
 
 

Dissociative Amnesia as an atypical psychiatric manifestation in a patient with 

Meningioma: A Case Report 

 

Abstract  

Meningiomas are the most common primary tumors of the brain and are classified as 

benign neoplasms [1]. Upon its incidental discovery on neuroimaging, most meningiomas 

with a diameter of 2.5 cm or less have been reported to be asymptomatic in the first 5 

years following its diagnosis [2]. Depending on the location of the meningioma, 

compression or irritation of the underlying cerebral cortex can give rise to symptoms that 

may present with either focal or more generalized neurological findings such as 

headaches, vision changes, weakness, or paresthesia [3]. Neuropsychiatric symptoms 

such as mood changes, confusion, or memory disruption have also been reported as a sole 

manifestation of meningiomas as well [4]. We report a case of a 51-year-old male with no 

known past psychiatric history and a past medical history of a stable asymptomatic 

meningioma who was brought to us by family members to be evaluated for recent 

episodes of acute and intermittent changes in mental status. According to his family, the 

patient had a few recent hospitalizations due to these acute changes that included 

increased forgetfulness, visual field deficits, and a flat affect. During these admissions, 

extensive laboratory workup was obtained. These tests included a urinalysis, urine 

toxicology, blood levels of Vitamins B1 and B12, thyroid stimulating hormone, free 

thyroxine, anti-thyroid peroxidase antibodies, Lyme IgG and IgM, Syphilis IgG and IgM, 

HIV, Extractable Nuclear Antigens (ENA), Angiotensin Converting Enzyme (ACE), 

Rubella, Measles, Mumps, Varicella, copper, ceruloplasmin, T. Whipplei and 

autoimmune encephalitis. A magnetic resonance imaging (MRI) study and an 

electroencephalogram (EEG) were also obtained. The results from all these studies were 

inconclusive and the patient would spontaneously return to his baseline with no 

recollection of these acute events. Based on his acute clinical presentation and no 



identifiable organic etiology, we concluded that our patient met the diagnostic criteria for 

dissociative amnesia. According to the Diagnostic and Statistical Manual of Mental 

Disorders, Fifth Edition (DSM-5), dissociative amnesia is considered a clinical diagnosis 

[5]. The diagnosis is based on the following criteria: the patient is unable to recall 

important personal information (typically trauma- or stress- related) that would usually 

remain with ordinary forgetting and the symptoms cause significant distress or 

significantly impair social or occupational functioning [5]. Also, the symptoms cannot be 

attributed to the effects of a medication or another disorder. Additionally, the diagnosis 

also requires medical and psychiatric evaluation to rule of other possible causes [5]. The 

initial investigation should include an MRI to rule out structural etiologies, an EEG to 

rule out a seizure disorder, and blood and urine tests to rule out toxic causes, such as 

illicit drug use [5]. Although our patient satisfied these diagnostic criteria, due to the 

presence of his longstanding, but stable meningioma on MRI, we suggest that his current 

presentation may be an atypical psychiatric manifestation of dissociative amnesia.  
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Introduction  

The symptomatology that arise as a result of a focal mass effect in the brain caused are 

not pathognomonic of a meningioma. Because most meningiomas are usually 

asymptomatic due to its slow progression in size, one study concluded that psychiatric 

symptoms may be the only presenting feature [4]. There is also high incidence of 

cognitive deficiency by the time a meningioma is diagnosed. A study that measured the 

cognitive function of patients with primary or secondary intracranial lesions found that 

impairments in memory and attention were observed in more than 60% of patients [6]. 

However, the acute onset of memory loss in our patient is an unusual finding. Although 

existing cases of brain tumors associated with transient global amnesia have been 

reported in the literature [7, 8], the features of having mainly retrograde autobiographical 

amnesia and its frequent association with a fugue state are more characteristic of 

dissociative amnesia. These characteristic findings are displayed by our patient and may 

represent an atypical manifestation of dissociative amnesia in the presence of an existing 

intracranial meningioma.  

Case Report  

A 51-year-old male with no known past psychiatric history and a significant past medical 

history of type two diabetes, hypertension, obstructive sleep apnea, and a meningioma 

was initially brought to our outpatient psychiatric office by his family members due to 

intermittently acute changes in mental status. The patient’s family first reported that a 

few weeks prior they first noticed his acute mental status change, which included 

increased forgetfulness such not remembering important personal information, 

diminished ability to recognize common objects, and flat affect. The family brought the 

patient to the emergency department at another medical center where he was 

subsequently admitted. During his admission, the patient received a brain Magnetic 

Resonance Imaging (MRI) study, which only showed his existing and unchanged 2.2 cm 

meningioma located in the anterior aspect of the right middle cranial fossa along the 

greater wing of the sphenoid causing a mild focal mass effect with no peritumoral edema 

that has been present for several years. An electroencephalogram (EEG) was also 



performed, but no abnormalities were identified. Other laboratory studies that were 

obtained included urinalysis and urine toxicology and blood levels of Vitamins B1 and 

B12, thyroid stimulating hormone, free thyroxine, anti-thyroid peroxidase antibodies, 

Lyme IgG and IgM, Syphilis IgG and IgM, HIV, Extractable Nuclear Antigens (ENA), 

Angiotensin Converting Enzyme (ACE), Rubella, Measles, Mumps, Varicella, copper, 

ceruloplasmin, T. Whipplei and autoimmune encephalitis. All labs were negative except 

for low titers of IgG for Mumps and Varicella. The patient was managed supportively 

and spontaneously returned to his baseline towards the end of his weeklong admission 

with no memory of what had happened. However, the cause of his altered mental status 

was never identified.  

The patient was readmitted a few months later for the same chief complaint in addition to 

the intermittently going blind to objects that were directly in front of him. He explained 

this blindness in the context of only being able to see the top of the cabinets and he would 

repeatedly pack and unpack his clothes and throw away reusable clothes during theses 

episodes. Additionally, the patient’s family members reported that he was also not able to 

see people walk past him. They also reported that the patient’s blindness symptoms 

would occasionally improve after he lied down and kept his eyes close for 10-15 minutes. 

At the time of his evaluation, the patient displayed a flat affect. On his mental status 

exam, he was unable to perform serial sevens and was only oriented to person and time, 

but not location. In addition, he also scored 13/30 on a mini-mental status exam. The rest 

of his physical exam was within normal limits. During his hospital course, the patient was 

transferred to the neurology service where only a repeat MRI and EEG were obtained 

since the extensive blood work up from his previous admission was already available. 

The repeat EEG and brain MRI results had no new findings and the only additional 

testing that was performed was to rule out porphyria, which came back negative. The 

patient spontaneously returned to his baseline towards the end of his admission as well 

and was discharged with the instructions to follow up with us for a psychiatric evaluation. 

However, a few weeks later the patient missed his appointment with us because he 

developed confusion on the way to our clinic and kept driving his car for fifteen hours. 

He eventually ended up in another state where he was stopped by police officers who 



brought the patient to a nearby hospital for the evaluation of disorganized behavior and 

confusion. The patient spontaneously returned to baseline again within the emergency 

department with no recall of his acute mental status change and was medically cleared. 

He was released to the custody of his sister who was instructed to make another 

appointment with us for the patient’s psychiatric evaluation. 

Discussion: 

Autobiographical memory is a recollection of episodes occurring in an individual’s life, 

which is a type of explicit memory that includes a combination of episodic and sematic 

memories. Potentially reversible impairment of this type of memory is associated with 

dissociative amnesia. Although our patient has no past psychiatric history, he does have a 

medical history of having a long-standing and stable meningioma for many years. It has 

been reported that psychiatric symptoms may be the only presenting feature in an 

undiagnosed meningioma. In a 5-year retrospective data analysis that investigated for the 

presence of psychiatric comorbidities in benign brain tumors, found that mean age of the 

patient group who met their search criteria was 60.5 years (SD ± 16.2) [9]. The study 

concluded that psychiatric symptoms may be the only clinical presentation of intracranial 

meningiomas for a significant number of cases occurring in the fifth decade of life.  

The location of an intracranial mass could also potentially predict the type of psychiatric 

symptomatology displayed by a patient. A study that reviewed a total of 52 meningioma 

patient cases reported on the location of the tumor and the associated psychiatric 

symptoms [4]. A few of these cases had intracranial meningiomas located in a similar 

location as our patient. One case was a 42- year old male who initially presented with 

symptoms of dementia prior to the discovery of his meningioma, which was located 

along the left sphenoid wing [10]. Another case was a 55-year old female who was 

initially diagnosed with having a mixed anxiety disorder with dissociative symptoms and 

vertigo before her meningioma was found in the middle cranial fossa [11]. This patient 

had brief episodes of disorientation where she was unable to grasp the time, place, and 

herself as whole during these episodes [11]. When comparing our patient to the sphenoid 

wing meningioma case, the change in mental status was acutely intermittent versus a 



steadier decline over a two-year period seen in the other patient. In the middle cranial 

fossa meningioma case, the psychiatric symptoms were resistant to medical treatment. 

However, the eventual resection of her tumor did result in complete remission of her 

psychiatric symptoms. The authors of this case suggested that the compression effect on 

the limbic structures and the peritumoral presence of edema may have precipitated their 

patients’ psychiatric symptoms [11]. The association of psychiatric comorbidity in the 

presence of intracranial meningiomas was also explored by another study. A statically 

significant correlation was found between the volume of edema surrounding frontal lobe 

meningiomas and the presence of co-existing psychiatric disorders, but not between the 

tumor’s mass volume and psychiatric symptoms [12]. The intermittent visual field 

deficits experienced by our patient was a unique finding that was not present in either of 

the two cases. Our patient described having intermittent central visual field deficits that 

are consistent with bilateral central scotomas. Such type of scotomas have been reported 

to occur as result of tumors located in the sellar and parasellar regions inside the skull 

[13]. However, due to the location of our patient’s tumor along the greater wing of the 

sphenoid bone and the improvement of his visual symptoms with lying supine, it can only 

be speculated that the mild focal mass effect from the meningioma on the brain structures 

within the parasellar region could have caused his visual disturbance.  

Although our patient’s brain MRI displayed a mild focal mass effect, there was no 

edematous finding in the underlying parenchyma. Thus, the absence of peritumoral 

edema in our patient would indicate that the dissociative amnesia occurred autonomously 

and not as a result of the effects caused by the tumor itself. Currently, the exact 

pathogenesis of dissociative amnesia is unknown, but genetics and a history of traumatic 

experiences have been implicated in the development of this psychiatric disorder [14]. 

Neither a positive family history or a history of trauma was identified in our patient. 

However, there is some preliminary evidence from a study suggesting a possible neural 

mechanism underlying dissociative amnesia. The authors of this study propose that the 

prefrontal cortex plays an important role in inhibiting the activity of the hippocampus and 

this altered pattern of neural activity is responsible for the memory repression that occurs 

in dissociative amnesia [15]. Depending on the proximity of the meningioma to the 



limbic system in our patient, it may be plausible that a mild focal mass effect could play 

role in causing memory repression by altering the pattern of neural activity and would 

further support the claim of the prefrontal cortex inhibiting the activity of the 

hippocampus in dissociative amnesia.  

Conclusion  

Psychiatric symptoms may be the only manifestation of an intracranial meningioma and it 

is important to distinguish whether these symptoms are being caused by the tumor itself 

or if they are genuinely occurring due to a psychiatric disorder. A new onset of 

psychiatric symptoms should prompt investigation for a possible brain mass in patients, 

especially those in their fifth decade of life with no past psychiatric history. Based on the 

evidence, the absence peri-tumoral edema in our patient suggests that dissociative 

amnesia is an atypical presentation in the presence of a coexisting meningioma. However, 

the lack of traumatic history in our patient would support another explanation such as a 

mass effect causing dissociative amnesia. Thus, resolution of the psychiatric symptoms 

upon resecting the meningioma can be helpful in providing clarification or new 

information in understanding the mechanism behind dissociative amnesia. This treatment 

approach should only be considered after exhausting other management options that are 

available for dissociative amnesia.  
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