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A 33-year-old man with memory gaps: a case study  
of a patient with suspected Fahr’s disease

Jakub Michał Kucharski, Marta Demkow – Jania, Anna Klimkiewicz

Abstract:
Memory disturbances are observed across various psychiatric disorders and can occasionally occur in healthy 
individuals. These disturbances can affect different memory components and can manifest with varying de-
grees of severity. In some cases, memory gaps are filled with untrue memories. Differential diagnosis of mem-
ory impairments requires consideration of both psychiatric conditions (e.g., dementia, ADHD) and neurologi-
cal disorders (e.g. brain damage in the hippocampal regions). This paper presents the case of a 33-year-old 
man who sought treatment at a Psychiatric Outpatient Clinic due to low mood, anxiety attacks, and memory 
problems. Initially, he was diagnosed with mixed anxiety and depressive disorder. However, during the diag-
nostic process, the patient revealed other atypical symptoms, including episodic memory gaps, false mem-
ories of brain surgery, and thought content disturbances. The differential diagnosis included, among others, 
Fahr’s disease. Numerous examinations and neuropsychological testing finally led to the appropriate diag-
nosis—personality disorder and panic disorder. This case highlights the importance of collaboration between 
psychiatrists and clinical psychologists in the diagnostic process. Additionally, it draws attention to the possi-
bility of atypical clinical presentations of disorders.

personality disorders; Fahr’s syndrome; memory disturbances

INTRODUCTION

Accurate diagnosis and the selection of the most 
appropriate treatment often require close collab-
oration between psychiatrists and clinical psy-
chologists. Their complementary skills and di-
verse diagnostic tools enable a comprehensive 
assessment of the patient’s condition, ensur-
ing adequate care. This is particularly critical 
when the clinical situation is ambiguous, and 
the symptoms do not form typical psychopath-
ological syndromes. Such was the case for the 
patient whose history is the subject of this paper.

The aim of presented case is to highlight how 
psychopathological symptoms, seemingly stem-
ming from distinct domains, can result from de-
compensation within severe personality disor-
der. Moreover, it underscores the importance 
of teamwork between psychiatrists and clinical 
psychologists in the diagnostic process.

Memory impairment manifests as a feature in 
various clinical conditions for example: demen-
tia, depression, anxiety disorders, head trauma, 
human immunodeficiency virus (HIV) infection, 
neurosyphilis, vitamin deficiencies, thyroid dis-
eases, and the effects of pharmacological agents 
on cognitive functions [1,2]. A comprehensive 
assessment of symptoms necessitates a thorough 
psychiatric and physical examination (including 
a neurological evaluation), as well as laborato-
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ry tests, neuroimaging, neuropsychological as-
sessments, and, in some cases, genetic testing.

Currently, there are no definitive diagnos-
tic standards for early-onset memory disorders. 
However, DSM-5 and ICD-11 present diagnostic 
criteria for Major Neurocognitive Disorder, which 
corresponds to dementia. According to DSM-5, 
the diagnosis requires substantial impairment 
to be present in one or more cognitive domains 
(usually more). The impairment must be suffi-
cient to interfere with independence in everyday 
activities [7]. On the other hand, ICD-11 requires 
marked impairment in two or more cognitive do-
mains. Additionally, cognitive decline must not 
be attributable to normal aging [8].

The diagnosis of personality disorders is like-
wise a complex process. According to dimen-
sional-categorical approach, it requires an eval-
uation of the degree of functional impairment 
and an assessment of pathological personality 
traits.[3,4,5) Psychometric tools, such as the Lev-
el of Personality Functioning Scale–Brief Form 2.0 or 
The Personality Inventory for DSM-5, may be use-
ful in establishing an accurate diagnosis.

DSM-5 criteria for personality disorder include 
an enduring pattern of inner experience and be-
havior that deviates markedly from the expec-
tations of the individual’s culture. This pattern 
must be manifested in two (or more) of the fol-
lowing areas: cognition, affectivity, interperson-
al functioning, or impulse control. The pattern 
must be inflexible and pervasive across a broad 
range of personal and social situations; it must 
lead to clinically significant distress or impair-
ment in social, occupational, or other important 
areas of functioning. Additionally, the pattern 
must be stable and of long duration, with its on-
set traceable back at least to adolescence or ear-
ly adulthood [7]. ICD-11 criteria emphasize that 
personality disorder is characterized by prob-
lems in functioning of aspects of the self and/
or interpersonal dysfunction. The disturbance 
must manifest in patterns of cognition, emotion-
al experience, emotional expression, and behav-
ior that are maladaptive, and it may be consist-
ently evoked by particular types of circumstanc-
es and not others [8].

CASE REPORT

The sources of information about the patient 
used in this case study included: psychiatric ex-
amination results, psychological tests, biochem-
ical tests, imaging studies, outpatient clinic re-
cords, hospital treatment records, diagnostic in-
terviews with the patient and his family and 
electroencephalography results.

A 33-year-old patient, presented to the Psychi-
atric Outpatient Clinic due to a six-month his-
tory of low mood and diminished drive. A few 
days prior to his visit, he experienced his first-
ever panic attack, which prompted him to seek 
help. The panic attack occurred after a stressful 
conversation with his partner regarding raising 
a mortgage for an apartment. The patient denied 
any other significant events which could contrib-
ute to his deteriorating mental condition.

During the outpatient assessment, the pa-
tient was oriented in person, place, and time. 
He spontaneously engaged in coherent verbal 
communication and exhibited calm, appropri-
ate behavior. He reported intensified symptoms, 
including anxiety, anergia, anhedonia, and in-
creased tearfulness. He reported a single panic 
attack accompanied by strong vegetative symp-
toms, such as heart palpitations and dyspnea. 
He also reported concentration difficulties, trou-
bles falling asleep, and nightmares. His partner 
noted a gradual withdrawal from social life over 
the past two years. The patient denied suicid-
al thoughts, attempts, or self-harm but admit-
ted to fleeting resignation thoughts. Addition-
ally, he reported episodic memory difficulties, 
such as an inability to recall details about meet-
ing his wife for the first time or their engage-
ment. No psychotic symptoms or abnormalities 
of the form of thinking were observed. He de-
nied any history of elevated mood.

The patient had a history of psychiatric treat-
ment for school phobia during adolescence, with 
good response to fluoxetine. Since then, he had 
not been under psychiatric care or on psycho-
tropic medication. He had never received psy-
chotherapy. Approximately seven years earli-
er he reported surgery for a frontal lobe glioma 
but was unable to provide details or medical re-
cords related to the treatment. He denied other 
somatic conditions, including epilepsy, menin-
gitis, or Lyme disease. Routine blood tests (com-



	 A 33-year-old man with memory gaps: a case study of a patient with suspected Fahr’s disease	 91

Archives of Psychiatry and Psychotherapy, 2025; 3: 89–96

plete blood count, C-reactive protein, TSH, elec-
trolytes, glucose, lipid profile, liver and kidney 
function parameters, folate and B12 levels) re-
vealed no abnormalities. His physical and neu-
rological examinations were also unremarkable.

The 33-year-old reported no alcohol consump-
tion, occasional smoking, and no use of psycho-
active substances. He had no criminal history. 
The patient had a high school education but 
stated he chose not to take his final exams. He 
worked as a part-time taxi driver and assisted 
his father in running a cleaning business. Mar-
ried for two years and childless, he described his 
wife as supportive and their marriage as hap-
py. He had positive memories of his upbringing 
and maintained close relationships with his par-
ents and sister. He reported never experiencing 
any form of abuse. The family history revealed 
his mother had been treated for mixed anxiety 
and depressive disorder, his maternal uncle had 
a history of alcohol dependence, and his grand-
father’s sister had schizophrenia. Otherwise, the 
family psychiatric history was unremarkable.

At the Psychiatric Outpatient Clinic, the pa-
tient was diagnosed with mixed anxiety and de-
pressive disorder. He was prescribed sertraline, 
titrated to 100 mg daily, trazodone CR at 50 mg 
for sleep, and alprazolam 0.25 mg as needed for 
panic attacks. Psychotherapy was recommend-
ed, and a follow-up appointment was scheduled 
for six weeks later. The patient was instructed to 
provide documentation related to his previous 
brain tumor treatment.

After six weeks of treatment, he reported slight 
improvement in mood and resolution of panic 
attacks. However, apathy and memory problems 
persisted. Additional history from his partner re-
vealed that a few years earlier, the patient had 
taken out a significant loan but could not recall 
its purpose or how the money was spent. Initial-
ly, he claimed the funds were needed for brain 
surgery, but this was inconsistent with the time-
line of the alleged operation. Recently, he had 
contacted various neurosurgical departments 
in an attempt to locate medical records, with-
out success.

The patient was admitted to a neurology de-
partment for further diagnostics. Brain MRI 
(with and without contrast) revealed widened 
cerebrospinal fluid spaces over the frontal and, 
to a lesser extent, parietal lobes. Gradient-echo 

imaging showed signal voids in the globus palli-
dus consistent with degenerative changes. There 
was no evidence of prior intracranial surgery. 
When informed of these findings, the 33-year-
old expressed surprise and was unable to ex-
plain his strong belief in the history of brain tu-
mor and neurosurgical intervention. His family 
was equally shocked, recalling that he had regu-
larly traveled weekly to a tertiary medical center 
seven years earlier. At the time, his relationship 
with his current wife was in its early stages, and 
she never asked about specifics of his treatment.

During the hospitalization EEG results were 
within normal limits. Lumbar puncture with 
cerebrospinal fluid analysis was performed. 
It included tests for Lyme disease (IgG and 
IgM), Alzheimer’s disease (phospho-tau pro-
tein), and autoimmune encephalitis (antibodies 
against NMDA, AMPA1, AMPA2, DPPX, LGI1, 
CASPR2, and GABAb antigens). No abnormali-
ties were shown. Given incomplete symptom re-
mission, sertraline was replaced with duloxetine 
(up to 60 mg daily) and pregabalin (150 mg dai-
ly) was introduced. Neurological follow-up for 
memory disturbances was recommended. Dis-
sociative disorders were considered, though no 
clear traumatic trigger was identified.

One week post-discharge, the 33-year-old re-
turned to the outpatient clinic in significant dis-
tress. His behavior was withdrawn, and he com-
municated minimally, exhibiting severe anxiety 
and marked depressive symptoms. His condi-
tion appeared to worsen after his wife discov-
ered additional loan agreements totaling ap-
proximately the patient’s annual income, which 
he did not recall signing. Duloxetine was dis-
continued, and olanzapine at 10 mg daily was 
initiated.

A month later, the patient reported slight im-
provement in anxiety and sleep but complained 
of sedation and increased appetite. Attempts 
by his wife to discuss debts and the alleged 
brain tumor triggered panic attacks, alleviat-
ed by alprazolam 0.25 mg. Olanzapine was re-
placed with risperidone (4 mg daily). After sev-
eral weeks, he experienced a delusional episode 
in which he believed his wife had installed sur-
veillance cameras in their home. This prompt-
ed an emergency hospital admission to the De-
partment of Psychiatry at the Medical University 
of Warsaw for further evaluation and treatment.
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During the patient’s stay in the psychiatric 
ward, no psychotic symptoms were observed, 
only significantly exacerbated depressive-anx-
iety symptoms, including panic and general-
ized anxiety, low mood and drive, apathy, an-
hedonia, sleep continuity disturbances, and dif-
ficulty concentrating. Basic blood tests were 
performed, which did not reveal any clinical-
ly significant abnormalities. Risperidone was 
discontinued and sertraline was introduced at 
a dose of 200 mg daily, alongside trazodone at 
a dose of up to 150 mg daily for sleep. Benzodi-
azepines were also used on an as-needed basis 
during the initial days of hospitalization.

During the hospitalization, there was a sus-
picion of Fahr’s disease due to the ambiguous 
symptoms (depressive, anxiety, psychotic) and 
changes observed in imaging studies (degener-
ation in the globus pallidus). Fahr’s disease is 
a rare neurological disorder characterized by 
the presence of calcifications in the basal gan-
glia, which can manifest with neuropsychiatric 
symptoms such as mood disturbances, cognitive 
dysfunctions, and behavioral changes.(6) A re-
peat head MRI was conducted, and after a radi-
ological consultation, this diagnosis was exclud-
ed due to the mild degree of changes in the ba-
sal ganglia, which were described as discrete. 
The MRI also did not show any abnormalities 
in brain structures related to the processing of 
memory traces. A repeat EEG was ordered, and 
its results were within normal limits.

In the psychiatric ward, a series of neuropsy-
chological tests were performed (Benton Visu-
al Retention Test, Rey-Osterrieth Complex Fig-
ure Task, Rey Auditory Verbal Learning Test, 
Bender-Gestalt Test, DCS-II Test, 10-pair associ-
ation learning test, Color Trails Test CTT-1 and 
CTT-2) to confirm or exclude any organic basis 
for the symptoms. However, the results did not 
suggest any intellectual decline of organic ori-
gin. The patient retained the ability to memorize 
and recall both auditory and visual information 
after a time delay. The quantitative results of all 
tests were within normal limits.

Subsequently, the WAIS-R (PL) test was ad-
ministered, which indicated that the patient’s 
overall intelligence level was above average on 
the full scale.

The next step was for the patient to complete 
the SCID-5-SPQ personality questionnaire, in 

which he provided responses consistent with 
what is known as the “Cluster C” pattern, sug-
gesting significant traits of avoidant, dependent, 
and obsessive-compulsive personality disorders. 
In the psychologist’s conclusions, it was noted 
that “the patient exhibits a panic fear of aban-
donment and has a tendency to fantasize in con-
frontational situations or to shield himself with 
memory lapses.”

The 33-year-old then completed the MMPI-2(R) 
test. Based on the results and numerous conver-
sations with the patient, the clinical psychologist 
described him as “presenting a neurotic profile, 
experiencing brief and intense anxiety states es-
calating to panic attacks, chronically feeling tense, 
nervous, and, secondarily, a sense of depression 
and hopelessness.” The tests indicated that the 
patient’s concentration, attention, and memory 
disturbances had no organic basis but were due 
to his “inability to develop appropriate coping 
strategies in difficult relational situations.” This, 
in turn, was a consequence of maladaptive per-
sonality patterns, predominantly dependent and 
avoidant in nature. The symptoms revealed in the 
clinical picture were most likely of psychological, 
rather than organic, origin.

During hospitalization, numerous conversa-
tions were held with the patient, his wife, par-
ents, and sister. In these discussions, the patient 
showed traits of dependent personality towards 
his wife and had a profound fear of separation. 
This anxiety seemed to have escalated over the 
past few years, possibly related to growing in-
equalities between the partners (in education, 
earnings, career, and social relations—on the pa-
tient’s disadvantage). After many hours of ses-
sions with the clinical psychologist, the patient 
finally admitted that although he did not recall 
the circumstances of taking the loans, he was al-
most certain that they were taken to balance the 
financial disparity between him and his wife. 
He did not admit to this because he was terri-
fied of losing his partner. It seems that the pa-
tient indeed did not have access to these mem-
ories; however, the likely cause was not a brain 
disease, but rather the decompensation of his 
personality disorder. Its peak occurred when 
the patient experienced a quasi-psychotic epi-
sode, during which he expressed the belief that 
his wife had installed cameras in the house to 
monitor him.
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What is more, the extended psychiatric inter-
viewing revealed that the patient’s relationship 
with his parents was not as close as he had re-
ported in the beginning. It turned out that he re-
ceived a pattern of inconsistent care from them. 
The parents were often “emotionally unavaila-
ble” and showed no concern for his needs, be-
haviors or everyday struggles. It seems that ne-
glect from his parents might have led to the de-
velopment of an anxious attachment style by the 
33-year-old.

The patient’s belief in a supposed brain tumor 
arose during his early acquaintance with his fu-
ture wife, while courting her. The 33-year-old 
admitted that during this period, the care, com-
passion following treatment, and fear of illness 
were emotions that brought them closer, and the 
patient derived benefits from the supposed ill-
ness.

After several weeks of hospitalization, the pa-
tient was discharged with a diagnosis of mixed 
personality disorder, primarily characterized by 
avoidant and dependent traits, and panic disor-
der. Proper treatment with sertraline at a dose 
of 200 mg daily led to significantly reduced fre-
quency of panic attacks. For the continuation of 
the treatment, he was referred to psychotherapy.

Discussion 
According to the DSM-5, personality disorders 
are characterized by a persistent, pervasive, and 
inflexible pattern of behavior that leads to clini-
cally significant distress or impairment in func-
tioning [7]. The patient discussed in this case 
demonstrated traits from the so-called Cluster 
C, which includes avoidant, dependent, and ob-
sessive-compulsive personality disorders. He ex-
perienced difficulties in separating from close 
individuals, fear of loneliness and rejection, hy-
persensitivity to social criticism, and insecurity 
in social interactions.

The latest International Classification of Dis-
eases (ICD-11) suggests a shift away from spe-
cific personality disorder categories, proposing 
instead a classification based on the severity of 
the disorder and patterns of personality. Clus-
ter C is reflected in patterns such as negative af-
fectivity and anankastia [8].

The prevalence of avoidant personality disor-
der is estimated to be approximately 2.7%, de-
pendent personality disorder around 1%, and 
obsessive-compulsive personality disorder 

about 2.5%.[9-12] Studies indicate that patients 
with anxiety-related personality disorders are 
significantly more likely to suffer from depres-
sive and anxiety-spectrum disorders than those 
with other personality disorders or the general 
population [13]. They are also characterized by 
high levels of neuroticism [14].

The patient’s primary reason for seeking psy-
chiatric help was panic anxiety and low mood. 
Symptom exacerbation coincided with discus-
sions with his wife about challenging life issues, 
such as their mortgage. Symptoms peaked when 
he was confronted with false or concealed events 
from his past (brain tumor, loans). His fears of 
losing his partner seemed to intensify alongside 
growing disparities between them in profession-
al success, income, education, and social rela-
tionships. These dynamics likely triggered sig-
nificant anxiety about losing his partner and her 
support and care.

An unusual symptom in this case was the pa-
tient’s memory gaps, which he filled with false 
recollections. Research highlights the impact 
of anxiety-depressive disorders on neuropsy-
chological functions, including memory and 
executive functions. A study by Airaksinen et 
al. (2005) showed that individuals with anxi-
ety disorders exhibit significantly greater def-
icits in episodic memory and executive func-
tions compared to the general population.[15) 
These abnormalities appear related to the encod-
ing of memory traces rather than their retrieval. 
Hallford et al. (2022) and Spinhoven et al. (2009) 
demonstrated a tendency toward overgenerali-
zation and reduced specificity in autobiograph-
ical memory in patients with depression and 
Cluster C disorders.[16,17) These findings offer 
a potential explanation for the patient’s difficul-
ties in recalling significant life events. Regard-
ing unwanted memories, such as the concealed 
loans, psychological mechanisms like repression 
may have been involved.

An anxious attachment style also predispos-
es individuals to generate false memories (Hud-
son et al., 2018, 2023) [18,19]. Patients with this 
attachment style may misremember past events, 
as seen in this case. The untrue memory of a se-
vere cancer diagnosis likely served an emotional 
regulation function and reinforced the patient’s 
sense of identity, aligning with his current per-
sonal goals [18,20-22]. Moreover, his life circum-
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stances, where close associates did not verify his 
claims, enabled such fabrications to persist.

Before being admitted to a psychiatric unit, 
the patient experienced a quasi-psychotic epi-
sode, reporting delusional thoughts about his 
wife installing cameras in their home to observe 
him. This episode was brief, isolated, and unac-
companied by other psychotic symptoms. It ap-
pears to have stemmed from psychological de-
compensation. Potentially, it could be a dereali-
zation phenomenon during a severe anxiety at-
tack. The patient was fully critical of this episode 
and could not recall its details clearly, raising 
further questions about the nature of his symp-
toms while casting doubt on whether it was an 
acute psychotic episode.

Differential diagnosis ruled out schizophrenia. 
Although factors such as suspected psychosis, 
the patient’s age, social withdrawal, and a fam-
ily history of schizophrenia supported its con-
sideration, no other symptoms—such as hallu-
cinations, other delusions, abnormalities of the 
form of thinking, behavioral abnormalities —
were observed. Furthermore, the symptoms did 

not persist for the requisite duration (one month 
in schizophrenia). In this case, the single, brief 
episode with delusional content did not meet the 
criteria [8].

The patient’s nonspecific symptom profile 
prompted the clinical team to include rare condi-
tions in the differential diagnosis, such as Fahr’s 
syndrome. This syndrome can present with 
a wide spectrum of psychiatric symptoms, rang-
ing from affective disorders and memory distur-
bances to psychotic symptoms [6,23]. Diagnostic 
criteria of Fahr’s syndrome are shown in Table 1. 
[23,26,27]. The patient’s MRI revealed degener-
ative changes in the basal ganglia, which could 
have corresponded to Fahr’s syndrome. How-
ever, the changes were too mild to substantiate 
such a diagnosis. Moreover, extensive psycho-
logical testing did not provide evidence of or-
ganic underpinnings for the patient’s cognitive 
dysfunction. These findings led to the exclusion 
of Fahr’s syndrome. Nevertheless, it remains 
possible that the patient could develop a neuro-
logical condition in the future, warranting regu-
lar monitoring of the basal ganglia changes.

Table 1. Fahr’s syndrome diagnostic criteria (adapted from Moskowitz et al. and Ellie et al.) (6,26,27)

Fahr’s syndrome diagnostic criteria
Bilateral calcification of the basal ganglia visualized on neuroimaging. Other brain regions may also be observed
Progressive neurologic dysfunction, which generally includes a movement disorder and/or neuropsychiatric manifestations
Absence of biochemical abnormalities and somatic features suggestive of a mitochondrial or metabolic disease or other 
systemic disorder
Absence of an infectious, toxic, or traumatic cause
Family history consistent with autosomal dominant inheritance

Dissociative disorders were also considered at 
one stage of diagnosis. However, the patient’s 
memory gaps did not resemble typical disso-
ciative amnesia; elements of episodic memo-
ry were overly generalized rather than entirely 
erased and were sometimes filled with fabricat-
ed content. The memory deficits did not appear 
suddenly or resolve rapidly, as often observed 
in dissociative syndromes. They also did not 
emerge in response to a specific stressful event. 
Furthermore, individuals with conversion dis-
orders often deny memory problems, while this 
patient was fully aware of and critical toward 
his deficits [7,24,25]. Table 2 sums up the disor-

ders which were ruled out during the differen-
tial diagnosis.

The possibility of malingering was thoroughly 
investigated before a final diagnosis was made. 
Throughout the diagnostic process, the clinical 
team found no evidence of intentional fabrica-
tion or inconsistencies in the patient’s accounts. 
He underwent psychological testing that includ-
ed validity scales, none of which suggested sim-
ulation. Over six months, the patient was repeat-
edly evaluated by different professionals, and 
interviews with several of his close associates 
further minimized the likelihood of deliberate 
deception.
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Table 2. Psychiatric disorders taken into account in the differential diagnosis.

Psychiatric disorder Matching features Why it was ruled out
Schizophrenia Episode of delusions,  

age of onset
No other symptoms such as hallucinations, specific delusions, 
abnormalities of the form of thinking, behavioral abnormalities, 

negative symptoms
Fahr’s syndrome Wide range of neuropsychiatric 

manifestations
Too discrete changes in the basal ganglia

Dissociative amnesia Memory gaps Symptoms did not emerge in response to a specific stressful 
event

Dementia Memory gaps Memory disturbances were not typical for any type  
of dementia, no other signs of cognitive impairment, very early 
age of onset, no confirmation in laboratory tests (phospho-tau 

protein), neuroimaging, neuropsychological tests
Lyme disease Wide range of neuropsychiatric 

manifestations
No evidence for infection, no non-psychiatric manifestations

Malingering False memories No evidence of intentional fabrication or inconsistencies  
in the patient’s accounts

CONCLUSIONS

This paper presents the case of a patient with 
a nonspecific constellation of symptoms, which 
initially raised the possibility of extremely rare 
conditions such as Fahr’s syndrome (estimated 
prevalence <1/1,000,000) [23]. Through compre-
hensive history-taking, corroboration with rel-
atives, extensive laboratory and imaging stud-
ies, and significant contributions from clinical 
psychology, a final diagnosis was established: 
mixed personality disorder with predominant 
dependent and avoidant traits, and panic dis-
order.

While this clinical scenario was highly atypi-
cal, it may not necessarily be rare. Patients with 
personality disorders represent a large popula-
tion that may present to healthcare facilities with 
diverse symptoms. This publication aims to en-
courage clinicians to utilize all available diag-
nostic tools, including not only psychiatric as-
sessments and laboratory tests but also modern 
psychological testing and psychological inter-
ventions, which are the key components of a cor-
rect diagnosis in such atypical cases of mental 
and cognitive (memory) disorders.
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