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The concept of senile dementia was widely accepted at the transi-
tion of the 19th to the 20th century. The pioneering researchers found different
pathologies in the brains of old demented patients, apparently linked to the clin-
ical severity of the disease. The scientific communication by Alois Alzheimer
describing a 51-year-old woman with dementia led to the establishment of a dis-
tinction between senile dementia and presenile dementia or Alzheimer’s disease
that persisted for several decades. Later in the 20th century, research on clin-
icopathological series found that there were no significant differences between
senile and presenile cases except for age, and a single designation was adopted
— Alzheimer's disease. The term senile dementia was essentially dropped.

Recently, the presence of different pathologies in the brains of demented old
patients has been emphasised. The view that in older patients the presence of
brain co-pathologies is very common and is associated to cognitive decline seems
to have come intriguingly close to the pioneering researchers’ concept of senile
dementia.
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he concept of dementia, in the present clinical meaning, was established

at the end of the 18th century, largely due to the works of the French

physicians Philippe Pinel (1745 - 1826) and his disciple Jean-Etienne Dom-

inique Esquirol (1772 - 1840)112], Pinel in 1801 explicitly used the term dé-
mence sénile as one of the causes of dementia or abolition of thought (Fig. 1), La
démence sénile, souvent accélérée par I'épuisement des plaisirs, se rapproche de
celle qui vient d'étre décrite [manie avec délire]; mais on y remarque bien moins
d'effervescence.3] At the transition of the 19 to the 20 century, it was widely rec-
ognized that elderly people would suffer from dementia, and important findings
on the pathology of senile dementia were described by the great pioneering re-
searchers of that time. According to German Berrios,4! senile plaques, called mil-
iary foci or Redlich-Fischer's plaques, were identified as early as 1892 by Paul-Os-
car Blocqg and Gheorghe Marinesco. The discovery of neurofibrillary tangles is
usually attributed to Alois Alzheimer, although they were probably identified
previously, as proposed by Frank Ashall.5! Alois Alzheimer mentioned the terms
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FIGURE 1. “Senile Dementia”. Engraving published in Medical Times and
Gazette. 1858;37:506a, from a photograph by Dr. Diamond. Courtesy of

Wellcome Collection.

Dementia senilis and senile Demenz as early as 1894.16]
Remarkably, the initial researchers described
the co-existence of multiple pathologies in the senile
brain. As early as 1863 Louis Victor Marcé reported a
neuropathologic series of 40 senile dementia cases
from the hospice of Bicétre.l”l He consistently described
atrophie des circonvolutions, but also other different
brain lesions. Remarkably, he noted that dans la dé-
mence sénile, les lésions organiques sont toujours pro-
portionnées au degré de I’ affaiblissement de la motilité
et de [’ intelligence. Alfred Campbell described in 1894
the neuropathology of the aged insane, identifying,
beyond neurodegenerative changes, hemorrhages and
thrombotic softenings.®! Adolf Meyer introduced in
1896 the work of Jean Noetzli presenting a clinicopath-
ological series of 70 cases of senile dementia, most cases
studied by Auguste Forel.[9) Notably, he attributed senile
dementia to a list of different etiologies, namely focal
lesions, alcoholism and several psychiatric conditions,
beyond what he called typical senile dementia. As noted
by Engelhardt and Grinberg,10 Alois Alzheimer in 1898
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also considered that mental disorders of old age would
probably correspond to clinically and histologically dif-
ferent forms, when he wrote Die meisten dieser Krank-
heitsbilder bediirfen noch weiterer klinischen und
anatomischen Erforschung, doch ist zu hoffen, dass wir
bald die Seelenstérungen des Greisenalters in eine viel-
leicht noch gréssere Anzahl klinisch und histologisch
scharf trennbare Formen zergliedern kénnen.lll Fran-
cesco Bonfiglio described in 1908 an interesting case
with both neurodegenerative findings and syphilitic
neuropathology.'2l At the same time, the intriguing ab-
sence of a clear-cut distinction between senile demen-
tia and normal ageing was recognized, as emphasised
by Gaetano Perusini in 1911.13]

We may conclude that at the transition of the
19 to the 20 century senile dementia was a widely ac-
cepted concept (Figure), different pathologies could be
found in the brains of patients with senile dementia,
they were linked to the clinical severity of the disease,
but could not be definitely separated from the normal
ageing process. The eminent psychiatrist Emil Kraepe-
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lin concluded in his widespread book Psychiatrie. Ein
Lehrbuch fiir Studierende und Arzte in 1910 that senile
dementia might reflect vulnerability of the brain to the
ageing process. Following the English translation made
by the Italian Study Group on Brain Aging and the
World Federation of Neurology Research Group on the
Dementias, he wrote the involutional processes, known
in man as old age, can also influence mental health se-
riously is most clearly demonstrated by the well-known
fact of senile dementia, and importantly admitted that
senile dementia would be caused by different disorders
when proposing that very probably there exists a series
of diseases, not yet well-known, that might be causally
related to involutional processes.['4]

However, the clinical concept of senile dementia
was deemed to be dramatically challenged by Alois Alz-
heimer’s scientific communication entitled Uber eine ei-
genartige Erkrankung der Hirnrinde at the 37 Meeting
of the South West German Psychiatrists, in Tiibingen,
Germany, 1906, published the following year in the Ber-
liner journal Allg Z Psychiatrie Psychisch-Gerichtl Med,
describing a 51-year-old woman with dementia.l!®! This
uncertainty became after Emil Kraepelin, in his above
cited book Psychiatrie. Ein Lehrbuch fiir Studierende
und Arzte, in 1910, advanced the eponym of Alzheimer
based on the previous description of the case. He wrote
While the anatomical findings suggest that we are deal-
ing with a particularly serious form of senile demen-
tia, the fact that this disease sometimes starts already
around the age of 40 does not allow this supposition. In
such cases we should at least assume a “senium praecox”
if not perhaps a more or less age-independent unique
disease process.4l The dichotomy between senile de-
mentia and presenile dementia or Alzheimer’s disease
was launched, and persisted for several decades.

Later in the 20 century, research on clinicopath-
ological series (reviewed in Amaducci et al., 1986)€l
would contest the distinction between senile dementia
and presenile dementia. To this regard, the position of
the influential American neurologist Robert Katzman
might have been determinant, by claiming in 1976 that
neither the clinician, the neuropathologist, nor the
electron microscopist can distinguish between the two
disorders, except by age of the patient, and further on
asserted we believe it is time to drop the arbitrary age
distinction and adopt the single designation, Alzhei-
mer’s disease. In the same line, Professor Carlos Garcia
assumed in 1988 recentemente, com base em estudos de
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indole clinica, anatomopatolégica e bioquimica, con-
cluiu-se néo haver razéo para considerar que a doenca
de Alzheimer e a deméncia senil fossem doencas diferen-
tes e passou a ser uso falar-se sé da doenca de Alzhei-
mer.ll7]

Interestingly, in the last decades, the presence
of different pathologies in the brains of demented, and
even non-demented people, has been emphasised as the
rule and not the exception. By reviewing several series
of demented elderly brains, including their own, Kurt
Jellinger and Johannes Attems in 2015 stated it is obvi-
ous that cognitive and other neuropsychiatric impair-
ment in the aged result from a multimorbid condition in
the central nervous system rather from a single disease,
and the number of complex pathologies progresses with
increasing age.l'8] A more recent study, recruiting more
than four thousand cases by combining six cohorts
with decedents aged 80 years or older having autopsy
data, found that 91% had more than one of six key neu-
ropathologies (neuritic plaques, Braak neurofibrillary
tangle stage, microinfarcts, macroinfarcts, Lewy bodies,
and limbic-predominant age-related TDP-43 encepha-
lopathy neuropathologic change (LATE-NC)) and 41%
had three or more, co-pathology being strongly associ-
ated with the dementia status.[!°]

The view that cognitive decline in old people is
distinct, due to presence of brain co-pathologies, seems
to have come intriguingly close to the pioneering re-
searchers’ concept of senile dementia.
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