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Fatal Pituitary Tumor Apoplexy Presenting With Behavioral
Disorder

Francisco Tortosa® ® ¢, Santiago Ortiz?

Abstract

Pituitary apoplexy (PA) is a rare but potentially fatal ischemic or
hemorrhagic phenomenon, with an annual incidence around 1.2 per
million. It is often misdiagnosed because most patients have sub-
clinical pituitary adenomas and its presentation can be confused with
neurological or, very rarely, psychiatric processes. Here, we present a
31-year-old man, with history of hypertension and chronic renal dis-
ease on hemodialysis of unknown etiology, admitted in the Depart-
ment of Psychiatry of our Hospital with altered behavioral symptoms.
Neuroimaging studies showed an increase of the pituitary gland due
to an intraparenchymatous lesion. He was found dead on his room
floor. In the autopsy, we observed a pituitary increased in weight and
size, which in sagittal section showed an extensive hemorrhagic area
located in the anterior lobe. Histological examination revealed a 9 mm
adrenocorticotrophic adenoma (ACTH-secreting adenoma), with an
extensive intratumoral hemorrhage. PA is often a difficult diagnosis,
since it can mimic other clinical situations. Clinicopathologic effects
of PA are caused by a rapid increase in the size of the contents of
the pituitary fossa and the subsequent rise of intrasellar pressure, with
additional pressure on the hypothalamus and midbrain. This would
possibly explain the alteration of vital functions and consciousness.
Pituitary hemorrhage normally produces an acute stroke which causes
characteristic symptoms; the extremely rare case that we present ex-
emplifies how it may also have subclinical/insidiously course for days.
To our knowledge, this is the first time to report that a so obvious mac-
roscopic image of post-mortem pituitary with this rare disease.
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Introduction

Pituitary apoplexy (PA) is a rare but potentially fatal ischemic
or hemorrhagic phenomenon. It is often misdiagnosed because
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most patients have subclinical pituitary adenomas and its pres-
entation can be confused with neurological or, very rarely, psy-
chiatric processes. Clinically, it has been defined as the sud-
den onset of symptoms such as intense headache (retro-orbital
location), nausea, vomiting, visual disturbances, paralysis of
cranial nerves and/or altered state of consciousness with ra-
diological evidence of a hemorrhagic pituitary infarction [1].
The mean age of presentation is 51 - 52 years, being more
frequent in males (60%) [2, 3]. Classic PA is a rare disease
with an annual incidence around 1.2 per million [4]. Its acute
form, described only in 1-2% of the pituitary adenomas, can
be dramatic, coursing with severe neurologic deficits, coma
and even death. Sudden death by PA without association of the
most common symptoms, an extraordinary event, has rarely
been reported [5, 6].

Case Report

We report a black 31-year-old man from Cape Verde, with his-
tory of hypertension and chronic renal disease (unknown etiol-
ogy) on hemodialysis. He was admitted in the Department of
Psychiatry of our Hospital with altered behavioral symptoms
of unknown etiology. Emergency head computed tomography
did not identify focal lesions with mass effect, acute intrac-
ranial hematomas or territorial hypodensities suggestive of
acute ischemia. Head magnetic resonance imaging showed an
increased height of the pituitary gland due to an intraparen-
chymatous lesion, hypointense on T1 and hyperintense on T2,
to deserve merit a more targeted study. During his internment,
he was diagnosed of hypercortisolism and Cushing’s disease
with neurosurgical indication. With high in hemodialysis pro-
gram, he was readmitted in the Gastroenterology Service by an
acute pancreatitis. He was found on his room floor in cardiac
arrest and after appropriate resuscitation maneuvres, the death
was verified.

In the autopsy, we observed a pituitary increased in weight
and size, which in sagittal section showed an extensive hemor-
rhagic area located in the anterior lobe (Fig. 1). Histological
examination revealed a 9 mm adrenocorticotrophic adenoma
(ACTH-secreting adenoma), with extensive intratumoral hem-
orrhage.

Discussion

PA is often a difficult diagnosis, since it can mimic other clini-
cal situations. It may cause any pituitary hormone deficiency,
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Figure 1. (A) Enlargement of the pituitary gland in the sella turcica. (B) Sagittal section of the pituitary gland (fixed in 10% buff-
ered formaldehyde), in the anterior lobe, an extensive hemorrhagic area is observed. (C) Photomicrograph of pituitary adenoma

with hemorrhagic and cystic areas (H&E, x 20).

requiring prompt treatment, once the abrupt deficit of ACTH
and consequently of cortisol, it may cause serious complica-
tions and potentially death [7]. It may happen in two ways:
acute (appears abruptly in 24 - 48 h and it is considered a life-
threatening neuroendocrine emergency) or silent/subclinical
(more insidious evolution, with mild or no clinical manifesta-
tions, it is usually produced by intratumoral hemorrhage) [7].

The precise pathogenic mechanism leading to the PA is
not well known. Many theories have been postulated. Randeva
et al (1999) conducted a retrospective study with the objec-
tive to establish the clinical presentation, predisposing factors,
treatment and evolution of patients with PA [1]. They con-
cluded that the most common symptom is headache and that
hypertension can be an important predisposing factor (our pa-
tient was hypertensive). In other retrospective studies, we have
observed that PA is an uncommon complication of adenomas,
around 4-5% [8, 9]. Clinicopathological consequences of PA
are caused by a rapid increase in the size of the pituitary fossa
and the consequent rise of intrasellar pressure [10]. As a result
of this upward expansion of the pituitary gland, it produces
a compression of the optic chiasm, resulting in alterations of
the visual field, specifically a bitemporal hemianopsia. Less
frequently, the additional pressure exerted on the hypothala-
mus and midbrain could explain the alteration of vital func-
tions and consciousness [11], once it is here where the secre-
tory functions are regulated, the water balance is controlled;
it regulates food intake, body temperature and influences the
state of consciousness, sleep, emotions and behavior. Thus, it
follows the panhypopituitarism, symptoms such as polydipsia,
hyperphagia and poikilothermia, and cognitive and behavioral
symptoms such as aggression, depression, irritability, mental
confusion and memory commitment, which may be clinical
manifestations of hypothalamic involvement.

The relationship between hypercortisolism and psychiat-
ric disorders, which have already been described: depression,
mania, anxiety and impaired memory and attention, is well
documented [12, 13].

Patients with PA can occur in different clinical special-
ties departments, which often lead to difficulties and delays in
diagnosis. Although computed tomography is most commonly
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used in research of acute neurological disorders, it is not sensi-
tive in the diagnosis of PA, because it identifies the presence of
hemorrhage or infarction within this gland only in 21-28% of
cases. Magnetic resonance imaging confirms the diagnosis in
over 90% of cases, being the method of choice [1, 14].

There is no consensus on the optimal treatment of PA [7].
The immediate treatment of fluids, electrolytes balance and
the hydrocortisone replacement will be the priorities; the con-
servative treatment of patients with mild and stable neuro-oph-
thalmologic symptoms is probably safe. Patients with severely
decreased visual acuity, decreased level of consciousness and
hypothalamic alteration, should be submitted to an emergency
neurosurgical decompression.

Conclusion

PA is a rare but potentially fatal condition. The differential di-
agnosis is broad, although an extensive pituitary hemorrhage
normally produces an acute stroke that causes characteristic
symptoms. The case that we present, clearly exemplifies, how
it may also have subclinical/insidiously course for days, with
minimal (if any) clinical symptoms. To other less common
symptoms or, an atypical presentation, which can delay the
diagnosis and management of the patient, the clinician must
be alert to this diagnostic possibility. The case describes an un-
common complication in a microadenoma; to our knowledge,
this is the first time to report that a so obvious macroscopic
image of post-mortem pituitary with this rare disease.
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