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SUMMARY

We review the various functional cognitive disor-
ders (FCDs) – complaints about memory function
or another cognitive process in the absence of
relevant neuropathology. These are increasingly
coming to the attention of psychiatrists and neurol-
ogists and FCD encompasses some newly recog-
nised conditions in addition to classic types such
as pseudodementia and psychogenic amnesia.
The clinical features, neuropsychological findings
and treatment are presented and discussed.

LEARNING OBJECTIVES

After reading this article you will be able to:
• describe clinical features of FCD and how it dif-

fers from neurodegenerative causes of cogni-
tive impairment

• be able to subclassify cases of FCD using the
proposed nosology

• understand how to discuss the diagnosis with
the patient and explain how the symptoms arise.
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Functional cognitive disorder (FCD) denotes a com-
plaint about memory function or, less commonly,
another cognitive process in the absence of relevant
neuropathology and with evidence of inconsistency
between symptoms reported and signs identified at
assessment. The prototypical FCDs are dissociative
fugue and amnesia, but these account for only a
tiny proportion of people presenting with subjective
cognitive complaints. The relationship between such
subjective complaints and current or future demen-
tia is complex. A meta-analysis found that older
people (with a mean age of 71.6 years) with subject-
ive memory complaints are twice as likely to develop
dementia as those without SMCs over an average
follow-up period of nearly 5 years (Mitchell 2014).
However, a more recent 6-year follow-up study of
subjective memory complaints in 81 younger
patients (the mean age was 61 years) found that
86% were stable or improved (Hessen 2017).

Other follow-up studies have demonstrated similar
rates of stability, with low rates of progression to
neurodegenerative disorders (Vestberg 2010). In a
large study of cognitively well older people, it was
reduced awareness of memory impairment that pre-
dicted near-term onset of dementia (Wilson et al
2015). Indeed, there is only a small association
between subjective report and objective cognitive
performance, and it is weaker than the link
between subjective report and affect (Burmester
2016). Given that other functional neurological dis-
orders can be comorbid with an underlying neurode-
generative condition – so-called functional overlay –
it would not be surprising for an FCD to occur in the
context of prodromal dementia or, increasingly, for
it to be triggered by the identification of dementia
biomarkers such as being positive for APOE. In
the absence of relevant evidence, this remains a
conjecture.
With the expansion of diagnostic memory clinics

over the past decade, increasing numbers of people
with FCD are being identified, which reflects greater
numbers of patients attending without neurodegen-
erative conditions (Larner 2014). According to
studies in the UK and the USA, between 33 and
56% of persons assessed in memory clinics are diag-
nosed as ‘normal’ or ‘no cognitive disorder’
(Pennington 2015). It is as yet unclear how to con-
ceptualise and manage this group of patients. Most
are discharged back to primary care without a
diagnosis or are given the placeholder label of mild
cognitive impairment (MCI), which, we should
emphasise, is not a synonym for FCD. Although evi-
dence-based interventions for the disorder are
lacking, there are some findings to suggest that
strategies that focus on expectations, cognitive
restructuring or psychoeducation may be helpful
(Metternich 2010; Bhome 2018). However, such
interventions are generally not available in diagnos-
tic memory clinics: 73% of memory service psychia-
trists surveyed in the UK in 2015 discharged
patients with functional disorders of memory to
primary care and among those who did offer treat-
ment for FCD there was no agreement on what was
appropriate (Bailey 2017). Here, we provide an up
to date summary of research into the nosology, diag-
nostic criteria, aetiology, causal mechanisms and
management of this emerging clinical conundrum.
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Nosology
Before discussing a proposed nosology for FCD it is
worthwhile noting the multitude of terms used by
cognitive neurologists and psychiatrists to describe
the condition. Examples of these are listed in Box 1.
Some terms seem to minimise and normalise the
state, whereas others posit an underlying cause. The
condition is not well captured in ICD-10 (World
Health Organization 1992), which largely empha-
sises dissociative fugue and amnesia to the exclusion
of other forms of the disorder. DSM-5 (American
Psychiatric Association 2013) distinguishes between
dissociative amnesia and other functional neuro-
logical disorders, which would include some of the
categories described below. DSM-5 has now
removed the need for a prior trauma or stressor
from the diagnostic criteria, given that this is not
always found and emphasises inconsistency between
presentation and signs elicited on examination.
Given this lack of order, Stone et al (2015) pro-

posed a nosology of FCD. They described six over-
lapping categories:

1 memory symptoms in the context of anxiety/
depression

2 normal memory lapses that become a focus of
concern to the patient

3 isolated functional memory complaints that go
beyond normal lapses but cannot be accounted
for by anxiety/depression

4 hypochondriacal disorder with dementia as the
focus

5 memory symptoms in the context of another func-
tional disorder

6 retrograde dissociative ‘psychogenic’ amnesia.

An addition to this list might be the recently
described behavioural-variant frontotemporal
dementia (bvFTD) phenocopy syndrome. This syn-
drome presents with the clinical symptoms and
signs of bvFTD but structural and functional
imaging are normal (Kipps 2009) and there is an
absence of progression, even up to 21 years after
diagnosis (Devenney 2018). While it is increasingly
accepted that this is not a neurodegenerative condi-
tion, it is unclear exactly where this disorder sits in
our nosology and it likely arises through a mechan-
ism distinct from the functional cognitive disorders.

Category 1: memory symptoms in the context of
anxiety/depression
Memory symptoms and difficulty with concentration
are commonly reported in anxiety and depression
and are part of the diagnostic criteria. There is a
recall bias such that positive memories are less
readily accessed, and subtle deficits of attention
and executive functioning are found on neuro-
psychological testing: impaired set-shifting and
verbal fluency are the most common findings
(Rock 2014). A systematic review conducted by
Hasselbalch et al (2011) demonstrated that the
executive and attentional dysfunction persists after
remission of the depressed mood, leading the
review authors to argue that cognitive impairment
is an intrinsic component of depression and not
merely an epiphenomenon. Indeed, cognitive dys-
function may adversely affect occupational perform-
ance more than the depressed mood (McIntyre
2015). Drug manufacturers have identified this too
and recent studies of the antidepressant vortioxetine
suggest that the drug significantly improves cogni-
tive functioning across a range of domains compared
with placebo and citalopram, independent of its
impact on mood (McIntyre 2016).

Pseudodementias

On occasion, memory symptoms dominate the
picture and present as pseudodementia, a term
first employed by Wernicke to describe ‘a chronic
hysterical state mimicking mental weakness’
(quoted in Berrios 1996: p. 190). Depressive,
manic and anxious-type pseudodementias have
been described. The depressive form is the most
common; indeed, it is almost synonymous with the
term pseudodementia. It is usually distinguished
from dementia by a precisely dated onset with
rapid deterioration and reduced effort on bedside
and formal testing of cognition: the classic ‘I don’t
know’ responses described by Wells (1979).
Lishman (1978: p. 572) described such patients in
the following terms: ‘[they are] slow to grasp essen-
tials, thinking is laboured and behaviour becomes

BOX 1 Terminology

Terms used in the clinic and in research to describe com-
plaints about memory function or another cognitive process
in the absence of relevant neuropathology include:

• functional cognitive disorder (FCD)

• cognitive impairment secondary to complex psycho-
logical processes

• attentional amnestic disorder

• subjective memory impairment

• hypochondriasis

• worried well

• age-related forgetfulness

• functional memory symptoms (Stone 2015)

• functional memory disorder (Schmidtke 2008)

• cogniform disorder (Delis 2007)
(Bailey et al 2017)
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generally slipshod and inefficient. Events fail to
register, either through lack of ability to attend
and concentrate or on account of […] inner preoccu-
pations’. The concept of depressive pseudodementia
has been criticised on the grounds that it is poorly
defined and late-onset depression often heralds a
subsequent neurodegenerative dementia, so may
not be pseudo at all (Saez-Fonseca 2007). It cer-
tainly carries a poor prognosis and high mortality
rate. Nevertheless, the ‘pseudo’ component captures
the potential for recovery and absence of neurode-
generation (Sachdev 2003) more succinctly than
modern terms such as depression-executive dysfunc-
tion syndrome. These matters are beyond the scope
of this article, but the point to bear in mind is that
depressive pseudodementia is an at least partially
reversible cause of cognitive impairment, so should
be identified and treated in its own right, whatever
the future holds.
Patients withmanic pseudodementia are distracti-

ble to the point that they cannot even follow their
own train of thought. Severe inattention masquer-
ades as delirium, producing disorientation, disorga-
nised thinking, hallucinations, delusions and
dysphoria suggestive of gross cognitive impairment.
Occasionally, obsessive ruminations are so severe
the sufferer cannot attend to anything else, leading
to self-neglect and apparent memory loss. Usually
in both manic and obsessive cases, the patient’s psy-
chiatric history and a thoroughmental state examin-
ation should alert the clinician to the presence of
associated symptoms and signs. However, it
should be noted that bipolar disorder can be both
a risk factor for, and a mimic of, frontotemporal
dementia (Gambogi 2018).
Malingering and factitious disorder are potential

mimics of pseudodementia, particularly in the
medico-legal setting, but will not be discussed further
here. Dissociative amnesia has sometimes been classi-
fied as a non-depressive pseudodementia, but Stone
et al (2015) include it as a separate category: retro-
grade dissociative ‘psychogenic’ amnesia (see below).

Category 2: normal memory lapses that become a
focus of concern
Memory lapses are entirely normal phenomena and
occur surprisingly frequently in healthy control popu-
lations. For instance, clinicians managing FCD often
show patients normative data on forgetfulness to
highlight the frequency and severity of such lapses.
One of us (N.P.) cites evidence about so-called flash-
bulb memories, episodes so dramatic they are appar-
ently seared in the mind. Even these are prone to
significant errors and frank misremembering.
Psychologists studied these at the time of the space
shuttle Challenger explosion by interviewing study

participants within 24 h of the disaster. In 25% of
participants not one detail of the original experience
was remembered correctly 2.5 years later. On
average, fewer than half the original details were
reported accurately at this follow-up interview
(Neisser 1992). The increased attention on dementia
frompoliticians and themedia likelymakes a number
of people overly concerned about normal lapses,
especially where direct experience of dementia, its
frightening implications for an increasingly valued
autonomy and the inexorable rise of the knowledge
economy make these particularly salient.

Category 3: isolated memory complaints without
anxiety/depression
Isolated memory complaints are probably the most
common presentation to be referred to secondary
care. They present a challenge because the lack of
associated features requires a new explanatory
model that enables practitioners to explain how
the symptoms arise that does not involve a causal
role for mood and health anxiety. These patients
complain of significant problems that have an
impact on their social and occupational functioning
but are incongruent with objective testing, although
some impairment may be found. The degree of
impairment required for a diagnosis of FCD is as
yet unsettled. Some researchers insist that no
impairment on formal neuropsychological testing
should be evident, whereas others allow a decline
of less than 1.5 s.d. from expected functioning
(Schmidtke 2008). A mild degree of anxiety and/
or depression is frequently reported but this does
not meet the threshold for a formal diagnosis of
affective disorder, is inadequate as an explanation
for the severity of symptoms reported and patients
are not overtly hypochondriacal.
Berrios et al (2000) identified two clinically recog-

nisable subgroups from 49 patients who attended a
memory clinic in the UK. They found no biomedical
or neuropsychological abnormality, nor any ICD-10
psychiatric diagnosis. Twenty-two of the patients
were classed as having ‘functional cognitive disor-
ganisation’. Mainly women, these individuals typic-
ally had low educational attainment, a pattern of
short-lived relationships and described a life event
triggering their memory complaint. They had a
stronger tendency for dissociation and less anxiety
than the remaining 27 patients, who were predomin-
antly younger, bright, well-educated, perfectionistic
menwho displayed ‘covert, over-controlled anxiety’.
This second group complained of impaired autobio-
graphical and semantic memory and the authors
classed them as suffering ‘mnestic hypochondria’.
However, they were not diagnosed with hypochon-
driacal disorder, as that diagnosis involves
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misinterpretation of, and preoccupation with,
somatic symptoms only. In our nosology, Berrios
et al’s mnestic hypochondria cases probably fall
into the next category.

Category 4: hypochondriacal disorder with
dementia as the focus
An established hypochondriacal disorder focused on
dementia is discussed infrequently in the literature
and is uncommon in clinical practice. However,
the fear of developing dementia is highly prevalent
among people in middle and early old age (Kessler
2012). Whereas patients with a different primary
anxiety disorder and cognitive symptoms tend not
to dwell excessively on a specific diagnosis, the
thoughts of these hypochondriacal patients (so-
called ‘dementia worry’) are dominated by the pro-
spect of dementia, and each memory lapse only
serves to confirm their fears. As in other hypochon-
driacal disorders, individuals often spend an exces-
sive amount of time reading about the dreaded
condition, request expensive, even invasive, investi-
gations and seek reassurance from carers and pro-
fessionals, which gives only transient relief but
positively reinforces the reassurance-seeking
behaviour.

Category 5: memory symptoms in the context of
another functional disorder
Impaired memory and concentration with word-
finding difficulties are frequent complaints in all
functional disorders (Teodoro 2018). They are a
core feature in chronic fatigue syndrome and fibro-
myalgia (Wessely 1999) and occur in around 50%
of those with functional movement disorder
(Heintz 2013). There is a striking similarity in the
descriptions given by those with pure FCD and in
these other functional groups, leading some to
argue for a common causal mechanism (see below).

Category 6: retrograde dissociative ‘psychogenic’
amnesia
Psychogenic amnesia is the sudden loss of autobio-
graphical memories, presumed to be a response to
or defence against an overwhelming psychological
stressor. It is such a striking and dramatic phenom-
enon that it captures the imagination of clinicians
and novelists alike, dominating, perhaps unhelp-
fully, theoretical thinking on FCD generally.
Harrison et al (2017) recently proposed three dis-
tinct subtypes based on 53 patients presenting to
St Thomas’ Hospital, London, between 1990 and
2008, representing the largest case series to date of
this rare condition. These subtypes, described in
Box 2, are fugue state, focal retrograde amnesia
and memory gaps. Interestingly, the patients

ranged in age from early 20s to mid-60s and three-
quarters of them were men. Their psychogenic
amnesia was often preceded by a major stressor in
conjunction with a history of depression and a
recent or previous minor neurological event, such
as mild head injury or migraine. A significant
number of patients transitioned from fugue into
focal retrograde amnesia.

Assessment
Patients presenting with complaints about memory
function require standard psychiatric and neuro-
logical history and examination, as for any patient
presenting with cognitive symptoms. We are here
only concerned with signs and symptoms that
point to FCD. It should be emphasised that these
conditions are not diagnoses of exclusion but have
positive symptoms and signs that should become
well-known to clinicians working in memory
clinics, liaison psychiatry, neurology and neuro-
psychiatric settings. The issue of special investiga-
tions will be addressed below.
Typical complaints described by those with FCD

include forgetting an intended action while on the
way to carry it out, inability to recall well-founded
memories (such as PIN numbers), disruptions in
the flow of thoughts and conversations, spooner-
isms, and forgetting future tasks and appointments
(Schmidtke 2008). Others have described tip-of-
the-tongue phenomena: the inability to retrieve a
word or fact, with subjective awareness that it is
‘nearly there’. Patients often report having forgotten
names of colleagues, where they parked their car,
what occurred during a journey, or an apparently
important piece of autobiography, such as a recent
holiday or significant family event. These can inter-
fere with usual activities of daily living and

BOX 2 Subtypes of psychogenic amnesia

Fugue state: sudden and complete autobiographical
amnesia and loss of personal identity, with or without a
period of wandering. Fugues tend to last a few days only
but residual amnesia for the period of the fugue often
persists.

Focal retrograde amnesia: following minor head injury or
neurological event there develops a sudden and prolonged
amnesia for autobiographical memories with a reversed
temporal gradient, i.e. recall for early life is worse than for
recent events.

Memory gaps: discrete ‘islands’ of amnesia for autobio-
graphical memory associated with a specific psychosocial
stressor or trauma, which can last from hours to weeks.
Some report multiple amnesic gaps.

(Harrison et al 2017)
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performance at work. There is usually a discrepancy
between the severity of the complaints and ability to
function in day-to-day life, however.
A hallmark of all functional disorders is the pres-

ence of internal and external inconsistencies and
incongruities, and these should be elicited in patients
complaining of cognitive symptoms in exactly the
same way as for a functional motor or seizure dis-
order. In the context of FCD, an internal incongruity
would be the ability to describe an episode of
memory loss in great detail, cognitive symptoms
that come and go according the patient’s circum-
stances, and a high burden of subjective cognitive
difficulties that have not been noticed by family or
co-workers. External incongruities include object-
ively normal performance on cognitive tests that
would be reliably abnormal in people with dementia.
Arguably, this is less reliable than the internal incon-
gruities described above because, although normal
performance on standard neuropsychometric instru-
ments has been shown for FCDs at the group level, at
the individual level people with FCD can underper-
form on cognitive testing for a variety of reasons.
A number of clinical signs have been described

that point towards the diagnosis of functional cogni-
tive disorder in memory clinic settings (Bailey
2018), and these are outlined in Box 3. Reuber
et al (2018) operationalised these features into a
‘diagnostic scoring aid’, which in a pilot study was
able to distinguish patients with neurodegenerative
dementias from those with FCDs with a sensitivity
of 86.7% and a specificity of 100%.
These signs and symptoms are most typical of cat-

egories 1–5 above. The memory complaints

described by those with psychogenic amnesia are
more pervasive and profound, while those with
pseudodementia may not spontaneously complain
of any cognitive difficulty at all but, because of
apathy and amotivation, respond to questions by
saying ‘I don’t know’ (Wells 1979). To ensure that
an atypical presentation of Alzheimer’s disease,
which occurs more commonly in younger-onset
patients, is not being missed (Koedam 2010) the
neurological examination should include tests for
apraxia, such as mimicking use of a tool and
copying meaningless hand gestures.

Neuropsychological assessment
There is no specific pattern of impairment on neuro-
psychological testing, and underperformance may
be attributable to over-anxiety or apathy observed
by the assessor.Wakefield and colleagues compared
neuropsychological test performance of healthy con-
trols with that of people with FCD or amnestic MCI
(Wakefield 2018). Although those with FCD
scored normally on memory tests, their performance
on letter fluency and digit cancellation tasks was not
significantly different from those with amnestic MCI.
The implications of this finding are unclear, but
these tasks might be more susceptible to subtle
decrements in attention in FCD that persist even in
the calm testing environment.
Teodoro et al (2018) recently performed a system-

atic review of cognitive symptoms and neuropsycho-
logical findings in fibromyalgia, chronic fatigue
syndrome and non-cognitive functional neurological
disorders, a group corresponding to FCD category 5
(memory symptoms in the context of another func-
tional disorder) in the classification shown above.
Importantly, the published literature does not
show consistent deficits on tests of memory and
other domains typically implicated in neurodegen-
erative dementias. However, there was a tendency
for people with these conditions to show poor select-
ive and divided attention, with slowed processing
speed (Teodoro 2018). The authors proposed that
functional memory complaints generally are under-
pinned by a lack of attentional reserve, which
could increase susceptibility to distraction and
slow down information processing. This, combined
with memory perfectionism, the overinterpretation
of memory lapses and heightened self-monitoring
for cognitive errors, might disproportionately
disrupt real-life multi-tasking while being difficult
to assess on standard neuropsychological testing.
Of note, they also identified that only a small propor-
tion of patients failed validity testing, so these tests
must be interpreted with extreme caution and are
an unreliable guide to diagnosis.

BOX 3 Clinical signs suggesting a diagnosis of
functional cognitive disorder

The following clinical signs point towards the diagnosis of
functional cognitive disorder in memory clinic settings:

• attending alone

• the ability to provide detailed answers about previous
memory failures and personal history

• responding appropriately to compound questions

• answering quickly and loquaciously

• not turning the head to a companion (if present) when
providing details

• the patient being more worried than others about the
problem

• referring back to earlier answers given over the course of
the interview (‘as I said before’).

• ‘memory perfectionism’: frustration with lapses that
others would consider relatively trivial

(Pennington et al 2015; Bailey et al 2018)
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Harrison et al (2017) showed that psychogenic
functional amnesia is associated with impaired
verbal fluency and a flat or reverse temporal gradi-
ent (a flat gradient occurring only in fugue states)
for personal semantic facts and episodic memories
that at least partially recovers over time. However,
they found no difference between individuals with
psychogenic amnesia and both normal and neuro-
logical controls on anterograde memory tests.
Nevertheless, the psychogenic amnesia group did
show improved scores on those tests after the acute
phase of the episode ended. The most important fea-
tures pointing to psychogenic rather than neuro-
logical amnesia were: loss of personal identity; the
presence of depression; inability to recognise
family; interpersonal difficulties; financial or
employment problems; previous diagnosis of post-
traumatic stress disorder; and, interestingly, a
history of head injury. Kopelman (2000) has
argued that a major psychosocial stressor combined
with depressed mood and previous experience of a
brief amnesia, such as occurs in minor head injury,
could cause ‘frontal’ inhibition of autobiographical
memory retrieval processes.

Biomedical investigations
The extent to which the symptoms of FCD overlap
with those of organic disorders is unknown. Most
organic differentials, for example endocrine disor-
ders and sleep apnoea, can be excluded by careful
history-taking and targeted investigations such as
blood tests and polysomnography. There are no
imaging or biomarker tests that can confirm a diag-
nosis of FCD. The utility of these tests is in ruling out
organic mimics, notwithstanding the inherent lim-
itations of structural imaging in confirming the
common dementia subtypes. Although some
authors stress the importance of performing ‘rule
out’ tests (Pennington 2015), in our opinion there
is no requirement to perform cranial imaging
where a diagnosis of FCD can be made confidently
on clinical grounds.

Mechanism
The precise mechanism for the impairments
described in FCD is unknown. However, Teodoro
et al (2018) recently proposed a causal mechanism
for cognitive symptoms in all functional somatic syn-
dromes (e.g. chronic fatigue syndrome, fibromyal-
gia, functional neurological disorder) that is likely
to be applicable to FCD generally, although the
details may differ for memory and concentration dif-
ficulties linked to anxiety/depression and the pseu-
dodementias. As poor selective and divided
attention and slowed information processing are
described in all functional cognitive syndromes, a

vulnerability to distraction might impair memory
registration, leading to difficulty with later recall.
They argue that memory perfectionism, with an
excessive self-monitoring for cognitive errors and
memory lapses (indeed, an excessive attention direc-
ted towards somatic symptoms of all types), is com-
pounded by catastrophic thinking that then drives
reassurance- and help-seeking.
Teodoro and colleagues propose that a key step in

the development of FCD is a switch from an auto-
matic (or implicit) to a controlled (or explicit)
mode of cognitive processing (Teodoro 2018). This
hypothesis has previously been elucidated with
respect to functional movement disorders.
Controlled processes are significantly less efficient
and associated with a greater degree of conscious
effort. Such a mechanism might explain why
people with chronic fatigue syndrome report a
heightened perception of effort when undertaking
neuropsychological assessment. A heightened per-
ception of cognitive effort may also contribute to
the experience of illness, because of the extreme
effort invested in routine daily tasks.

Treatment

Explanation and reassurance
As with all functional neurological disorders, a
mainstay of treatment is to carefully explain to the
patients what they have, what has been excluded
and how you arrived at the diagnosis (Stone
2011). It is useful to focus on the mechanism by
which symptoms arise and discuss any remediable
maintaining factors. It is important to take the
patient’s symptoms and suffering seriously and to
assure them that they are believed, but also to
emphasise that the condition is common, reversible
and can be managed through self-help strategies.
Although it is useful to discuss the role of mood
and anxiety, make sure not to ‘explain away’ all
the cognitive symptoms as ‘just’ depression,
because it is likely that the patient will have heard
this many times before from other clinicians.
Expect resistance to such a suggestion. However, if
the person is taken seriously, they may in time
acknowledge greater depression and anxiety than
admitted initially. Neuroimaging and neuropsycho-
metric results need to be discussed, which can com-
plicate matters when an incidental finding is
discovered, or neuropsychology reveals blanket
impairments and failed validity testing.

Memory training and expectancy modification/
change
Specific psychological treatment of FCD has usually
been separated into two strands: memory training
and expectancy modification. Memory-training

Functional cognitive disorders
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strategies include such techniques as ‘the method
of loci’ (e.g. memory palaces and such-like).
Metternich et al (2010) reviewed 14 non-pharmaco-
logical interventions for people with FCD lacking
objective impairment on neuropsychological tests
and found that the only intervention to improve par-
ticipants’ subjective experience of impaired memory
was, in their terms, ‘expectancy change’. One of the
interventions reviewed was their pilot randomised
controlled trial of 13 sessions of group cognitive–
behavioural therapy (CBT) intended to encourage
such change (Metternich 2008). This found that
patients in the treatment group had significantly
increased memory-related self-efficacy at the end of
the intervention and at 6-month follow-up.
‘Expectancy change’ interventions aim to alter

patients’ beliefs and attitudes about their own
memory through the use of various combinations
of cognitive restructuring, psychoeducation about
normal memory processes and ageing and the rela-
tionships between memory, stress and mood, and
the teaching of stress-management techniques.
Expectancy change forms the basis of a brief psycho-
logical group intervention run by two of us (S.C. and
N.P.). In the early stages, we counter memory per-
fectionism (Pennington 2015) by discussing
normal memory lapses and rates of forgetting
found in young healthy people and also highlight
the role of ‘secondary suffering’ – the loss of valued
activities and roles owing to preoccupation with
the problem. Using a cognitive–behavioural frame-
work, strongly influenced by ideas from acceptance
and commitment therapy (a type of CBT), we aim
to increase individuals’ awareness of the relation-
ships between their memory lapses, their thoughts
and beliefs about their memory, their feelings and
their behavioural responses. It posits that the
problem is not only that they experience memory
lapses (‘primary suffering’), but also that their
thoughts, behaviours and feelings in response to
these lapses can create ‘secondary suffering’ in
their lives.

Medication
Psychopharmacology has a very limited role in
treating FCD. If significant depression and/or
anxiety is found, it should be treated appropriately.
Given the alleged potential benefits of vortioxetine
for cognitive symptoms in depressive disorders
(McIntyre 2016), N.P. has trialled its use in patients
with FCD and comorbid depression but without any
dramatic successes.

Abreaction for dissociative amnesia
Abreaction, which involves interviewing individuals
under the influence of a drug, has a place in

psychiatric folklore as particularly beneficial for dis-
sociative amnesias, and a systematic review (Poole
2010) found that 88% of treated patients did
improve. However, it is likely this figure is heavily
influenced by publication bias and abreaction is
now rarely, if ever, attempted with such patients.
Most people with dissociative amnesia will, in
time, recover spontaneously (Harrison 2017).
They should probably be followed up by psychiatric
services until they do, because significant psycho-
logical and social stressors are likely to come to
light over time, so premature discharge may lead
general practitioners to refer unnecessarily for
further investigations; also, mental health profes-
sionals can usefully guide the patient back towards
independence.

Conclusions
Functional cognitive disorder, which is characterised
by absence of neuropathology in the presence of
inconsistency between complaints about memory
problems and signs elicited on examination, is a
common condition that psychiatrists will
increasingly encounter as populations age and
employment becomes ever more cognitively demand-
ing. It remains poorly classified in diagnostic
manuals, but the variety of functional cognitive disor-
ders is reasonably well understood by clinicians.
Nevertheless, we remain uncertain about prognosis,
and treatments, both psychological and pharmaco-
logical, need to be developed and studied to reduce
the burden on patients and healthcare systems.
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MCQs
Select the single best option for each question stem

1 Functional cognitive disorder (FCD) is:
a another name for mild cognitive impairment

(MCI)
b a form of malingering
c always caused by depression and/or anxiety
d a common presentation at memory clinics
e an early sign of dementia.

2 Psychogenic amnesia is:
a the most common form of FCD
b always preceded by a fugue state
c more common in males than females
d caused by minor head injury
e identified by having a clear temporal gradient for

autobiographical memory.

3 Patients with FCD:
a generally bring their partner/relative/friend to

clinic appointments
b look to their partner/relative/friend to answer

questions for them
c need cranial CT or MRI scans to exclude a

neurological diagnosis
d just require reassurance
e can be reliably identified by how they answer

questions about their memory/cognitive
functioning.

4 For patients presenting with suspected FCD,
neuropsychological assessment:

a is essential in all cases
b always shows no abnormality

c reveals a distinctive pattern of impairment
d often demonstrates poor selective and divided

attention
e should be ignored when discussing diagnosis

with the patient.

5 Treatment of FCD:
a starts with an antidepressant
b aims to modify expectations and memory

perfectionism
c teaches patients memory-training strategies
d by means of group CBT focuses on the primary

suffering of memory failure
e is best left to specialists.
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