&D trend by nations through patent analysis on treatments for
degegerative brain diseases.
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[Table 1] Comparison of pharmacological mechanisms for
FDA approved Alzheimer’s disease treatments.
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[Table 2] Current treatment strategies under clinical trials
and some completed studies for the treatments
of neurodegenerative diseases.
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(signal pathway
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=) AB: amyloid beta, RAGE: receptor for advanced glycation
endproducts, GSK-3: Glycogen synthase kinase 3, LTP:
long-term potentiation, NGF: nerve growth factor
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[Table 3] Treatments for degenerative brain diseases in
domestic market.
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[Fig. 1] The patent application trends of treatments for
degenerative brain disease.
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[Table 4] Number of patents by degenerative brain
disease category.
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