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Aging rate* in Japan:
2015: 26%
2060: 38.1% (projected)

*aging rate: proportion of population
aged >65yrs

By JonMcDonald - Own work based on Japan Statistical Yearbook,, Chapter 2: Population and Households, table 2-7 (Ministry of Internal Affairs and Communication, Statistics Bureau, retrieved 13
January 2016) and Population Projections for Japan (January 2012): 2011 to 2060, table 1-1 (National Institute of Population and Social Security Research, retrieved 13 January 2016)., CC BY-SA 4.0,

https://commons.wikimedia.org/w/index.php?curid=47121564
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Impact of a Treatment That Delays Onset by Five Years on the Number of Americans Age 65 and Older
Living with Alzheimer’s Disease, 2015-2050
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Figure 1: Timeline of disease progression
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