MAEDICA - a Journal of Clinical Medicine o .. ..
2019; 14(1): 63-66 Medica - a Journal of Clinical Medicine

https://doi.org/10.26574/maedica.2019.14.1.63
CASE REPORTS
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~—ABSTRACT
We present the case of a 69-year-old male, alcohol consumer, who was brought in by the ambulance
for language impairment with onset two days prior to presentation in our hospital. Medical history
revealed therapeutically neglected gout and colchicine allergy. On neurological exam, the patient presented
predominantly motor aphasia with poor verbal fluency and anomic elements, mild right-sided hemiparesis
4/5 MRC and right-sided Babinski sign. Still, he was conscious and cooperative, and denied any recent
head trauma or headache. Based on clinical picture, an acute cerebrovascular event was suspected, and
the patient was hospitalized. However, brain CT revealed a late subacute subdural hematoma in the left
hemisphere, with maximum thickness of 20 mm and displacement of median structures by 12 mm to the
right (subfalcine herniation). The patient was then rapidly transferred to a Neurosurgical department for
appropriate treatment and care.
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Abbreviations (in alphabetical order) INTRODUCTION
BP  Blood pressure hasi ts an imoai .
CSE  Cerebrospinal fluid phasia represents an impairment in

language production and/or com-
prehension, due to an acquired brain
lesion (1). Aphasias are classical-

CT  Computer tomography
HDL High density lipoprotein
HR  Heart rate

ly  subdivided into  anterior

MRC  Medical Research Council (motor/non-fluent), if the lesion is in the frontal
rt-PA recombinant tissue lobe, and posterior (sensory/fluent), if the lesion
Plasminogen Activator is in the parietal or temporal lobes (2). Neurolo-

SDH  Subdural hematoma gists should be able to determine the type of
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Laboratory parameter

HDL-Cholesterol
Triglycerides
Platelet count
Total bilirubin
Direct bilirubin

Serum iron

Aphasia Fluency Comprehension Repetition Lesion location
Broca Preserved s Frontal operculum
Global 2 Broca’s & Wernicke’s

. Nonfluent
Motor transcortical Preserved Preserved Supplementary motor
Mixed transcortical 3 Preserved Watershed distribution
Wernicke b 4 Posterior temporal
Conduction Preserved 4 Arcuate fasciculus
Sensory transcortical Fluent { Preserved Temporo-parietal
Anomic Preserved Preserved Ten'lp.oral-parletal-

occipital

Thalamic 3 Preserved Thalamic nuclei

*after Kass J, Mizrahi EM. Neurology secrets, sixth edition, Elsevier, 2017, p. 209

TABLE 1. Types of aphasia and their characteristics*

aphasia, based on the following clinical features:
(a) if speech is fluent or not, (b) if comprehension
is preserved, and (c) if the patient is able to re-
peat (Table 1) (3).

Case presentation

A 69-year-old male was brought in by the ambu-
lance for language impairment with onset two
days prior to presentation in our hospital. Al-
though conscious and cooperative, he presented
poor spontaneous speech and had difficulties in
finding his words. He was known with gout (af-

Value Normal range

37 mg/dL 40 - 60 mg/dL
161 mg/dL 30 — 150 mg/dL
133 x 10%/uL 150 — 400 x 103/uL
1.7 mg/dL 0.1 -1mg/dL

0.4 mg/dL 0-0.3 mg/dL

36 mg/dL 50 — 175 mg/dL

TABLE 2. Modified blood parameters

fecting mainly the right lower limb), which he
therapeutically neglected, and was allergic to
colchicine. He denied smoking, but admitted
chronic alcohol use, without specifying exactly
how much he was drinking. Even so, this was
important, alcohol consumption being known to
favor development of high BP, atrial fibrillation
and/or liver damage, thus being an important
risk factor for ischemic and hemorrhagic stroke.

Apart from palpable liver, general clinical
exam was normal, with a BP of 130/80 mmHg
and a HR of 73 bpm rhythmic. Neurological
exam revealed predominantly motor aphasia
with poor verbal fluency and anomic elements,
mild right-sided hemiparesis 4/5 MRC and
right-sided Babinski sign. He was able to execute
simple commands, but not complex ones.

Based on clinical presentation, an acute cere-
brovascular event was suspected, and the patient
was hospitalized. Laboratory findings indicated
slight dyslipidemia, thrombocytopenia, elevated
bilirubin levels and hyposideremia (Table 2).

FIGURE 1. Unenhanced CT evaluation. A: axial plane; B: sagittal reconstructed; C: coronal reconstructed — Hypodense
extra-parenchymal juxta-osseous collection with crescent shape, located in the left fronto-parieto-temporal region with mass
effect on the cortical layer and left anterior ventricular horn, suggestive for subacute subdural hematoma
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The cerebral CT scan showed the presence of
a subdural hematoma in the left hemisphere,
with maximum thickness of 20 mm and dis-
placement of median structures by 12 mm to the
right (subfalcine herniation) (Figure 1 A, B, C).
Based on its density, the hematoma appeared to
be late subacute.

The patient denied any recent head trauma or
headache, and on admission, presented a GCS of 15.
We then got in contact with the nearest Neurosur-
gery department and the patient was rapidly
transferred for appropriate treatment and care. U

DISCUSSIONS

ew points regarding the etiology of subdural

hematomas (SDHSs), which are worth to be
mentioned, are further described.

The most common cause of SDH is head
trauma, most often due to falls and sudden ac-
celeration or deceleration movements of the
head, with subsequent tearing of subdural
bridging veins (4). In our case, the patient denied
any head trauma prior to symptom development.

However, high risk factors for SDH have been
noted, especially cerebral atrophy, which oc-
curs in older patients or chronic alcohol con-
sumers (as in the case of our patient). In cerebral
atrophy, there is stretching of the subdural
bridging veins, which can rupture even with mi-
nor trauma (5). As many as 58% of alcoholic pa-
tients may have cerebral atrophy, the degree of
which correlates with duration of alcohol con-
sumption (6). Likewise, decreased CSF pressure
can cause downward displacement of the brain
with subsequent traction of anchoring structures
(bridging veins), followed by rupture and SDH (7).
In one paper regarding the relation between
SDH and low CSF pressure, spinal CSF leakage
was described in seven out of 27 non-geriatric
patients who underwent surgical intervention for
chronic SDH (8). Conversely, in another study,
SDH was found in eight out of 40 patients with
spontaneous intracranial hypotension and it was
associated with male gender, headache worse-
ning and neurologic deficits (9). Finally, in one
study involving 93 patients with spontaneous in-
tracranial hypotension, of which 25 presented
SDH, the following risk factors for SDH develop-
ment were found: male gender, advanced age,
longer clinical course and MRI presence of dural
enhancement and venous distension sign (10).

Antithrombotic therapy has also been shown
to favor SDH development. One case-control
study compared 121 warfarin-treated patients
who developed intracranial hemorrhage (of
which 44 SDH cases) with 363 warfarin-treated
controls, and found that a prothrombin time
ratio above 2.0 was an independent risk factor
for SDH development (11). Regarding antiplate-
let therapy, it is unclear if aspirin increases the
risk for SDH. In a metanalysis of nine trials, there
was a 1.6-fold increased risk, which was not sta-
tistically significant. The incidence of SDHs did
vary however with patient age, from 0.02 per
1000 patient-years in primary prevention trials
of middle-aged individuals to 1-2 per 1000 pa-
tient-years in older patients with atrial fibrillation
(12). Moreover, another meta-analysis of 11 tri-
als comparing clopidogrel plus aspirin to aspirin
alone, found that chronic dual antiplatelet thera-
py significantly increased the risk for SDH, al-
though the absolute rate of SDH remained low
(1.1 per 1000 patient-years) (13).

SDHs have also developed in the setting of
thrombolysis. In the “Thrombolysis in Myocardi-
al Infarction, Phase Il pilot and clinical trial”, iv
rt-PA (in combination with heparin and aspirin)
was used for acute myocardial infarction at do-
ses of 150 mg vs 100 mg. Intracranial bleeding
was reported, particularly intracerebral hemor-
rhage (1.3% vs 0.4%), but also SDH (0.2% vs
0.1%) (14).

There is also the possibility of non-traumatic
SDHs to be produced by the rupture of a corti-
cal artery at the site of adhesion with dura ma-
ter. In Japan, a study of 116 patients with acute
SDH found an incidence of 2.6% for spontane-
ous atraumatic SDHs, in all cases the source of
bleeding being a cortical artery (15). A few cases
of spontaneous SDH involving ruptured cortical
artery aneurysms have also been described (16).

Acute non-traumatic SDHs can rarely compli-
cate meningiomas. In such cases, the prognosis is
usually poor, with high mortality rates (17). Sub-
dural hematomas can also complicate systemic
cancer disease through dural metastases and ob-
struction of dural vessels by neoplastic cells (18).

Finally, one case of spontaneous acute SDH
due to cocaine abuse has also been described
(19). A
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