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Abstract. In three patients with intracranial meningioma, several episodes resembling classical transient ischemic
attacks caused a significant delay in the correct diagnosis. It seems that this diagnostic ‘pitfall’ is not rare. The
mechanism of such episodes also known as ‘transient tumor attacks’ might be of vascular origin.

When confronted with a patient suffering from tran-
sient neurological deficit, which can be attributed to vas-
cular insufficiency of a certain cerebral blood vessel, the
possibility of a brain tumor will be only rarely consid-
ered. However, such cases have been previously de-
scribed and even gained the name ‘transient tumor
attacks’ [1]. Bearing in mind the possibility of frequent
misdiagnosis in similar cases, we would like to describe
three patients in whom episodes of neurological deficit
resembling transient ischemic attacks (TIA) or reversible
ischemic neurological deficit (RIND) were the initial
manifestations of intracranial meningioma.

Case Reports

Case |

A 42-year-old. previously healthy Muslim housewife noticed onc
morning that while drinking, she was unable to retain the fluid.
which spilled out of the right side of her mouth. Subsequently,
severe right shoulder pain and weakness of the right side of her body
initiated her first admission, one week later. She was found to have
flattening of the right nasolabial fold. weakncss of the right upper
extremity thought to be secondary to shoulder tenderness and a
questionable drift of the right leg. The rest of a dctailed physical and
neurological cxamination was normal. Routine blood studies, urinal-
ysis, clectrocardiography, X-rays of chest, shouldcrs, skull and cer-
vical spinc. isotopc brain scan and clectroencephalography were

normal or ncgative. An orthopedic consultant diagnoscd right suba-
cromial bursitis. Her symptoms and signs cleared during the course
of several days with physiotherapy. Two vears later she presented
with sudden left hemiparesis accompanied by generalized non-pul-
sating headachc. She was found to havc left hcmiparesis and hypoces-
thesia. but with no alteration of muscle tone or deep tendon reflexcs.
Routine blood studies. urinalysis and clectrocncephalography were
normal. Skull X-ray showed a right parictooccipital calcification
and isotopc brain scan showed pathological uptake at the right
parasagittal region. Cerebral CT revcaled a normal ventricular sys-
tem and threc round calcificd masscs. The largest was enhanced
with contrast medium, located at the right parasagittal region par-
tially oblitcrating the sagittal sinus; the other two similar masses
were smaller, adjacent to the periostcum (fig. 1). The patient’s head-
aches disappeared and her left-sided weakness improved significant-
ly. It was felt that surgery was not necessary. She was discharged and
during onc year follow-up was symptom-free.

Case 2

A 70-ycar-old Jewish fcmalce had cxperienced sudden right-sided
wcakness. She had right hemiparesis with hyperactive reflexes and a
right Babinski's sign. Electrocncephalography was normal; however.
left frontotemporal isotopc uptake was present. Her symptoms
cleared in 72 h and she was thought 1o have a RIND. Three months
later she was readmitied with right-sided weakness and parcsthesias.
weakness of the right lower face and dysphasia. which lasted for 15
min. Cerebral angiography was normal and the paticnt was dis-
charged with the diagnosis of recurrent TIA. Her third admission
occurred 4 ycars later when she experienced a similar bricf and
transient attack of right-sided weakness accompanicd by dysphasia.
Electrocncephalography was again normal and an isotope brain scan
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showed an arca of positive uptake at the left frontotemporal region.
unchanged from the scan obtained S ycars carlicr. CT scan revcaled
a large ecnhanced spacc-occupying lesion at the left parictal region
(fig. 2). The paticnt refused an operation and had 5 additional *TIA".
The tumor. which was found to be a meningioma. was removed S
years after her first admission. During the following 2 years she did
not experience further ncurological deficits.

Case 3

An clderly Jewish female had two short episodes of scvere dizzi-
ness and left lower extremity weakness in January and June, 1977,
when she was 68 ycars old. She was cvaluated by her family physi-
cian who thought that she had TIA. A year later she had two similar
cpisodes during the course of onc week. At that time blood pressure
was 200/100 mm Hg and shc was started on antihypertensive med-
ication, which shc took for a short time only. At the age of 70 she
experienced two additional cpisodes during which she felt perioral
numbness. dizziness and left lower extremity weakness. The family
history is remarkable for ccrebrovascular discase in young age in her
father and three brothers.

On admission her physical and ncurological evaluation was nor-
mal. Blood pressurc was 200/100 mm Hg and ophthalmodynamom-
ctry was normal. Routinc laboratory data including CBC, urinalysis.
SMA,,, scrum cholesterol and plasma lipids. skull and chest X-rays
and vestibular function tests were normal. Electrocardiography
showed cvidence of mild myocardial ischemia and the cervical spine
X-rays showed marked spondylosis at Cs—C- level. Electroencepha-

Fig. 1. Ccrcbral CT with contrast media showing a
small cnhancing arcz at the left parasagittal frontal re-
gion (a). b A higher slicc shows a large right parasagittal
occipital enhancing mass and two smaller masscs at the
right paricial and frontal regions.

Fig. 2. CT scan (contrast-cnhanced). There is a large
left temporoparictal mass with surrounding cdema (a. b).
Compression of the left lateral ventricle is evident (b).

Fig. 3. CT scan (contrast-cnhanced). There is a large
hyperdense round parictooccipital mass. Effaccment of
the sulci on the right side indicates an associated high
pressurc (cdema most probably).

lography was normal. but isotope brain scan decmonstrated a posi-
tive uptake arca 3 cm in diamecter in the right parictooccipital
region. A CT scan demonstrated a large enhancing round mass in
the right parictal region which was felt to be a meningioma (fig. 3). It
was felt that at this stage surgery could be postponed. Repcated CT
scans and ncurological cvaluations during 4 ycars following her
admission were unchanged. She did not experience any additional
attack of transicnt ncurological deficits. However, she had an acute
myocardial infarction and an attack of transicnt coronary ischemia
during the follow-up pcriod.

Discussion

In case No. |1 with 3 meningiomas the obscure onset
and the negative medical and neurological evaluation led
to a 2-year delay in the diagnosis. Although the patient
did not present with signs compatible with the definition
of TIA, she had what might be called RIND. Case No. 2
with a large meningioma could have been diagnosed as
having a mild thromboecmbolic cerebrovascular accident
on her first admission, considering the clinical presenta-
tion and the positive isotope cerebral scan. However,
two subsequent episodes were compatible with TIA.
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Case No. 3, also with a cerebral meningioma. had nu-
merous classical TIA during the course of 2 years before
the correct diagnosis was reached.

In the last few years an increasing number of patients
with clinical features resembling classical TIA have been
found to suffer from brain tumors. The most frequent
tumor found was a supratentorial meningioma [1]. Daly
et al. [2] reported intermittent cerebral symptoms simu-
lating TIA in 8% of their 210 patients with meningio-
mas. The transient clinical signs were hemiparesis, dys-
phasia. blindness, ataxia and parcsthesia. An unusual
patient reported by Fowler [3] had frequent TIA-like
symptoms during 44 years prior to the diagnosis of
meningioma. Recurrent ncurological deficit in the form
of transient global amnesia has recently been reported in
association with temporal meningioma [4]. TIA-like epi-
sodes may also be caused by chronic subdural hemato-
mas [5, 6]. Meningioma may even cause recurrent tran-
sient focal neurological signs, simulating retrobulbar
neuritis [7].

Several mechanisms have been suggested for the
pathophysiology of these ‘transient tumor attacks’, such
as local pressure of the tumor, Todd’s paralysis and vas-
cular insufficiency. This could be due to vasospasm sim-
ilar to migraine [1], ‘steal syndrome’ or alteration of
blood flow due to dynamic changes in the extent of local
brain edema [8]. A popular explanation is the spreading
cortical depression theory introduced by Ledo [9].

One may also consider the simultaneous occurrence
of classical TIA and meningioma in the same individual.
This might be the case in our third patient. TIA-like epi-
sodes may thus mask the presence of a serious treatable
condition. Indeed, although some believe that careful
clinical criteria are sufficient to diagnose TIA and that
no additional neuroradiological studies are necessary to
establish such a diagnosis [10], others report on a signif-
icant diagnostic error when using routine CT scanning in
the evaluation of TIA. Weisberg and Nice [11] found
15% of mass lesions presenting as TIA while Kinkel and
Jacobs [12] found overt thrombotic lesions in 35% of
patients with TIA.

Our report confirms again the need for complete clin-
ical and neuroradiological evaluation in patients expcr-
iencing recurrent episodcs of reversible ncurological de-
ficits.
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