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[Abstract] The word "dementia" originates with Dr. Philippe Pinel of France. Back in 1801, Pinel
reported a young female patient, aged 34, who was exhibiting some strange symptoms for someone in her
age group. Pinel described this woman’s condition as "demence", or an incoherence of mental faculties. It
was believed that the term "dementia" came from this association. More than a century later (1906), Dr
Alois Alzheimer published a paper on one of his patients who had very similar symptoms and behaviors as
Pinel’s patient. This description, of a woman known as Auguste D, was the first scientific report of the
disease now known as Alzheimer’s disease. It is now clear that Alzheimer’s disease is a major cause of
dementia in elderly people as well as in relatively young adults. Research in the last two centuries has led
to a greatly improved understanding of what Alzheimer’s disease is, who gets it, and how it develops and
affects the brain. Those works are beginning to pay off with better diagnostic techniques, improved
treatments, and even potential ways of preventing these diseases.
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Figure 1 Dr.  Philippe
Pinel (20 April, 1745-25
October, 1826). Figure
2 Bronze statue of Dr.
Philippe Pinel stands
upright at Pitié - Salpétriere
Hospital, Paris, France.
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Figure 3 A picture carved by Armand Gautier
(1857). It presented patients suffering from senile
dementia, arrogance, acute mania, depression, idiocy,
hallucinosis, erotomania or paralysis in the garden of
Pitié-Salpétriere Hospital.
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Figure 4 Dr. Alois Alzheimer (1864-1915). Figure
5 The first reported Alzheimer’s disease patient,
reported Mrs Frau Auguste D.
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