@ OPEN ACCESS

Saudi Journal of Medicine

Abbreviated Key Title: Saudi J] Med

ISSN 2518-3389 (Print) | ISSN 2518-3397 (Online)

Scholars Middle East Publishers, Dubai, United Arab Emirates
Journal homepage: https://saudijournals.com

Case Report

Coexisting Intracranial Tumors with Pituitary Adenomas: Genetic

Association or Coincidence?
Hassan Aden Neima'*, Rafi S.!, S. Ijdda G. El Mghari!, N. El Ansari!

"Department of Endocrinology, Diabetes, Metabolic Diseases and Nutrition, Mohammed VI University Hospital,
Marrakech, Morocco

DOI: https://doi.org/10.36348/sjm.2026.v11i04.001 | Received: 02.06.2025 | Accepted: 05.08.2025 | Published: 08.04.2026

*Corresponding Author: Hassan Aden Neima
Department of Endocrinology, Diabetes, Metabolic Diseases and Nutrition, Mohammed Vi University Hospital, Marrakech, Morocco

Coexisting pituitary lesions may range from clinically non-functioning adenomas to hormonally active tumors such as
prolactinomas and growth hormone (GH) or thyrotropin (TSH)-secreting adenomas. A 22-year-old male presented with a
two-month history of generalized tonic-clonic seizures, accompanied by signs of intracranial hypertension, including
intermittent frontal headaches resistant to analgesics and a sudden decrease in visual acuity. He also reported a 20 kg weight
gain and an increase in shoe size from 40 to 44 over a seven-month period, without any decline in libido. Clinical
examination revealed normal blood pressure and heart rate, and no dysmorphic features, particularly no acromegaloid
characteristics. The patient had moderate obesity (BMI: 34 kg/m?), bilateral gynecomastia, mild violaceous striae, no
galactorrhea, and was classified as Tanner stage GSPS5. Hormonal evaluation showed hyperprolactinemia at 278 ng/mL,
central hypothyroidism (TSH: 0.6 mIU/L; free T4: 8 pmol/L), and central hypogonadism (FSH: 1.37 IU/L; LH: 1.1 IU/L;
total testosterone: 1.80 ng/mL). IGF-1 was within the normal range (275.8 ng/mL; reference: 120—338). Morning cortisol
was 15 ug/dL, with an appropriate suppression after a 1 mg overnight dexamethasone test (0.7 ug/dL). A 24-hour urinary
free cortisol measurement was also normal (75 pg/24h). HbAlc was 5.5%. Ophthalmologic examination revealed a normal
fundus, but visual field testing showed nasal isopter narrowing. Pituitary MRI demonstrated a well-defined intra- and
suprasellar lesion measuring 19 % 16 x 19 mm, consistent with a pituitary macroadenoma. Additionally, an infiltrative
cortical and subcortical lesion in the fronto-cingulate region (36 x 24 x 47 mm) suggested a low-grade glioma. The patient
was started on cabergoline 0.5 mg twice weekly and levothyroxine 25 pg daily. Neurosurgical intervention for the glioma
was performed with gross total resection. Histopathological analysis confirmed a low-grade glial proliferation.
Postoperative clinical and biochemical follow-up showed favorable outcomes. This case highlights the need for
comprehensive neuroimaging in patients diagnosed with pituitary adenomas who present with atypical neurological
symptoms, such as seizures.

Keywords: Glioma, pituitary adenomas, coexisting, hyperprolactinemia.

Copyright © 2026 The Author(s): This is an open-access article distributed under the terms of the Creative Commons Attribution 4.0 International
License (CC BY-NC 4.0) which permits unrestricted use, distribution, and reproduction in any medium for non-commercial use provided the original
author and source are credited.

INTRODUCTION

Gliomas account for approximately 50% of
primary intracranial neoplasms. Pituitary adenomas
(PAs) have been reported to co-occur with glial tumors
of varying grades. Coexisting pituitary lesions may range
from clinically non-functioning adenomas to hormonally
active tumors such as prolactinomas and growth
hormone (GH) or thyrotropin (TSH)-secreting
adenomas. We present a rare case of synchronous PA and
glioma, and explore potential underlying mechanisms,
including previously reported genetic abnormalities that
might link these two distinct pathologies [1,2,4,5].

OBSERVATION

A 22-year-old male presented with a two-month
history of generalized tonic-clonic  seizures,
accompanied by signs of intracranial hypertension,
including intermittent frontal headaches resistant to
analgesics and a sudden decrease in visual acuity. He
also reported a 20 kg weight gain and an increase in shoe
size from 40 to 44 over a seven-month period, without
any decline in libido. Clinical examination revealed
normal blood pressure and heart rate, and no dysmorphic
features, particularly no acromegaloid characteristics.
The patient had moderate obesity (BMI : 34 kg/m?),
bilateral gynecomastia, mild violaceous striae, no
galactorrhea, and was classified as Tanner stage
G5P5.Hormonal evaluation showed hyperprolactinemia
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at 278 ng/mL, central hypothyroidism (TSH: 0.6 mIU/L;
free T4: 8 pmol/L), and central hypogonadism (FSH:
1.37 IU/L; LH: 1.1 IU/L; total testosterone: 1.80 ng/mL).
IGF-1 was within the normal range (275.8 ng/mL;
reference: 120-338). Morning cortisol was 15 pg/dL,
with an appropriate suppression after a 1 mg overnight
dexamethasone test (0.7 pg/dL). A 24-hour urinary free
cortisol measurement was also normal (75 pg/24h).
HbAlc was 5.5%. Ophthalmologic examination revealed
a normal fundus, but visual field testing showed nasal
isopter narrowing. Pituitary MRI demonstrated a well-

defined intra- and suprasellar lesion measuring 19 x 16
x 19 mm, consistent with a pituitary macroadenoma.
Additionally, an infiltrative cortical and subcortical
lesion in the fronto-cingulate region (36 x 24 x 47 mm)
suggested a low-grade glioma. The patient was started on
cabergoline 0.5 mg twice weekly and levothyroxine 25
pg daily. Neurosurgical intervention for the glioma was
performed with gross total resection. Histopathological
analysis confirmed a low-grade glial proliferation.
Postoperative clinical and biochemical follow-up
showed favorable outcomes.

w2 "
Fov e ARE DY

Bilateral Gynecomastia

DISCUSSION

The synchronous occurrence of a pituitary
macroadenoma and a low-grade glioma, as seen in our
patient, is exceedingly rare. To date, only 13 similar
cases have been reported in the literature [4,5,8]. This
rarity raises the question of whether such an association
is coincidental or underpinned by a shared pathogenic
mechanism. Some authors, including Russell and
Rubinstein [4], have proposed that the coexistence of
these tumors in non-syndromic patients is merely
coincidental. However, repeated reports of gliomas
occurring alongside pituitary adenomas—particularly
prolactinomas— have prompted speculation about
common molecular or genetic factors. Several

chromosomal abnormalities have been reported in both
tumor types, including deletions on chromosomes 1p, 4,
5, 6, 11q, 13q, and 18q, and gains on 17p, 19, and 20q
[9]. Gliomas, in particular, have been linked to deletions
involving chromosome 19p13.3 [10]. This overlap,
especially involving chromosome 19, may point to a
shared genetic predisposition. Furthermore, fibroblast
growth factor receptor-1 (FGFR1), expressed in both
pituitary adenomas and gliomas, may contribute to
mitogenic activity and tumor proliferation [11]. The
presence of hormone receptors—such as estrogen and
progesterone receptors—in both tumor types also
suggests potential endocrine influences in tumor
development [5,12]. It is important to note that no
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genetic or immunohistochemical analyses were
performed in this case to confirm a shared molecular
etiology. The typically indolent nature of both tumor
types may lead to underdiagnosis in asymptomatic or
mildly  symptomatic  patients, contributing to
underreporting. This case highlights the need for
comprehensive neuroimaging in patients diagnosed with
pituitary adenomas who present with atypical
neurological symptoms, such as seizures. Future
molecular studies may shed light on possible genetic
links between these tumors and enhance our
understanding of their concurrent development.

CONCLUSION

Although no definitive causative factors have
been established, the rare coexistence of non- syndromic
pituitary adenomas and gliomas may indicate a shared,
yet unidentified, genetic or molecular mechanism.
Recognizing such associations can improve diagnostic
vigilance and potentially guide future research on
tumorigenesis.
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