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ABSTRACT 

Background: Ptosis is abnormally low positioned upper eyelid. It can be classified as 

congenital and acquired. Meningiomas are mostly benign tumors originating from 

meningothelial (arachnoid) cells (MECs). A subset of meningioma patients bears two or more 

spatially separated synchronous or metachronous tumors termed “Multiple Meningiomas” 

(MM) or meningiomatosis. 

Case: A 51-year-old female complained the dizziness was associated with nausea and emetic 

episodes. She reported any blurred vision and woke up with the dropped eyelid. Prior to this 

she had double vision and light headedness that she had 3 months before. The ophthalmic 

examination presented partial left ptosis and the patient's left eye was shifted towards the 

lateral edge at rest. CT scan with contrast presented multiple solid masses, extra axial, 

homogeneous, strong contrast enhancement with calvaria hyperostosis and perifocal edema 

in the left frontal region and left temporoparietal region. 

Discussion: Ptosis in the left eye and exotropia is consistent with a left oculomotor nerve 

palsy. CT scan with contrast confirmed multiple solid masses leaning towards 

meningiomatosis. In this case, patient-acquired ptosis could be caused by direct oculomotor 

compression of the frontal lobe tumor, the tumor site being close to the superior orbital 

fissure. 

Conclusion: Stemming from third cranial nerve dysfunction, multiple solid masses in the left 

frontal region indicate meningiomatosis. Acquired ptosis may result from direct compression 

of the oculomotor nerve by the frontal lobe tumor. While surgery is the primary treatment for 

meningiomas, corticosteroids may be considered in acute conditions to alleviate perifocal 

edema. 
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Introduction  

      Ptosis is abnormally low positioned upper eyelid, 

also called blepharoptosis, which can decrease or even 

occlude the vision completely. It may be congenital or 

acquired in origin.1 According to the etiologic, it can be 

further classified as myogenic, aponeurotic, 

neurogenic, neuromuscular, mechanical, traumatic, 

and pseudoptosis. Third nerve palsy and Horner’s 

syndrome are the important causes of neurogenic 

ptosis. Third nerve palsy can result from vascular/ 

inflammatory /neurotoxic or compressive etiology. It 

presents with ptosis, extraocular muscle involvement 

sparing the lateral rectus and superior oblique, down 

and out eyeball and with or without pupillary 

involvement (Mydriasis).2  

Ptosis can be an early sign of a life-threatening 

disease. Early diagnosis and proper evaluation are the 

important factors aiding treatment of this condition 

which can improve the quality of life of the people 

affected. Among acquired cases, aponeurotic ptosis is 

the most common type which usually presents in late 

adulthood. Marked unilateral ptosis with ocular 

deviation down and out are signs of a 3rd cranial nerve 

palsy. If associated with severe sudden onset of 

unilateral headache this can be due to a intracranial 
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aneurysm (dilated artery). Enough data is not available 

yet, about the  incidence of ptosis caused by brain 

tumor.3,19 Meningiomas are mostly benign tumors 

originating from meningothelial (arachnoid) cells 

(MECs), which make up 37,6% of all primary CNS 

tumors. Meningioma has an overall incidence of 8.3 per 

100,000 persons during the period 2010–2014, which 

has increased over the past decade from a rate of 4.52 

during the period 1998–2002. Meningiomas are more 

common in females and the incidence rate increases 

with age, increasing from 0.14 per 100,000 in children 

0–19 years to 37.75 per 100,000 in the 75–84 year 

age4,12  

A subset of meningioma patients bear two or more 

spatially separated synchronous or metachronous 

tumors termed “multiple meningiomas” (MM) or 

meningiomatosis, reported to occur in only 1%–10% of 

patients, though recent data indicate higher incidence. 

Meningomatosis constitute a distinct clinical entity, 

with unique etiologists including sporadic, familial, 

and radiation-induced, and pose special management 

challenges. Meningiomatosis are often asymptomatic, 

probably because the majority are small and a 

significant proportion are induced by radiation. 

Approximately two-thirds of patients with multiple 

meningiomas require therapy, but only one-third of all 

meningiomas need active treatment.5,13  

 

Case Report 

     A 51-year-old female presented to the emergency 

room complaining of having suffered, for an entire day, 

from the dizziness that she had experienced since 

waking up that morning. The complaint was associated 

with the light headedness, nausea and emetic episodes. 

She reported any blurred vision and woke up with the 

dropped eyelid she had felt in her left eye since that 

morning. Prior to this she had double vision and light 

headedness that she had 3 months before. She was 

without fever or seizure; she did not complain of weak 

limbs or slurred speech. History of previous illness 

such as diabetes, stroke, and high blood pressure was 

denied. 

On examination the patient’s Glasgow Coma Scale 

score was 15 and she had a normal vital sign. The 

cranial nerve examination revealed a slight right VII 

and XII nerve central paresis type which is 

accompanied by slight hemiparesis in the right limb on 

motoric examination. The ophthalmic examination 

showed normal visual acuity and isochoric, normally 

reactive pupils. The patient had partial left ptosis, and 

although there were no apparent limitations in eye 

movements, the left eye was observed to be deviated 

towards the lateral edge at rest (Figure 1). This 

observation indicates a potential issue with eye muscle 

coordination or alignment. 

 

                            B                                           A                  

Figure 1. Patient’s Clinical Condition (A) Partial left Ptosis, 

(B) left eye displacement outward (exotropia) 

The cerebral CT scan showed a voluminous 

intracranial mass, of a left frontal extra-axial seat, well 

limited, widely in contact with the cranial vault, of a 

heterogeneous density associated to a perilesional 

oedema and a large mass effect on the midline. The 

patient was observed in the medical ward and evaluated 

on a CT scan with contrast. CT scan with contrast 

presented multiple solid masses, extra axial, 

homogeneous, strong contrast enhancement with 

calvaria hyperostosis and perifocal edema in the left 

frontal region, size +/- 4 cm, and left temporoparietal 

region, size +/- 4.3 cm, accompanied with midline shift 

to the right +/- 1.7 cm (see Figure 2). There were no 

abnormalities in Sulcus and gyrus, ventricular system 

and cysterna, pons and cerebellum. The Orbita, 

mastoid, and paranasal sinuses right and left were 

normal. 
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Figure 2. CT scan A. Plain CT Scan coronal image showing 

a heterogeneous density associated to a perilesional oedema 

and a large mass effect on the midline (black arrow), B. Plain 

CT Scan sagittal image, C. CT Scan with contrast coronal 

image presented multiple solid masses, extra axial, 

homogeneous, strong contrast enhancement (black arrow), 

D. CT Scan with contrast sagittal image showing solid mass 

with calvaria hyperostosis and perifocal edema in the frontal 

region (black arrow) 

 

Discussion 

      The patient complained the dizziness with nausea 

and emetic episodes, in association with ptosis in her 

left eye and displacement outward (exotropia) is 

consistent with a left oculomotor nerve palsy. Although 

we were not able to observe any limitation in ocular 

movements, this does not exclude III nerve palsy. The 

patient's oculomotor nerve palsy, along with 

contralateral facial and hypoglossal nerve palsy, 

indicates an intracranial process that needs evaluation. 

Ptosis in cases of cerebral ischemic or hemorrhagic 

stroke, trauma, or tumor, without brainstem or oculo-

sympathetic involvement, is termed cerebral ptosis. 

This eyelid dysfunction can occur with hemispheric 

involvement on either side.20 

     An urgent CT scan of the brain was done and 

showed space-occupying lesions with perilesional 

oedema in left cerebral hemisphere. Confirmed in the 

absence of fever, the lesion is more likely to be a tumor 

than an abscess. Tumor may increase intracranial 

pressure and cause symptoms such as headaches or 

focal neurological deficits either directly, due to their 

nature as space-occupying lesions, or indirectly, by 

causing peritumoral vasogenic cerebral edema. 

Presenting symptoms vary with location, but headaches 

or seizures are common, as are subacutely progressive 

neurological deficits. Hemispheric tumors may present 

with hemiparesis or hemisensory loss, while skull base 

lesions may present with vision loss or dysfunction of 

other cranial nerves.6 In this case the brain tumors cause 

symptoms similar to those experienced by patient.  

CT scan with contrast confirmed multiple solid 

masses, extra axial, homogeneous, strong contrast 

enhancement with calvaria hyperostosis and perifocal 

edema in the left frontal region leaning towards 

meningiomatosis. Meningiomatosis is the presence of 

two separate meningiomas simultaneously or two 

meningiomas in different regions without association 

with neurofibromatosis type 2. Meningiomatosis is a 

rare entity encompassing 2% of all meningiomas cases 

and is more frequent in women. Meningiomas are the 

most common primary central nervous system (CNS) 

tumors. They are usually benign, slow growing 

neoplasms that are thought to arise from 

meningothelial (arachnoid) cells (MECs).4,15 This is 

consistent with the patient's complaints of diplopia and 

light headedness in the last two months which indicates 

a chronic process.  

Third cranial nerve dysfunction, oculomotor nerve 

palsy (ONP), can result from lesions anywhere along 

the nerve between the midbrain and the orbit. This can 

include the oculomotor nucleus, the fascicles in the 

midbrain tegmentum and the spaces it passes through, 

including the subarachnoid space, the cavernous sinus, 

and the superior orbital fissure. Third cranial nerve is a 

motor nerve and supplies all extraocular muscles 

except lateral rectus and superior oblique in addition 

also supplies sphincter pupillae and ciliary muscles. 

The paresis or paralysis of one or more of these muscles 

due to 3rd cranial nerve palsy leads to ocular motility 

defects, ptosis, anisocoria and loss of 

accommodation. 7,16 In this case, patient-acquired 

ptosis could be caused by direct oculomotor 

compression from the frontal lobe tumor or its 

surrounding swollen tissue, as the tumor is near the 

superior orbital fissure affecting oculomotor nerves. 

Another tumor in the left temporoparietal lobe caused 

mild right limb disturbance and mild paresis of the right 

https://en.wikipedia.org/wiki/Exotropia
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VII and XII nerves, as noted in the patient's 

neurological examination. 

While in the hospital ward, the patient was given 

symptomatic therapy to treat dizziness and vomiting. 

Dexamethasone was given to reduce the effects of 

perifocal edema caused by meningioma. The patient 

received a dose of dexamethasone 3 times 5 mg a day, 

and showed clinical improvement within 3 days of 

treatment. Dexamethasone is the corticosteroid most 

commonly used for the management of vasogenic 

edema and increased intracranial pressure in patients 

with brain tumor.8 Several practice guidelines discuss 

dosing schedule of dexamethasone in specific 

indications, 4 mg twice a day or four times a day for 

mild to moderate neurologic symptom.9  

A 

B 

Figure 3. MRI A. Sagittal image showing nodular 

meningioma on the frontal lobe near with orbita, B. Coronal 

image showing multiple meningioma with dura tail (white 

arrow). 

 

 

      Regarding further treatment, the patient was 

referred to a neurosurgeon. In the neurosurgery 

department, an MRI examination was performed. A 

provisional diagnosis of meningioma is typically made 

by neuroimaging, mostly magnetic resonance imaging. 

Such provisional diagnoses may be made 

incidentally.18 The MRI results showed nodular 

meningioma on the left frontal, temporal, and enplaque 

meningioma on the left parietal (Figure 3). View of the 

dural tail, defined as enhancement of the dura 

infiltrating away from the lesion and described in up to 

72 % of cases in one study. In this circumstance, the 

presence of a dural tail may be useful to distinguish 

meningiomas from other potential aetiologies; for 

example, in distinguishing meningioma from 

schwannoma.10  

The management options include surgical resection, 

radiation therapy, and stereotactic radiosurgery, with 

surgery being the treatment of choice.17 Surgery is the 

first choice if the lesion is symptomatic, more than 3 

cm and in a location that can be reached by surgery. 

The prognosis is usually very good because of its 

benign nature. The prognosis is no different from 

solitary benign meningioma. Because tumors grow 

very slowly, small tumors may be followed up every 6 

months then 1 year if asymptomatic. However, we now 

understand that a significant proportion of 

meningiomas (20–30%) are clinically aggressive and 

have a proclivity to recur with significant morbidity 

and even mortality. While there is no accepted 

definition of “poor outcome” in meningioma, 

aggressive subtypes often have a 5-year progression 

free survival (PFS) probability less than 50%.11,14 
 

Conclusion  

Ptosis accompanied by exotropia can be caused by 

third cranial nerve dysfunction. Oculomotor nerve 

palsy (ONP) can result from lesions anywhere along 

the nerve between the midbrain and the orbit. Multiple 

solid masses, extra axial, homogeneous, strong contrast 

enhancement with calvaria hyperostosis and perifocal 

edema in the left frontal region leaning towards 

meningiomatosis. In this case, patient-acquired ptosis 

could be caused by direct oculomotor compression of 

the frontal lobe tumor or the swollen tissue around the 

tumor, the tumor site being close to the superior orbital 

fissure that provides access to oculomotor nerves. 

Surgery is the main stay of treatment for symptomatic 

meningioma, but for acute condition corticosteroid 

administration to reduce perifocal edema may be 

considered. 
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