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symptoms of mass effect. His gonadal function, prolactin
and electrolytes were normal. There was marked clinical
improvement following hydrocortisone replacement. MRI
of the pituitary gland was completely normal. A diagnosis
of ICI-induced hypophysitis and thyroiditis was made. He
completed the nine cycles of pembrolizumab as initially
planned with good cancer response. He remains well on
levothyroxine and hydrocortisone replacement.

CONCLUSION

This case illustrates the typical sequelae of ICI-induced
endocrinopathy of thyroiditis that occurred earlier and
hypophysitis later. All patients in ICI should be monitored
at close intervals for hormonal dysfunction and replaced as
required.
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INTRODUCTION/BACKGROUND

Pituitary apoplexy is a life-threatening condition resulting
from haemorrhage or necrosis of a pituitary tumour. After
an apoplectic event, recurrence of pituitary adenoma from
the remaining pituitary tissue is still possible. We report
an interesting case who had cushingoid features that
manifested several years after her initial episode of pituitary

apoplexy.

CASE

A 29-year-old female initially presented with a sudden onset
of headache and diplopia. Clinically, she had left cavernous
sinus syndrome. A cranial MRI showed a normal-sized
pituitary gland with an internal haemorrhage suggestive
of apoplexy and no filling defect within the cavernous
sinus. She had hypocortisolism post pituitary apoplexy
and needed hydrocortisone replacement. Her subsequent
yearly MRI surveillance showed a normal-sized pituitary
gland with no residual haemorrhage. Three years later,
she exhibited typical full-blown cushingoid features of the
moon face, facial plethora, proximal myopathy, hirsutism
and purplish striae over the abdomen. Hydrocortisone
replacement was withheld as repeated morning cortisol
was 1002 nmol/L (145.4- 619.4) raising the possibility of
endogenous hypercortisolism.
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On further evaluation, she had an increased 24-hour urine-
free cortisol, and abnormal serum cortisol during both
overnight dexamethasone suppression test and low-dose
dexamethasone suppression test. Laboratory findings
strongly supported ACTH-dependent Cushing’s syndrome
whereby plasma ACTH was elevated at 20.58 pmol/L (1.6-
13.9). However, her brain MRI did not show any evidence
of a pituitary adenoma, hence underwent inferior petrosal
sinus sampling to further evaluate the likely possibility of
Cushing’s disease.

CONCLUSION

This case demonstrates the possibility of recurrence
Cushing’s disease years after an episode of pituitary
apoplexy, whereby the residual ACTH-producing adenoma
might have grown slowly to form the second tumour.
Therefore, long term monitoring is crucial for patients with
pituitary apoplexy as they may develop tumour recurrence
as well as hormonal deficiencies or excesses over time.
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INTRODUCTION/BACKGROUND

Hypophysitis is a rare inflammatory disorder that affects
the pituitary gland and infundibulum. Lymphocytic
infundibuloneurohypophysitis (LINH), one of the causes of
primary hypophysitis, is a rare autoimmune inflammatory
process that selectively affects the neurohypophysis
and infundibulum, typically presenting with arginine
vasopressin deficiency (AVP-D). Magnetic resonance
imaging (MRI) with contrast demonstrates thickening of
the pituitary stalk, enlargement of the neurohypophysis, or
both with homogeneous enhancement. The inflammatory
process in LINH can be self-limited and regression can be
seen radiologically during follow-up.

CASE

A 22-year-old male presented with sudden onset polyuria
and polydipsia in 2016, with clinical and laboratory
findings consistent with AVP-D. Brain MRI demonstrated
enlargement of the pituitary stalk, measuring 6 mm, and
absence of the posterior pituitary bright spot. Other anterior
pituitary hormones were normal, except for mildly raised
prolactin levels. Investigations for secondary aetiologies
were not significant. He was given a trial of glucocorticoid
treatment. Serial brain MRI showed a reduction of the
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pituitary stalk, but AVP-D persisted, and he was diagnosed
with LINH.

The evaluation of a patient with thickening of the pituitary
stalk involves assessing the function of both the anterior and
posterior pituitary glands and identifying the underlying
cause. LINH is characterized by lymphocytic infiltration,
leading to the eventual destruction of the pituitary tissue
accompanied by varying degrees of pituitary dysfunction.
Histopathology remains the gold standard for diagnosis,
and definite diagnosis can only be established via
pituitary stalk biopsy. Due to the wide range of possible
aetiologies, caution and close monitoring are strongly
recommended for the treatment of presumed cases lacking
histopathologic confirmation.

CONCLUSION

There are no evidence-based guidelines on the management
of LINH due to its rarity. The glucocorticoid response rate
has been variable. An individual approach is warranted.
A conservative medical approach is often used as LINH
is often self-limiting, especially when symptoms of mass
effect are absent.
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there was no left ventricular thrombus. Pituitary MRI later
showed a 1.9 x 1.9 x 3.2 cm pituitary macroadenoma with
suprasellar extension. AF was subsequently controlled with
a beta blocker and direct oral anticoagulants (DOACs) were
initiated. Hyperthyroidism was managed with octreotide
LAR and biochemical euthyroidism was achieved, and
the patient showed neurological improvement.

CONCLUSION

TSHoma-associated with stroke is rarely reported.
Hyperthyroidism-induced cardiovascular complications are
well-documented, including the risk of stroke. Treatment
strategies for TSHoma aim to control hyperthyroidism
and alleviate associated complications. While surgical
resection is the definitive treatment, medical therapy with
somatostatin analogues may be considered, as demonstrated
in this case.

The management of TSHoma is challenging due to its
association with hyperthyroidism-induced cardiovascular
complications, and the risk of stroke. Recognizing TSHoma
and early intervention may prevent its cardiovascular
complications.
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INTRODUCTION/BACKGROUND

Hyperthyroidism secondary to pituitary adenoma is rare
(TSHoma). It comprises 1-3% of all pituitary adenomas.
TSHoma itself does not directly cause strokes; however,
the associated hyperthyroidism predisposes patients to
cardiovascular complications, including atrial fibrillation
and hypertension, thereby increasing the risk of stroke.

CASE

A 54-year-old Malay female complained of sudden-onset
right-sided body weakness, aphasia, and confusion.
Clinical examination revealed rapid atrial fibrillation
(AF) and neurological deficits consistent with a left
middle cerebral artery (MCA) territory infarct. CT scan
of the brain showed a sellar mass. Initial investigation
revealed elevated FT4 levels, with nonsuppressed TSH,
prompting further diagnostic workup to confirm secondary
hyperthyroidism. Her remaining pituitary functions were
normal. Transthoracic echocardiography showed normal
ventricular size, mild MR, AR, and moderate TR; however,
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INTRODUCTION/BACKGROUND

Giant prolactinoma (tumor size more than 4 cm) is
extremely rare, even more so in adolescents. Although
generally benign, giant prolactinomas are locally aggressive,
extending out of the pituitary fossa causing compression to
the surrounding structures. While the mainstay of treatment
for prolactinoma is medical therapy, lesions of such a large
calibre may exhibit resistance to dopamine agonists.

We report a case of a 14-year-old female with a giant
prolactinoma complicated with obstructive hydrocephalus
which was resistant to cabergoline.

CASE

A 14-year-old female presented with a 4-month history of
worsening peripheral vision loss. Neuroimaging revealed
a large lobulated solid cystic sellar mass with suprasellar
extension measuring 4.3 x 3.7 x 4.1 cm with optic chiasm
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