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 A B S T R A C T 
Giant pituitary adenomas are uncommon tumors that may cause severe neurological complications due to mass effect on 

adjacent structures. We report the case of an 83-year-old institutionalized woman with a five-year history of progressive bilateral 
blindness without previous etiological evaluation. She presented with a 48-hour history of cognitive decline, left hemiparesis, 
and facial paralysis.

Brain computed tomography revealed a right frontal cortico-subcortical hypodense lesion in the anterior cerebral artery 
territory, consistent with acute-subacute ischemic stroke. In addition, a large sellar and suprasellar mass measuring 58 × 46 × 43 
mm was identified, with parasellar extension, bone erosion, and close relationship to adjacent vascular structures, including the 
cavernous segments of both internal carotid arteries.

The lesion was interpreted as a giant pituitary adenoma with optic chiasm compression causing irreversible blindness and 
possible association with ischemic cerebrovascular disease through vascular compression or hemodynamic compromise.

Giant pituitary adenomas may lead to irreversible visual impairment and, rarely, ischemic stroke due to compression or 
displacement of intracranial arteries. This case highlights the severe consequences of delayed diagnosis of a potentially treatable 
condition and underscores the importance of early evaluation of progressive visual symptoms, even in elderly and institutionalized 
patients, to prevent irreversible neurological sequelae.
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Introduction
Pituitary adenomas are benign tumors arising from the ante-

rior pituitary gland and account for approximately 10-15% of 
intracranial neoplasms1,2. Giant pituitary adenomas, defined 
as tumors measuring 4 cm or more in diameter, represent an 
uncommon subgroup associated with increased morbidity due to 
their expansive growth and involvement of adjacent structures, 
particularly the optic chiasm and intracranial vascular structures.

Compared with smaller macroadenomas, giant pituitary 
adenomas more frequently exhibit suprasellar and parasellar 
extension, cavernous sinus invasion, and compression of critical 
neurovascular structures. Clinically, they usually present with 
symptoms related to mass effect, especially progressive visual 
impairment and neurological deficits, whereas endocrine mani-
festations may be subtle or absent, particularly in nonfunctio-
ning tumors3,4.

Clinical manifestations range from incidental findings to 
severe hormonal dysfunction, headache, and progressive visual 
loss. Early diagnosis is essential because prolonged tumor 
growth without treatment may result in permanent neurological 
sequelae.

Case Presentation
An 83-year-old institutionalized woman with a history 

of arterial hypertension presented with progressive bilateral 
blindness over a five-year period without previous etiological 
evaluation or medical follow-up.

She was admitted with a 48-hour history of cognitive 
deterioration, left hemiparesis, and left facial palsy.

Brain computed tomography revealed a right frontal cortico-
subcortical hypodense lesion within the anterior cerebral artery 
territory, consistent with acute-subacute ischemic stroke. In 
addition, a large solid sellar mass with suprasellar and parasellar 
extension measuring 58 × 46 × 43 mm was identified. The 
lesion caused erosion of the sella turcica and sphenoid sinus and 
showed close relationship to the cavernous segments of both 
internal carotid arteries and the anterior cerebral arteries.

A diagnosis of giant pituitary adenoma was considered, with 
optic chiasm compression explaining the irreversible blindness 
and possible association with the ischemic cerebrovascular 
event. No previous imaging studies or endocrine evaluation 
were available at the time of diagnosis (Figure 1).

Figure 1: Axial non-contrast brain computed tomography 
demonstrating a large heterogeneous sellar and suprasellar 
mass centered in the pituitary region, with expansive features 
and extension into adjacent structures, consistent with a giant 
pituitary adenoma

Discussion
Giant pituitary adenomas are rare tumors characterized by 

aggressive expansive growth, frequent suprasellar extension, 
cavernous sinus invasion, and compression of adjacent 
neurovascular structures. Visual impairment is one of the most 
common manifestations at diagnosis because of chronic optic 
chiasm compression5.

Visual loss is typically progressive and may be reversible 
when diagnosed early. However, prolonged compression can 
lead to permanent blindness, as observed in the present case. 
The slow-growing nature of these tumors may allow progressive 
patient adaptation6, contributing to delayed medical consultation 
and diagnosis, especially in vulnerable populations such as 
institutionalized elderly patients.

Vascular involvement is uncommon but clinically significant. 
Proposed mechanisms include direct arterial compression, 
vascular displacement, and secondary hemodynamic alterations 
caused by tumor mass effect. In this patient, ischemic stroke in the 
anterior cerebral artery territory suggests a possible association 
with vascular compromise secondary to the giant sellar lesion, 
although this presentation remains exceptionally rare7.

From an endocrinological perspective, giant pituitary 
adenomas may be functioning or nonfunctioning, with 
nonfunctioning tumors being more common among large lesions. 
The absence of overt endocrine manifestations may contribute to 
delayed diagnosis, with neurological and compressive symptoms 
predominating at presentation.

Management of giant pituitary adenomas requires a 
multidisciplinary approach. Surgical resection is generally 
considered the treatment of choice; however, visual prognosis 
largely depends on the duration and severity of preexisting optic 
pathway damage. In this case, therapeutic options were limited 
because of advanced disease, prolonged visual impairment, and 
the patient’s overall clinical condition8,9.

This case highlights the severe consequences of delayed 
diagnosis of a potentially treatable condition and emphasizes 
the importance of early investigation of progressive visual 
symptoms, even in elderly or institutionalized individuals, in 
order to prevent irreversible neurological complications.

The absence of magnetic resonance imaging and endocrine 
evaluation represents a limitation of this report.

Progressive visual loss in older patients should not be 
attributed solely to aging without structural evaluation.

Conclusion
Delayed diagnosis of giant pituitary adenomas may lead 

to severe and irreversible neurological complications. Early 
recognition and timely evaluation of progressive visual 
symptoms are essential to improve functional outcomes and 
prevent permanent neurological sequelae, even in elderly and 
vulnerable patients.
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