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Introduction:

Pituitary carcinomas are rare tumors
t h a t  a r e  m o s t  c o m m o n l y
p r o l a c t i n o m a s  a n d  p r e s e n t
heterogeneous behaviors. Their
carcinogenesis is unknown, they
present mostly in men and their
treatment is multimodal & non-
standardized. They are mainly
diagnosed through the appearance of
distant metastases and radiotherapy
can be used for local control of
invasive adenomas.

Case Report:

A 47-year-old man consulted for
headaches, decreased libido, impaired
vision and gynecomastia. A CT scan
revealed a pituitary macroadenoma
with suprasel lar extension and
invasion of the left sinus cavernosus
and sphenoidal sinus. Prolactin levels
were of 2750 ng/mL (reference
value:<25 ng/mL). The patient began
treatment with bromocriptine 2.5
m g / d a y ,  a n d  u n d e r w e n t  a
transsphenoidal adenomectomy
(TSA). Post-operatively the patient
began prednisone, testosterone and
levothyroxine therapy. Due to
tumoral persistence with invasion to
adjacent structures a transfrontal
craniotomy was realized in the
following year with sellar radiotherapy
of 50 Gy. Subsequently, the patient
presented a normal campimetry,
prolactin levels of 88 ng/mL and
symptomatic improvement.

The patient remained asymptomatic
f o r  5 - yea r s  w i t h  c oncu r r en t
bromocriptine treatment. Due to
bromocriptine intolerance, he began
cabergoline 1 mg/week. Posteriorly,
prolactin rose gradually reaching
leve l s  o f  1800  ng/mL .  A f te r
confirming cabergoline resistane, the
patient he started therapy again with
bromocriptine until reaching a dose of
40 mg/day. However, 6-years later
he reported lumbar pain and a MRI
scan showed a hypointense lesion in
L1;  conf i rming wi th  b iopsy a
prolactinoma metastasis. Spine
radiotherapy was administered with
symptomatic improvement. Three
TSA were later needed due to
recurrence of the sellar lesion, with
prolactin averaging levels of 1000
ng/mL. The patient, then with oligo-
metastatic disease, declined any
further treatment. He had a death
associated with extensive cranial
involvement, and survival of 6-years
after initial metastatic diagnosis.

Conclusions:
The clinical course in this patient was
very unusua l .  He had a very
aggresive tumor, with extensive and
recurrent local invasion, metastases,
and dopaminergic analogue (DA)
resistance. Nonetheless, he presented
a 14-year overall survival without any
sy s t em i c  an t i t umo r  t he r apy .
Furthermore, while radiotherapy is
used in recurrent and aggressive
pituitary tumors in which surgery
fa i l s ,  we  hypothes i ze  that  i t
contributed to the tumoral malignant
transformation and the late resistance
to DA in our patient.

Learning Objectives:
By the conclusion of this session,
participants should be able to:
1. Know that pituitary carcinomas
present heterogeneous behaviors with
patient’s overall survival being 14
years even after initial tumoral
aggressiveness and metastat ic
diagnosis.
2 .  Unde rs tand  tha t  p rev i ous
radiotherapy treatments may play an
influential role in malignant tumor
transformation and dopaminergic
analogue resistance of these types of
tumors.
3. Understand why new randomized
t r i a l s  regard ing  surv iva l  and
therapeutic strategies of pituitary
carcinomas to further understand
their pathophysiology are needed.

Appendix 1:

1a - Magnetic resonance image

(MRI) of the lumbar spine that

reveals a hypointense lesion in

the vertebral body of L1.

1b - Bone scan of the patient that

shows hypercaption of radiotracer

at L1 vertebrae level

Appendix 2

2a – Histopathology of the initial

pituitary adenoma. H-E at x10

magnification

2b – Histopathology of the lumbar

spine metastatic lesion. H-E at

x10 magnification

2c – Immunohistochemistry

positive for prolactin presence,

negative for other pituitary

hormone

2d – Immunohistochemistry for Ki

-67, with a proliferation index >

10%

References:
A macroprolactinoma becoming
resistant to cabergoline and
developing atypical pathology.
Sbardella E, Farah G, Fathelrahman A,
Cudlip S, Ansorge O, Karavitaki N,
Grossman AB. Endocrinol Diabetes
Metab Case Rep. 2016;2016. pii: 16-
0038. Epub 2016 Oct 18
Current approach to treatments for
prolactinomas. Tirosh A, Shimon I.
Minerva Endocrinol. 2016
Sep;41(3):316-23. Epub 2015 Sep 24.
Review.
Temozolomide Therapy for Aggressive
Pituitary Tumors: Results in a Small
Series of Patients from Argentina.
Bruno OD, Juárez-Allen L, Christiansen
SB, Manavela M, Danilowicz K,
Vigovich C, Gómez RM. Int J
Endocrinol. 2015;2015:587893. doi:
10.1155/2015/587893. Epub 2015
May 27.
Case report of sarcoma of the sella
caused by postoperative radiotherapy
for a prolactin-producing pituitary
adenoma. Kurosaki M, Kambe A,
Ishibashi M, Watanabe T, Horie Y.Brain
Tumor Pathol. 2014 Jul;31(3):187-91.
doi: 10.1007/s10014-014-0175-3.
Epub 2014 Jan 21.
What causes a prolactinoma to be
aggressive or to become a pituitary
carcinoma? Phillips J, East HE, French
SE, Melcescu E, Hamilton RD, Nicholas
WC, Fratkin JF, Parent AD, Luzardo G,
Koch CA.Hormones (Athens). 2012 Oct
-Dec;11(4):477-82.


