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Abstract
Depression and dementia represent frequent clinical presentations in the elderly
population. Both diseases are interlinked. Indeed, depression in the elderly may
reflect an increased risk for the later development of dementia. Worldwide, about
47 million people are affected by dementia, which represents about 10% of the
general population over 65 years of age. On the other hand, among elderly people,
the prevalence of depressive symptoms and major depressive disorder (MDD) is
15% and 1–3%, respectively. Female gender, alcohol and substance or drug
abuse, family history, and medical conditions are factors associated with depres-
sion in the elderly.

In the present chapter we specifically focus on discrimination between elderly
MDD and major neurocognitive disorder. Concerning this point, two steps have
to be performed: (1) observation of clinical response to antidepressants’ treat-
ment, taking into consideration a possible longer latency of antidepressants’
efficacy in elderly/lower response to antidepressants in older age, and (2) cross-
clinical assessments with neuropsychological evaluation, imaging, and laboratory
tests.

Considering the background of the present literature, we pointed out the case
of a woman, 72 years old, with a long history of MDD and a recent diagnosis of
mild cognitive impairment (MCI). She was referred to our outpatient clinic for a
relapsing depressive episode. In the present case presentation, we investigated the
differential diagnostic process, observing clinical course, using neuropsychologi-
cal evaluation, blood and urine laboratory exams, computed tomography, mag-
netic resonance imaging, positron emission tomography, cerebrospinal fluid
analysis, and electroencephalogram.
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10.1 Introduction

Depression and dementia are frequent in the elderly [1] and seem not to be
completely independent: many studies have shown how history of elderly depression
may increase risk for later development of dementia [2, 3]. Therefore assessing late-
life depression could be relevant in relation to possible onset of dementia [4].

Some epidemiological studies have shown that in about 15 years the elderly
population is expected to reach 20% of the general population [5], with an increase
of specific health problems, including depression and progressive cognitive deficits.

10.1.1 Epidemiology

Worldwide about 47 million people are affected by dementia, with nearly 9.9 million
new cases per year [6], which represent about 10% of the general population over
65 years of age [7]. Both incidence and prevalence increase with older age [8]. The
most frequent kind of dementia is Alzheimer’s disease (42%), followed by vascular
dementia (26%), mixed dementia (caused by both Alzheimer’s and vascular dis-
ease—12%), frontotemporal dementia (FTD—9%), Lewy body dementia (8%), and
Creutzfeldt-Jakob’s disease (3%) [9].

75% of people suffering from Alzheimer are affected by a sporadic form of
Alzheimer’s disease with a late onset, the remaining 25% by a familial one, which
is due to genetic factors and is characterized by earlier onset (around 55 years).
Vascular dementia characterizes elderly population with cardiovascular risk factors
such as hypertension, heart disease, hypercholesterolemia, and thrombosis [9].

Frontotemporal dementia has the earliest onset: it usually peaks at 58 years of age,
although large variability is possible, with cases where it arises in the second or in
the ninth decade of life [10, 11].

On the other hand, mood disorders are widespread: it has been estimated that 1/7
of the general population is affected over the whole lifetime [12]. Among elderly
people, the prevalence of depressive symptoms and major depressive disorder
(MDD) is 15% and 1–3%, respectively [13]. Female gender, alcohol and substance
or drug abuse, family history, and medical conditions are factors associated with
depression in the elderly. British and American studies reported a prevalence of a
depressive clinical presentation in 14.7% to 20% of elderly people, whereas in the
Canadian community, depressive symptoms are prevalent in 10% to 15% of the
elderly population [14]; finally, European epidemiological data shows that, in

172 S. Pozzoli et al.



subjects aged 65 years, prevalence of depressive diagnoses ranges from 9% to 24%,
with a mean value of 12% [15].

10.1.2 Diagnosis of Dementia

Global clinical examination is essential to recognize whether patients’ symptoms
and signs could be ascribed to a degenerative cognitive impairment and, more
precisely, to dementia. A wide range of diagnostic tools, i.e., psychiatric, neurologic,
and medical assessments, as well as blood and cerebrospinal fluid (CSF) and
imaging studies, should be performed [16, 17]. Detailed anamnestic interview
should be performed as a first approach to investigate psychiatric and/or neurological
history, previous/ongoing medical conditions, and pharmacological history. The
help of the patient’s relatives or caregivers could be useful for clinicians [18]. Anam-
nestic results should be compatible with the diagnostic criteria of the Diagnostic and
Statistical Manual of Mental Disorders, fifth version (DSM-5) [19], where the term
“dementia,” previously reported in the DSM-IV [20], has been redefined as “major
neurocognitive disorder.” To make a diagnosis, a significant cognitive decline from a
previous level of performance should be investigated. Moreover, assessment of one
or more cognitive domains (memory, language, executive functions, complex atten-
tion, perceptual-motor abilities, and social cognition) should be performed. Further-
more, cognitive deficits should interfere with one’s independence in daily activities,
and assistance should be required with complex instrumental daily living activities,
such as paying bills or managing medications. Cognitive deficits should not occur
exclusively in the context of a delirium and cannot be better explained by another
mental disorder (e.g., MDD, schizophrenia).

After an accurate clinical assessment, impairment in cognitive performance has to
be documented by standardized global functioning rating scale and neuropsycho-
logical testing, for example, IADL (instrumental activities of daily living) [21, 22],
which investigates eight daily life activities. Other tests, such as Mini-Mental State
Examination (MMSE) [23, 24] or the Mental Deterioration Battery (MDB) [25], can
measure global cognitive performance and can be used as screening tests. Further-
more, blood and urine exams should be performed as soon as possible, both in
hospitalized and in outpatients, to determine whether hydro-electrolyte alterations,
thyroid dysfunction, or any infections have occurred. These medical conditions can
be responsible for a delirium, which is characterized by confusion, loss of orienta-
tion, and memory impairment. In addition, plasma levels of daily medications should
be monitored, because many psychiatric and nonpsychiatric drugs may cause hydro-
electrolyte alterations or imitate symptoms or signs of the dementia spectrum when
plasma levels are over the standard range [20].

Neuroimaging exams should be also taken into consideration. In particular, as a
first step, a computed tomography (CT) is useful to exclude acute neurological
conditions, such as stroke and intracranial hemorrhage. After that, magnetic reso-
nance imaging (MRI) could show possible vascular neurodegeneration. Also posi-
tron emission tomography (PET), in addition to the previously listed imaging exams,
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may help clinicians in the diagnostic processes of dementia [26]. The cerebrospinal
fluid (CSF) examination can confirm the clinical and/or imaging suspect of demen-
tia, and it could point to different forms of dementia [27, 28]. Lastly, the electroen-
cephalogram (EEG) is considered a diagnostic completion exam which is able to
exclude epileptic syndromes in elderly patients and can help to discriminate between
healthy elderly subjects, Alzheimer’s disease, and vascular dementia [29].

Box 10.1 Diagnosis of Dementia

• The presence of a significant cognitive decline from a previous level of
performance.

• The domains concerned are complex attention, executive function, learning
and memory, language, and social cognition.

• All this must be documented by standardized neuropsychological tests
(IADL, MMSE, MDB).

• Cognitive deficits interfere with autonomy in daily activities.
• Patients must not be tested in the context of a delirium or other mental

disturbance, in order to be able to provide a primary diagnosis.
• To differentiate the etiologic subtypes, additional diagnostic markers, in

particular neuroimaging studies such as magnetic resonance imaging or
positron emission tomography, may come into play.

10.1.3 Differential Diagnosis of Depression and Dementia

Geriatric pathologies are often characterized by an acute change in mental status, a
clinical condition called delirium, which could be due to thyroid dysfunction, B12
vitamin deficiency, hydro-electrolyte alterations, and epileptic or vascular syndrome.
This represents a possible confusing condition; nevertheless, differently from
dementia, whose course is more progressive, delirium is characterized by an acute
and reversible change in mental status, and this relevant feature allows the differen-
tial diagnosis.

However, discriminating between elderly major depression and major
neurocognitive disorder is not easy. Concerning this point, it might be useful to
perform the following steps [19]:

• Observation of clinical response to antidepressant treatment, taking into consid-
eration a possible longer latency of antidepressant efficacy in elderly/lower
response to antidepressants in older age [30]

• Cross-clinical assessments with imaging and laboratory tests
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Box 10.2 Differential Diagnosis Between Depression and Dementia

Depression
• Onset can be accurately datable
• Symptoms, often, are acute and progress
quickly
• Frequently there is a positive psychiatric
history
• Patients express strong discomfort and
complain of the loss of cognitive efficiency,
highlighting mistakes and engaging in little
simple tasks
• Affectivity is altered; there is loss of social-
relational abilities
• Cognitive disorders do not worsen overnight
•Attention and concentration remain preserved
• Subjects often answer “I don’t know” to
questions asked
• Memory loss for both recent and past events
• Sleep disorders
• Frequent vegetative symptoms
• High risk of suicide

Dementia
• Onset cannot be precisely dated
• Onset is sneaky with subtle symptoms
• Symptom progression is very slow
• Typically negative psychiatric history
• Patients complain little about
cognitive disorders but tend to hide
their shortfalls
• Affectivity is evanescent with
emotional disinhibition
• Social skills are conserved normally
• Frequently, symptoms worsen late in
the afternoon or early evening
• Compromised memory and attention
• The answers are often imprecise
• In orientation tests, patients confuse
familiar and unknown things
• Severe memory loss for recent events
(anterograde memory)
• Fatigue without drowsiness but with
restlessness or stiffness or cramps
• Absence of vegetative symptoms
• Lower risk of suicide

10.2 Case Presentation

10.2.1 Clinical History and Presentation

Ms. S.C., 72 years old, was referred to our outpatient clinic for a relapsing depressive
episode. She had a long history of major depressive disorder (MDD) and a family
history of depression (mother). She was treated for hypertension, but did not have
other diseases.

The patient has been known to the psychiatric services since 1973, when, aged
28, she was admitted to the psychiatric ward for the first time. On that occasion she
presented symptoms of a major depressive episode (MDE) and was treated with
non-referred antidepressants. The treatment resulted in full recovery and she did not
receive neither maintenance treatment nor psychotherapy. After this episode, she
described a few years of well-being. She relapsed three times from 1999 to 2007,
each one following a stressful life event (e.g., divorce, economic collapse, second
marriage). Every time, she fully recovered and interrupted the pharmacological
treatment. The episodes were always treated in outpatient services and never became
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so severe as to require admission to the psychiatric ward. From 2000 to 2007 the
patient had a weekly session of cognitive psychotherapy.

In 2007, aged 62 years, her second husband died. After the mourning, depressive
symptoms progressively worsened, and the patient contacted our psychiatric day
hospital. During this episode, she referred slight memory loss. After a year and a
half, neuropsychological tests resulted in range. Her mood worsened and she
underwent two further hospitalizations in 2009 and 2010.

From 2010 to the present, the patient has been treated with several medicaments
(antidepressants in association with atypical antipsychotics or mood stabilizers) and
with psychological therapy. Mood deflection, hypersomnia, apathy, ablution, lack of
initiative, and memory deficits remained rather constant.

Timeline of depression is reported in Fig. 10.1.
In January 2017, at the time of our first evaluation, the patient presented mood

deflection, emotional liability, apathy, anhedonia, memory deficits, and reduction of
daily functioning.

The patient had already been at our unit a few times in the previous 2 years.
However, the day she came to our building, she got lost and went to the dentist’s next
door, believing that she was sent there to treat some teeth problems. She had a paper
with the address, but was unable to reach the right place. She appeared confused and
not oriented, so the dentist called our service to understand what was going on. She
was then led to our service by a nurse and started to cry. She reported to have lost her
keys several times in the last few months and to forget very simple daily tasks. She
could not exactly refer her daily pharmacotherapy. She took 75 mg of clomipramine
every day, in addition to random antidepressants. She reported that she helped
herself to remember her daily medications by some notes she kept in the kitchen.
Hamilton Depression (HAM-D) Rating Scale showed a mild-moderate depression
(score ¼ 18), with prevalent deficits of mood deflection and anhedonic and anxious
sphere.

In day hospital she was treated with 50 mg of intravenous trazodone daily and
10 mg of vortioxetine daily. Her depressive symptoms partially decreased within
8 weeks and her HAM-D became 10. However, the patient remained sad, persistent
in her speech, amnesic, and unable to cope with her daily activities. She seemed to
have a global cognitive deficit.

10.2.2 Neuropsychological History and Previous Neuroimaging
Results

The onset of the first symptoms of memory loss is 2007. The result of the neuropsy-
chological evaluation was a “minimum cognitive deficit in amnesic-attentive
capacities that appears to be consequent to an affective disorder rather than a primary
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sign of neuro-progressive disease.” A second evaluation performed in 2008 did not
show cognitive deficits.

From 2009 to 2011, annual neuropsychological assessments revealed slight
fluctuating deficits, defined as “minimal cognitive deficits consequent to anxiety
and depression.”

In 2012, the patient was diagnosed with minimal cognitive impairment (MCI),
and the diagnosis was confirmed in the following 2 years.

The last neuropsychological evaluation was performed in 2014 and showed mild
diffused cognitive deficits, with a worsening in speech tasks. Results have been
ascribed to the patient’s depressive disease.

Timeline of neuropsychological evaluation is shown in Fig. 10.2.

Neuropsychological tests have shown over time a decrease in tests that relate
to selective attention, visual-spatial search capability, and memory. In this
chart, we have reported the most important deficitary tests

In association with neuropsychological evaluations, the patient underwent several
neuroimaging scans from 2007 to 2017.

In 2007 the brain RMN showed an expansion of the convexity liquor spaces, as
well as micro-involutive lesions of the periventricular white matter (WM).

Another brain RMN carried out in 2014 confirmed the same result. In 2009 the
brain SPECT resulted overall normal. In 2011 the brain RMN showed subcortical
and periventricular WM point intensities, especially in the bilateral frontal lobes.

In February 2017 the patient underwent neuropsychological tests again, which
showed “a multifocal cognitive decay.” This condition was again considered sec-
ondary to a depressive disorder. However, the neuropsychological performance
seemed to be more severe and spread to several other cognitive domains, so we

1973

Marital problems Divorce Marriage Husband death Solitude

1999 2000 2004 2007 20092010 2013 2017

Fig. 10.1 Depression timeline
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decided to perform a magnetic resonance imaging (MRI), a positron emission
tomography (PET), and a liquor examination. Results and pictures are reported in
images (Panel a and Panel b, Fig. 10.3).

10.2.3 Conclusions

In conclusion, the patient was diagnosed with “a moderate cognitive deficit of
probable primary degenerative nature, such as Alzheimer’s disease.” Moreover,
the neurologist suggested to introduce 5 mg of donepezil daily and to repeat
neuropsychological tests after 6 months.

This case describes the situation of a well-known patient with MDD who
presents, at some point of her life, different clinical features in her depression.
Until 2007 depressive episodes were characterized by mood deflection, apathy,
and anhedonia, but she responded to the antidepressant treatment, reaching full
recovery. The patient also experienced several years of well-being, without any
pharmacological treatment. In 2007, however, she experienced the onset of her
memory deficits, which, at the beginning, seemed to be ascribed to memory domain
and connected to mood deflection (depressive “pseudodementia”). These deficits,
however, did never remit and worsened over time. At this point, the
neuropsychologist supposed a cognitive deficit independent from depression
(MCI) (Fig. 10.4).

Fig. 10.2 Neuropsychological test results
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Fig. 10.3 (Panel a) T1-weighted sagittal image shows a moderate enlargement of the
sovratentorial cortical liquoral spaces. (Panel b) T1-weighted sagittal image shows white matter
hyperintensities, probably on vascular bases most expressed in the periventricular white matter.
(Panel c) FDG-PET shows areas of modest reduction of the fixation of the analogue of radiolabeled
glucose at the mesial regions of the temporal lobes of both sides, predominantly in the left one
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In the following years, the patient became amnesic and also unable to cope with
her daily activities. She experienced partial disorientation, and she easily lost objects
such as keys or forgot to take her medications correctly.

The doubt that the patient showed features of the onset of a degenerative disorder
(e.g., Alzheimer’s disease) was investigated, and the diagnosis of Alzheimer’s
dementia was made.

10.3 Literature Review

The described case focuses on the overlap between depression and major
neurocognitive disorder in the elderly population. Recent studies tried to determine
the relationship between these two diagnoses and comorbidity [31]. Evidence
generated different hypotheses. For example, Butters et al. found that depression
severity could impact on the threshold of the dementia onset [32], whereas other
authors considered dementia/cognitive impairment as features of depression [33] or
elderly depression as a prodromal phase of dementia [34]. On the other hand,
depression could be a reactive mood disorder due to cognitive decay [35], or the
two disorders could share the same risk factors and consequently present common
aspects [36–38]. This could justify the increased prevalence of both disorders in the
elderly population and their frequent comorbidity. Other potential links between
late-onset depression and dementia may be common vascular factors [39–41],
because depression has been associated with vascular risk factors and with

Fig. 10.4 Liquor examination shows an increase in the abovementioned proteins
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cerebrovascular lesions on neuroimaging [1, 42]. Nevertheless, the same vascular
lesions are observed in MRI/TC images of patients affected by mild cognitive
impairment.

The term “pseudodementia” was coined for the first time by Kiloh in 1961 [43] to
describe cases in which depressed patients closely mimed aspects typical of the
dementia spectrum. It underlines the overlap between elderly depression and demen-
tia. Dementia and “pseudodementia” share cognitive deficits (e.g., memory, lan-
guage, speech, executive functions), particularly during the acute phase or after
depression, when patients respond to treatment but not fully remit.

Even though performances in neuropsychological tests of depressed patients
show some specific characteristics (e.g., long reaction time, deficits spread in
different domains with variable severity, time fluctuation of performance), they
tend to underestimate their cognitive functioning; it is due to a lack of self-esteem.
On the other hand, patients with dementia have no insight of bad performances; they
tend to worsen in the same domains, to answer fast and spontaneously; and they
overestimate their memory and cognitive functioning. Awareness of memory deficits
also seems to be useful to distinguish between depression and mild cognitive
impairment (MCI) [44].

However, the main difference is the reversible nature of depressive
pseudodementia (the so-called “pseudo” component), whereas the cognitive pattern
in dementia tends to become increasingly worse during the following months and
years.

In any case, to date, pseudodementia has no diagnostic value and remains a
descriptive denomination to describe cognitive deficits observed in psychiatric
disorders, in particular in depressive disorders [45].

MCI is characterized by the presence of cognitive concerns, objective evidence of
impairment in one or more cognitive domains, preservation of independence in
functional abilities, and no dementia [46]. Substantially, the construct of MCI has
been considered as a transitional step between normal aging and dementia, for which
early preventive interventions may be possible [47]. Over time, this concept has been
widely revised; in fact MCI was introduced for the first time in 1988 by Reisberg and
colleagues, and it corresponded to stage 3 of the Global Deterioration Scale (GDS),
an evaluation scale which rates the dementia state [48]. Then, also the Clinical
Dementia Rating (CDR) scale became an instrument to quantify and to describe
both mild impairment and very early dementia. However, it has been realized that
none of the two rating scales alone could adequately characterize the subtle
differences between MCI and the early stage of dementia; indeed, in a study
conducted by Brodaty et al. subjects affected by MCI (as currently defined) could
be classified as GDS stages 2–3 and as showing a CDR of 0–0.5 [49].

Regarding the diagnostic criteria of MCI, they have been revised in a conference
of international experts on MCI [50, 51]. In fact patients with MCI have been
observed to be more memory impaired than the cognitively normal subjects, but to
present a lower memory impairment than subjects with dementia. However, other
(non-memory) cognitive performances only showed minimal alterations in MCI
spectrum [52].
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In any case, keeping in mind that MCI and dementia are different diagnostic
entities, it has been observed that only 16.5% of patients affected by MCI develop
dementia in about 12 months [52]. The remaining 83.5% do not progress to a
dementia status; so we should consider MCI and dementia as two different
diagnoses, in a possible context of continuum, where MCI may imply a further
development to dementia or it might imply stability or, unfortunately less com-
monly, improvement in their clinical symptoms. Consequent relevant clinical impli-
cation consists of the possibility of intervention only in the MCI phase in those
patients, who are destined to a progressive cognitive decline, with the medical aim of
decelerating or arresting further development.

Furthermore, many studies investigated this topic and showed that depression
significantly increases the risk for dementia and for prodromal phase of MCI [46, 48,
53]. Consequently, given this correlation, it may be important to understand whether
antidepressant treatment alone or combined with other regimens could positively
impact on cognition [54]. Finally, a close monitoring of elderly depression may be a
possible therapeutic tool for preventing or decelerating the development of
dementia.

Regarding the clinical-diagnostic gray area of pseudodementia, many years ago
Kaszniak [55] provided an important summary, which clarifies the difficult differen-
tiation between reversible cognitive deficits due to depression and dementia:

• Early signs of a pervasive developmental disorder can easily be confused with
cognitive alterations due to old age.

• Cognitive impairment represents a frequent sign of depressive clinical spectrum.
It can be severe enough to play a confusing role in the differential diagnosis
between dementia and depression.

• Signs of neurologic diseases, associated with progressive decline (i.e.,
Alzheimer’s or Parkinson’s disease), show many clinical aspects, which overlap
with depression.

• Dementia and depression can be in comorbidity.

Thus, we are not able to exactly address the mechanisms linking depression and
dementia, but all previous evidence supports the hypothesis that elderly depression
often accompanies cognitive impairment. An interesting study showed how late-life
depression quite often co-occurs with cognitive decline, but does not precede it [56].

Regarding the diagnostic pathway, according to recent literature, we underlined
the importance of instrumental diagnostic tests, such as CSF laboratory analysis
[27], imaging [26], or EEG [29]. In fact, since many clinical aspects could overlap,
these second-/third-line procedures could provide objective data, which could help
the diagnostic process. Thus imaging, CFS analysis and EEG are useful not only to
exclude other pathological presentations but also to recognize the diagnosis of
dementia, depression, or both.

Opinions about antidepressant pharmacotherapy in elderly people are not univo-
cal. Antidepressants (ADs) have been found to be protective against dementia
[57]. Moreover, AD therapy decreases the risk of developing depressive episodes
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associated with cognitive impairment. This pattern was found for both older and last
generations’ ADs [57]. This concept has been further supported in a study with
paroxetine, in which interaction between paroxetine and mitochondrial proteins
could play a neuroprotective role [58]. Also fluoxetine has shown to promote both
the proliferation and neuronal differentiation of neural stem cells and to have
protective effects against various neurodegenerative diseases [59]. Conversely,
some authors showed how antidepressant drugs were associated with an increased
risk of developing cognitive impairment [60]. Elsewhere, no significant differences
between AD treatment and posttrial cognitive functioning suggested cognitive
impairment resistance to ADs [61].

New therapeutic strategies for dementia have been widely investigated: they are
based on several blood peripheral markers in patients who have cognitive deficits,
which could play a causal role. For example, circadian rhythm alterations, immune
dysfunction, and/or oxidative stress, which are key pathologic processes involved in
depressive cognitive dysfunction and neurodegeneration, could be potential targets
for novel treatments [12]. Moreover, interventions on the monoaminergic system
(protagonist of the oxidative stress mechanism) could prevent neurodegeneration.
Obviously, these are only initial steps for a new treatment, but further research is
required to better understand how the cited pathways could impact on the physiopa-
thology of a depressive cognitive impairment/neurodegenerative cognitive decline.

Key Points

• Numerous epidemiological studies demonstrate how, in the next few years,
ageing population will reach a higher percentage (approximately 20%). This
will result in an increase of incidence and prevalence of progressive cognitive
deficits and geriatric depression.

• With the new DSM-5, the term “dementia”was replaced by the concept of “major
neurocognitive disorder.” The term dementia is still used, especially to classify
the various subtypes (i.e., dementia with Lewy bodies).

• Differential diagnosis is crucial with other disorders, which impair mental status
(i.e., delirium). Delirium symptoms could mirror those of dementia—often caus-
ing misdiagnosis, such as in the case of confusion, loss of orientation, and
memory impairment. However, many organic conditions typical of the elderly
(hydro-electrolyte alterations, thyroid dysfunction, or any infections) can simu-
late cognitive degeneration.

• In the differential diagnosis of the geriatric population, it is essential to monitor
blood tests and assumption of psychiatric and nonpsychiatric drugs. It is also
important to perform a computed tomography or a magnetic resonance imaging,
an electroencephalogram, and other second-level tests such as positron emission
tomography and cerebrospinal fluid analysis.

• Neurocognitive tests and history of symptoms progression can be useful to make
a differential diagnosis between dementia and cognitive deficits secondary to
depression.

• Dementia and depression can easily overlap and appear in comorbidity.
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• An element that differentiates depression from dementia is the rapid onset of
cognitive declines, associated with depressed mood. The depressed subject
appears aware of his cognitive symptoms and their severity. On the other side,
Alzheimer’s dementia progresses slowly, and the patient is unaware of the
severity of his deficits.

Self-Assessment Questionnaire

1. What is the most common type of dementia that shows an early onset, compared
to the others?
(A) Alzheimer’s disease
(B) Dementia with Lewy body
(C) Frontotemporal dementia
(D) Parkinson’s disease

2. Who has been coined for the first ever term “pseudodementia”?
(A) Kraepelin, 1880
(B) Kohl, 1961
(C) Babinski, 1900
(D) Perusini, 1930

3. What is the main difference between dementia and pseudodementia?
(A) The reversibility of pseudodementia after treatment.
(B) The reversibility of memory deficits in dementia patients.
(C) Mood disorders are more often associated with dementia than

pseudodementia.
(D) Antidepressants don’t have any effect in pseudodementia patients, compared

to dementia.
4. What, among these, is the cause that most frequently can simulate a delirium in

the geriatric population?
(A) Celiac disease
(B) Thyroid dysfunction
(C) Iron deficiency
(D) Cardiac alterations
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