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Abstract: 
Pituitary apoplexy is a rare and potentially fatal endocrine and neurosurgical emergency, corresponding to 

sudden haemorrhage, infarction or necrosis within a pre-existing pituitary adenoma. We report the case of a 

46-year-old patient who presented with sudden onset of headache with vomiting and bilateral blindness. 

Hormonal assessment and magnetic resonance imaging revealed a pituitary macroadenoma with haemorrhagic 

remodelling, and the patient underwent emergency surgery via the subfrontal route. 
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I. Introduction : 
Pituitary apoplexy corresponds to an infarction or haemorrhage in a pituitary adenoma.  It is associated 

with sudden headaches, consciousness disorders, endocrine signs and sometimes severe visual disorders, such 

as chiasmatic syndrome and oculomotor paralysis. Despite its relative rarity, it must be borne in mind because 

of the diagnostic difficulties and the medical and sometimes neurosurgical treatment decisions it requires as an 

emergency[1]. 

 

Clinical Case : 

We report the case of a 46-year-old man, a chronic smoker who had weaned himself off the habit one 

month prior to admission, and who had neglected a visual problem in his right eye for years. He presented to 

emergency with a sudden onset of intracranial hypertension, intense headache, vomiting and bilateral blindness. 

The patient also reported decreased libido and erectile dysfunction. 

The preoperative hormone profile showed hyperprolactinemia at 7544 ng/ml, with a slightly low LT4 

of 7.70 pmol/l, TSH: 0.84 mui/ml, and ACTH: 10.8 ng/l. 

The initial cerebral CT scan revealed a pituitary macroadenoma measuring 40 x 26 x 27 mm and 

compressing both optic nerves. Hypothalamic-pituitary magnetic resonance imaging showed a 40 x 26 mm 

apoplectic pituitary adenoma (Figures 1 and 2) with suspected retinal detachment and a retinal haemorrhage in 

the right eye. Visual function tests were consistent with end-stage bilateral optic neuropathy. 

 

 
Figure 1 : MRI Of The Pituitary In Sagittal Section : Pituitary Macroadenoma 40x 26 Mm  In Apoplexy 

Figure2 : Pituitary CT Sagittal Section : Pituitary Macroadenoma 28x23 Mm 
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In the face of this apoplexy, the patient underwent emergency supplementation with 100 mg 

Hydrocortisone IV before being transferred to the operating theatre, and then underwent sub-frontal 

neurosurgical intervention. The patient was treated medically with Hydrocortisone supplementation of 100 mg 

IV, which was gradually reduced to 20 mg per day per os on discharge.  The anatomopathological study was in 

favour of ischaemic necrosis of a pituitary adenoma with no sign of malignancy, and the immunohistochemical 

study was in favour of a pituitary adenoma expressing prolactin. The evolution was marked by a regression of 

headaches but without recovery of vision. A follow-up hormonal assessment revealed an anteropituitary 

insufficiency, which was replaced, along with persistent hyperprolactinaemia at 5670 ng/ml. The patient was 

then started on Cabergoline at the anti-tumour dose. 

 

II. Discussion : 
Definition And Epidemiology : 

The term pituitary apoplexy was coined by Brougham in 1950, following a series of five patients who 

presented with the complete clinical syndrome of sudden onset of headache, vomiting, disturbed consciousness, 

visual abnormalities and haemodynamic instability in the context of haemorrhagic infarction of an adenoma [1]. 

Pituitary apoplexy is a rare but serious complication. It is an endocrine and neurosurgical emergency, 

which may occur as a result of haemorrhage or ischaemia in the pituitary gland. It affects 3% of patients with 

pituitary adenomas. In more than 2/3 of cases, patients are unaware of the existence of their adenoma before the 

acute complication [1,2]. 

Its incidence may vary between 0.6% and 16.8% in the general population (2-7% in pituitary 

adenomas) [3]. It occurs most often in macroadenomas but may also occur in microadenomas [4]. 

 

Pathophysiology Of Pituitary Apoplexy: 

The pathophysiology of pituitary apoplexy remains poorly understood, but several factors may 

contribute to its occurrence : rarefied vascularisation of macroadenomas in a weak vascular context, the high 

energy demand of pituitary tumours, compression of feeder vessels by the mass against the sellar diaphragm, or 

the parietal fragility of capillaries. In this context, any source of hypoperfusion or increased metabolic demand 

(i.e. dynamic tests of the hypothalamic-pituitary axis) may precipitate apoplexy [3,5]. The use of anticoagulants 

but not anti-platelet agents [3]. 

 

Clinical Manifestations : 

The clinical course of pituitary apoplexy may vary from subacute to more acute depending on the 

speed of onset and extent of intrasellar haemorrhage, necrosis and oedema [4, 5, 6]. 

The classic symptom is severe headache, present in over 80% of patients, which may be retro-orbital, 

frontal or diffuse. They are often associated with nausea and/or vomiting, mimicking a migraine or meningeal 

syndrome [6]. 

Visual disturbances are the second main symptom of pituitary apoplexy, with the classic bitemporal 

hemianopia linked to compression of the optic chiasm, leading to complete blindness depending on the extent of 

the lesions.  Oculomotor paralysis also occurs in more than half of patients (due to compression of cranial 

nerves III, IV and VI running through the cavernous sinus) [6]. 

From an endocrine point of view, acute pituitary damage results in failure of one or more lineages of 

the hypothalamic-pituitary axis. The most common type of damage is to the corticotropic line, which is 

observed in 50 to 80% of HA cases [6]. This is particularly important as it can be life-threatening in the event of 

acute decompensation [7]. 

Thyrotropic and gonadotropic axis abnormalities are seen in 50% and 75% of cases respectively [8]. 

Pituitary magnetic resonance imaging (MRI) is the gold standard for the positive diagnosis of pituitary 

apoplexy. However, if it is unavailable, cerebral computed tomography (CT) may help to establish the diagnosis 

[9]. 

MRI will show ischaemia, haemorrhage or a mixed necrotic/haemorrhagic appearance, which is most 

common in HA, with alternating hypointense and hyperintense areas depending on the weighting chosen. 

Unlike CT, MRI will be able to show haemorrhage, even several days after the acute episode. It will show the 

typical thickening of the mucosa of the sphenoid sinus, as well as assessing the tumour's relationship with 

adjacent structures, in order to help with management [8, 9]. 

 

Treatment : 

Management of pituitary apoplexy is medical and surgical, with immediate surgical intervention 

indicated in cases of severe visual acuity loss, severe and persistent visual field amputation, or lasting 

impairment of consciousness [10]. 
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A conservative approach is reserved for patients whose haemodynamic and neuro-ophthalmological 

condition stabilises following initial management with intravenous fluids and glucocorticoids [11]. 

For medical management, the Society for Endocrinology Endocrine Emergency Guidance suggests 

stabilisation of haemodynamic status with the immediate need for glucocorticoid supplementation, particularly 

in patients with indications for surgery, who are at greater risk of death[12]. 

In adults, the dose of hydrocortisone is 100 mg as an initial intramuscular (IM) bolus, followed by IM 

injections of 50 to 100 mg every 6 hours, or an initial intravenous (IV) bolus of 100 to 200 mg, followed by an 

infusion of 2 to 4 mg/hour using an IVSE electric syringe [13]. This is followed by a course of oral 

hydrocortisone acetate, generally in the region of 20 to 30 mg/day. 

Careful ophthalmological and neurological monitoring should be undertaken in the event of 

conservative treatment, especially in the case of unilateral paresis and moderate visual field alterations, with 

surgery indicated in the event of clinical deterioration. 

Hormonal supplementation of the affected cell lines, particularly the corticotropic line, is always 

necessary in the acute phase, regardless of the management decision, whether interventional or not [13]. 

Thyroid hormone replacement therapy with L-Thyroxine should be started after corticosteroid therapy because 

of the risk of revealing relative adrenal insufficiency [13,14]. 

 

Prognosis And Follow-Up : 

The prognosis depends on early diagnosis and treatment to preserve the visual prognosis by preventing 

the ultimate stage of irreversible and vital blindness[15]. 

However, there are factors with a poor prognosis, such as damage to the optic nerve or oculomotor 

muscles, as in the case of our patient. Or in the case of subarachnoid haemorrhage [14, 15]. 

Whereas 80% of patients present with residual hypopituitarism after apoplexy (with or without surgical 

decompression), and the risk of growth of an underlying adenoma is estimated at more than 20% in the 5 years 

following pituitary apoplexy [14]. Long-term follow-up is therefore essential [15]. 

 

III. Conclusion: 
Despite its relative rarity, pituitary apoplexy must be borne in mind because of the diagnostic 

difficulties and the medical and sometimes neurosurgical therapeutic decisions that it requires as an emergency. 
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