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ABSTRACT

Background: Frontotemporal dementia (FTD) is a
neurodegenerative disorder characterized by
behavioural, speech, and movement disturbances,
typically affecting individuals with a mean age of 58
years. We present arare case of FTD in a patient with
Alzheimer's disease who experienced worsening
symptoms due to bilateral subdural hygromas.

Case Description: A 50-year-old male with a
history of head trauma six weeks prior presented
with an inability to speak or walk. He had a five-year
history of progressive frontal and temporal lobe
syndromes and a convulsive disorder with
generalized tonic-clonic seizures. Previously
diagnosed with Alzheimer's disease and managed at
a psychiatric institution, he had been lost to follow-
up for two years. Brain computed tomography (CT)
revealed a "knife-blade" appearance of cortical
atrophy, bilateral subdural hygromas with mass
effect, ventricular enlargement without
periventricular lucency, and preserved gyral-sulcal
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differentiation. The patient underwent bilateral burr
hole drainage of the subdural collections. Due to
resource limitations, controlled drainage was not
feasible. However, seven days postoperatively, he
showed significant improvement in Glasgow Coma
Scale and motor function. Follow-up magnetic
resonance imaging (MRI) one month later
demonstrated complete brain expansion.

Conclusion: FTD is characterized by progressive
cortical atrophy, leading to an increased
subarachnoid space, making patients susceptible to
subdural hygromas even after minor head trauma. In
Alzheimer's patients, structural causes of worsening
dementia symptoms (e.g., subdural collections)
should always be excluded through imaging.

INTRODUCTION

Frontotemporal dementia (FTD) refers to a group of
neurodegenerative disorders affecting the frontal
and temporal lobes.*” Brain atrophy is a hallmark of
FTD, with affected regions correlating with the
patient's clinical symptoms.’ Patients with FTD may
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develop aphasia, seizures, and significant changes in
personality and social interactions.* FTD typically
affects individuals between 40 and 60 years of age
but is often misdiagnosed as Alzheimer's disease
(AD), which usually presents later in life.*** FTD
accounts for 10% to 20% of dementia cases’ and
follows an aggressive disease course, with an
average life expectancy of less than 10 years from
symptom onset.” Progressive motor decline often
leads to bedridden complications, such as
pneumonia, which further worsen prognosis.
Neuroimaging typically reveals cortical atrophy and
hippocampal aplasia, predominantly affecting the
anterior segment, in contrast to the generalized
hippocampal atrophy seen in Alzheimer's disease.
The marked cerebral atrophy seen in FTD reduces
brain volume and tensile support within the cranial
vault, predisposing patients to the development of
subdural collections such as hygromas and
hematomas, even with minor or unnoticed
trauma.””® These secondary pathologies can
exacerbate existing neurological deficits, leading to
a rapid and sometimes misleading deterioration in
cognitive and motor function.***

We present a unique case of an adult patient
previously diagnosed with Alzheimer's disease who
developed clinical features suggestive of
frontotemporal dementia, further complicated by
bilateral subdural hygromas, leading to a worsening
neurological decline.

CASE DESCRIPTION

A50-year-old male farmer with no history of chronic
illness or psychiatric disorder began to exhibit
behavioural and cognitive changes over a period of
five years. Initially, he developed apathy,
impulsivity, and lost interest in work that he had
previously taken pride in. Over time, he became
increasingly withdrawn and had difficulty with
memory and communication. These symptoms
progressively worsened, particularly after he
experienced an episode of transient loss of
consciousness. He was no longer able to care for
himself, which led to separation from his family and
eventual relocation to live with his brother.

Approximately two years prior to his presentation at
our facility, the patient was found wandering
aimlessly and was admitted to a psychiatric hospital.
A diagnosis of Alzheimer's disease was made based
on his disorientation, memory impairment, and
altered behaviour. He remained institutionalized for
nearly a year. One year before presentation, he
sustained a moderate head injury after being hit by a
motor vehicle while walking. Following this
incident, he experienced seizures and progressive
limb weakness. His family, now reengaged in his
care, noted further decline and sought medical
attention, leading to his referral to our hospital.

Upon admission, the patient appeared chronically ill
and emaciated. His Glasgow Coma Scale (GCS) was
11/15 (E3, V2, M6). He exhibited global aphasia and
quadriparesis, with the left side more severely
affected: motor power was 4/5 in the right upper
limb, 1/5 in the left upper limb, 2/5 in the right lower
limb, and 1/5 in the left lower limb. Pupillary
responses were symmetrical and reactive to light. He
had no signs of respiratory distress, jaundice, or
cyanosis. Due to his impaired swallowing, a
nasogastric tube was inserted for feeding.

A non-contrast CT scan of the brain revealed
bilateral subdural collections, more prominent on
the right side, causing significant compression of
severely atrophic cerebral hemispheres. The scan
also demonstrated sulcal effacement, ventricular
enlargement, and a "knife-blade" appearance of the
gyri, all suggestive of advanced frontotemporal
atrophy (Figure 1).

Figure 1: Brain CT at admission showing bilateral
subdural collections (blue arrows), right more than left,
with severe cortical atrophy and effacement of gyri
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Surgical management was initiated, and two 1.5 —
2cm burr-holes were made bilaterally in the frontal
and parietal regions. On opening the dura, clear
subdural fluid under relatively high pressure was
encountered, and samples were collected for
analysis. There was no evidence of hematoma
intraoperatively. Subdural drains were placed
bilaterally (Figure 2). Due to the absence of
pressure-controlled drains, ordinary 5mm drains
were inserted and collection bags were placed level
with the head to avoid rapid over-drainage on day 1
and lowered on day 2.

Figure 2: Intraoperative and postoperative images
showing burr-hole placements used for hygroma
drainage.

Postoperatively, the patient showed steady
improvement. By the second day after surgery, the
drains had become inactive and were removed. He
tolerated the procedure well and showed
progressive neurological recovery without any
immediate complications. Eight days later, he was
discharged with a GCS of 12/15 (E4, V2, M6). At
that time, motor strength had improved to 4/5 in the
right upper limb, 2/5 in the left upper limb, 3/5 in the
right lower limb, and 2/5 in the left lower limb. He
was able to take soft, ground food orally. A repeat
CT scan prior to discharge demonstrated near-
complete resolution of the left-sided subdural
collection, residual collection on the right, and signs
of partial brain re-expansion (Figure 3).

Figure 3: Postoperative CT scan showing reduced
subdural collection on the left (orange arrow) with
persistent right-sided hygroma (blue arrow), and
improved sulcal visibility.

At the three-week follow-up, his condition had
improved further. He was alert with a GCS of 14/15
(E4, V4, M6), showed better responsiveness, and
had improved motor function: 4/5 in the right upper
limb, 3/5 in the left upper limb, 4/5 in the right lower
limb, and 3/5 in the left lower limb. However, apathy
and expressive aphasia persisted. An MRI
performed at this visit revealed complete resolution
of the subdural collections. It also demonstrated
bilateral frontal and temporal lobe atrophy,
ventricular enlargement, and frontal hippocampal
aplasia—findings that were highly consistent with
frontotemporal dementia (Figure 4).

Figure 4: MRI at 3-week follow-up showing total
resolution of subdural collections with marked
bilateral frontal and temporal lobe atrophy and
ventricular dilation.

Based on his clinical presentation and radiological
findings, the initial diagnosis of Alzheimer's disease
was revised to behavioural variant frontotemporal
dementia (bvFTD), which was likely responsible for
his early behavioural changes and progressive
cognitive decline (Table 1). It should be noted that
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no brainimaging had been performed for the 5 years
prior. This was attributed to several factors
including limited access to advanced imaging like
CT and MRI and high associated costs leading to
delay in diagnosis and timely management. The
subdural collections were interpreted as secondary
hygromas, likely exacerbated by his head injury and

underlying brain atrophy. Spontaneous intracranial
hypotension was considered but deemed unlikely
due to the absence of orthostatic headache, diffuse
meningeal enhancement, or spinal CSF leak. The
subdural fluid analysis revealed normal albumin
levels, further excluding the possibility of a
resolving hematoma (Virchow's hygroma).

Table: Timeline of Disease Progression, Imaging, Intervention, and Follow-up

Timeline Clinical E\{ent/ Ir_naglng Intervention  Follow-Up / Outcome
Progression Findings
Onset of behavioural
and cognitive
~5 years changes: apathy, Gradual decline in
before impulsivity, social None None function; patient
admission  withdrawal, memory, unable to care for self
and communication
difficulties
Found wandering;
~2 years admittedto Institutional Hospitalized for ~1
before psychiatric hospital, None svehiatric care car
admission diagnosed with Psy y
Alzheimer’s disease
Sustained moderate
~1 year head injury; Continued decline in
before developed seizures None None . .
L S neurological function
admission and progressive limb
weakness
Chronically ill, ., ST Brain:
o Bilateral subdural
emaciated; GCS collections (R >
11/15; global Bilateral burr-hole .
At hasia: L), severe drai - subdural Early postoperative
resentation aphasia, atrophy, sulcal fainage, subaura improvement noted
P quadriparesis (L>R); ’ drains inserted
. . effacement,
required nasogastric i
. ventricular
feeding
enlargement
Post-op Day . Better. . ... Drains became  Subdural drains Contmu_ed
consciousness; initial oo neurological
2 inactive removed .
motor recovery improvement
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Timeline Clinical E\{ent/ Imaglng Intervention  Follow-Up / Outcome
Progression Findings
CT Brain:
Resolution of
GCS 12/15; oral left-sided
Post-op Day intake resumed; collection, . No complications;
i . - . Discharged home .
8 (Discharge)  improved motor residual right ongoing recovery
power (best 4/5)  hygroma, partial
brain re-
expansion
MRI Brain: - . .
Resolved Diagnosis _rewsed
GCS 14/15; further h ) to behavioural
. _ ygromas; . .
motor improvement; . variant Continued follow-up
3-week bilateral frontal .
apathy and frontotemporal  for neurodegenerative
follow-up . . and temporal ; . .
expressive aphasia . dementia (bvFTD); progression
. atrophy; frontal :
persisted . supportive care
hippocampal L
. plan initiated
aplasia
DISCUSSION subdural space.’ These secondary complications

Frontotemporal dementia (FTD) is a progressive
neurodegenerative condition marked by selective
atrophy of the frontal and temporal lobes, resulting
in profound behavioural, cognitive, and language
impairments.>** It is a leading cause of early-onset
dementia, often affecting individuals between the
ages of 45 and 65 years. Neuroimaging findings
characteristically reveal anterior-predominant
cortical atrophy, which correlates with the patient's
clinical presentation and helps differentiate FTD
from Alzheimer's disease (AD), where hippocampal
and parietal atrophy are more typical.”*’

In addition to its cognitive and behavioural
manifestations, the cerebral atrophy seen in FTD has
structural implications that are often
underrecognized.” Severe cortical volume loss
reduces intracranial support and increases the
subdural space, predisposing to the development of
subdural hygromas or hematomas—even in the
absence of overt trauma.’*™™ The fragility of
stretched bridging veins in an atrophied brain,
combined with even minor mechanical forces, can
lead to cerebrospinal fluid (CSF) leakage into the

479

may present as insidious or acute neurological
deterioration and can be misattributed to
progression of the underlying neurodegenerative
disease.’

Our case underscores this important, and often
overlooked, clinical intersection. The patient had
initially been diagnosed with AD but developed
prominent behavioural and language disturbances,
consistent with a frontotemporal pattern of disease.
Notably, imaging revealed bilateral subdural
hygromas superimposed on significant cortical
atrophy. The collections were exerting mass effect,
particularly in the right hemisphere, contributing to
neurological decline including seizures,
quadriparesis, and decreased level of
consciousness.

Surgical evacuation via burr holes resulted in
neurological improvement, with gradual motor
recovery and cognitive stabilization."* This
suggests that, in patients with underlying FTD,
subdural collections may act as reversible
contributors to worsening symptoms, and should be
actively investigated—particularly in the context of
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abrupt clinical deterioration.”® However, drainage
must be performed cautiously. Rapid drainage of
subdural collections in patients with marked
cerebral atrophy carries significant risks due to the
widened subdural space and increased vulnerability
of bridging veins.” Abrupt decompression can
result in brain shift, leading to tearing of these veins
and potentially causing acute subdural hematoma,
intracerebral haemorrhage, or even transtentorial
herniation. In atrophied brains, where cerebral re-
expansion is often delayed or incomplete, this risk is
further amplified."*** Therefore, a gradual and
controlled evacuation of the collection is essential.
Positioning drainage systems at the level of the head
during the initial postoperative period helps to
mitigate rapid pressure differentials. Importantly,
the use of pressure-controlled drainage systems is
recommended, as they provide a safer, regulated
outflow of subdural fluid, minimizing the likelihood
of complications associated with over-drainage.**

MRI1 follow-up confirmed symmetrical
frontotemporal atrophy, supporting the diagnosis of
FTD and ruling out other causes such as
spontaneous intracranial hypotension (SIH), which
typically presents with diffuse pachymeningeal
enhancement and CSF hypovolemia—features
absentin our patient.

Few cases in the literature have described the
coexistence of FTD and subdural hygromas.” The
rarity may reflect underdiagnosis or misattribution
of symptoms to the natural course of FTD. Given the
increased intracranial compliance in atrophied
brains, sudden decompression following hygroma
drainage should be approached with caution.
Controlled drainage, ideally using valved systems,
may help mitigate risks of hyperperfusion injury
and re-expansion complications.*

Our case illustrates a critical diagnostic lesson: In
patients with FTD—particularly those with
advanced atrophy—new-onset neurological deficits
should prompt neuroimaging to exclude subdural
collections. While FTD itself follows a relentlessly
progressive course, coexisting hygromas represent
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a potentially treatable cause of neurological decline.
Early identification and appropriate intervention
can result in significant functional recovery and
improved quality of life, even in a
neurodegenerative context.""

Unfortunately, patient perspective of the
management and recovery process was not
recorded.

CONCLUSION

This case highlights that the profound cortical
atrophy seen in FTD not only drives its
characteristic clinical manifestations but also
predisposes to the development of subdural
hygromas, which may mimic or aggravate disease
progression. In any FTD patient presenting with
sudden or atypical neurological worsening,
subdural collections should be actively excluded
through imaging. Recognizing and managing this
potentially reversible complication is essential in
the comprehensive care of patients with
frontotemporal dementia.

Key Takeaways

1. Severe cortical atrophy in FTD increases the risk
of developing subdural hygromas, even after
minor or unrecognized trauma, due to loss of
intracranial support and bridging vein
vulnerability.

Neurological deterioration in patients with
presumed Alzheimer's or FTD should prompt
imaging to exclude reversible causes such as
subdural hygromas, which can mimic disease
progression.

Timely surgical evacuation of symptomatic
hygromas in FTD patients can lead to significant
functional improvement, emphasizing the
importance of considering structural
complications in dementia care.

Declarations

Competing interests: The authors declare that they
have no competing interests.




Medical Journal of Zambia, Vol. 52 (3): 475- 481 (2025)

Funding: Notapplicable

Authors' contributions: All authors read and
approved the final manuscript.

Informed consent: Informed consent was obtained
from the caregiver.

Ethical approval was not sought as all the
procedures were part of the standard patient care and
no identifying information was revealed.

REFERENCES

1.

Sahyouni R, Goshtashi K, Mahmoodi A, Tran
DK, Chen JW. Chronic subdural hematoma: a
perspective on subdural membranes and
dementia. World Neurosurgery. 2017;108:954-
8.

Sivasathiaseelan H, Marshall CR, Agustus JL,
Benhamou E, Bond RL, VVan Leeuwen JE, et al.,
editors. Frontotemporal dementia: a clinical
review. Seminars in neurology; 2019: Thieme
Medical Publishers.

Tommiska P, Korja M, Siironen J, Kaprio J, Raj
R. Mortality of older patients with dementia
after surgery for chronic subdural hematoma: a
nationwide study. Age and Ageing.
2021;50(3):815-21.

Shibahashi K, Inoue K, Kato T, Sugiyama K.
Impact of pre-existing dementia on
neurosurgical intervention and outcomes in
older patients with head injury: an analysis of a
nationwide trauma registry in Japan. Acta
Neurochirurgica. 2024;166(1):403.

Munteanu V, Luca-Husti I, Coman TC, Ciurea
AV. Differential diagnostic problems in elderly
chronic subdural hematoma patients. Romanian
Neurosurgery. 2016:195-9.

Liljegren M, Naasan G, Temlett J, Perry DC,
Rankin KP, Merrilees J, et al. Criminal behavior
in frontotemporal dementia and Alzheimer
disease. JAMA neurology. 2015;72(3):295-300.
Scalia G, Marrone S, Costanzo R, Porzio M,
Riolo C, Giuffrida M, et al. Bilateral post-
traumatic hygromas in patient with
frontotemporal dementia. Surgical Neurology
International. 2022;13:597.

10.

11.

12.

13.

14.

15.

16.

17.

Rowland LP, Bede P, Elamin M, Hardiman O.
Medical mimics of neurodegenerative diseases.
Neurodegenerative Disorders: A Clinical Guide.
2016:199-212.

Kim |, Cavalheiro S, Suriano 1. Tips for
diagnosing subdural collections in the elderly.
Case report and literature review. MOJ Gerontol
Ger. 2020;5(5):157-8.

Morgan PM. Recurrent Subacute Subdural
Hematoma in a 67-Year-Old Female with Late
Alzheimer's Disease: A Case Report.
International Journal of Medical Students.
2019;7(2):38-40.

McKinney AM, McKinney AM. Cerebral or
Cerebellar Volume Loss Simulating Subdural
Hematomas, Hygromas, and Arachnoid Cysts.
Atlas of Normal Imaging Variations of the
Brain, Skull, and Craniocervical Vasculature.
2017:371-90.

Gill M, Maheshwari V, Narang A, Lingaraju T.
Impact on cognitive improvement following
burr hole evacuation of chronic subdural
hematoma: a prospective observational study.
Journal Of Neurosciences In Rural Practice.
2018;9(4):457.

Pedersen SH, Prein TH, Ammar A, Grotenhuis
A, Hamilton MG, Hansen TS, et al. How to
define CSF overdrainage: a systematic literature
review. Acta Neurochirurgica.
2023;165(2):429-41.

Rusconi A, Sangiorgi S, Bifone L, Balbi S.
Infrequent hemorrhagic complications
following surgical drainage of chronic subdural
hematomas. Journal of Korean Neurosurgical
Society. 2015;57(5):379-85.

Toma AK. Other Complications: Over-
Drainage. Normal Pressure Hydrocephalus:
Pathophysiology, Diagnosis, Treatment and
Outcome: Springer; 2023. p.511-8.
Cohen-Gadol AA. Remote contralateral
intraparenchymal hemorrhage after
overdrainage of a chronic subdural hematoma.
International Journal of Surgery Case Reports.
2013;4(10):834-6.

Kar SK, Kumar D, Singh P, Upadhyay PK.
Psychiatric manifestation of chronic subdural
hematoma: the unfolding of mystery in a

481



