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ABSTRACT

Foster Kennedy Syndrome is unilateral optic disc swelling with contralateral optic atrophy, usually
due to a frontal lobe tumour compressing the optic nerve on one side and resulting in papilloedema
contralaterally. The etiological and topographical diagnosis uses brain imaging.

We describe a case of a silent corticotropic pituitary adenoma associated to a Foster Kennedy
syndrome in a 57 years old man. To the best of authors’ knowledge, this is the fourth case report
regarding pituitary adenoma presenting with Foster Kennedy syndrome.

We reviewed the pathogenesis and common clinical manifestations of Foster Kennedy syndrome
and would like to highlight the role of neuroimaging techniques in the diagnosis.
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1. INTRODUCTION nerve atrophy ipsilateral to an intracranial

neoplasm with  concomitant contralateral
Foster Kennedy syndrome (FKS) is a rare papilledema. It usually occurs with fronto-
condition that classically involves optic basal tumors, most frequently meningiomas
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of the sphenoid wing and the olfactory groove

[1].

Rarely associated with this syndrome, giant
pituitary adenoma can also cause a FKS. In this
work, we report a case of a silent corticotropic
giant pituitary adenoma revealed by FKS, review
its pathogenesis and highlight the role of
neuroimaging in diagnosis.

2. CASE REPORT

A 58 years old male, apparently healthy with no
medical history, was presented to our
department with a complaint of deep decrease in
vision of his right eye accidentally discovered
(while occluding contralateral eye), with no
other signs. In addition, the patient reports
a notion of significant weight gain over 6
months.

On physical examination, the patient had stable
vital signs. Ophthalmologic exam revealed visual
acuity of no light perception on the right and 7/10
on the left eye. Extraocular movements were
normal. There was a right relative afferent
pupillary defect. The fundus examination
revealed optic atrophy on the right eye (Fig. 1),
and marked papilloedema on the left eye (Fig. 2).
The Visual field of right eye showed an
incomplete temporal hemianopia and
enlargement of the blind spot. The neurological
examination was normal. He was therefore
diagnosed as having the Foster-Kennedy
syndrome.

An emergency cerebral resonance magnetic
imaging (RMI) showed a polycyclic well limited
process of 7 cm in diameter growing up from the
sella turcica, compressing the optic chiasma, the
3rd ventricle, invading the sellar floor, the
sphenoidal sinus and the right cavernous sinus.
Thus, a giant pituitary adenoma was suspected
radiologically (Fig. 3). Hence, the patient was
referred to neurosurgery department.

Pituitary hormonal profile showed normal levels
of serum prolactin level, thyroid hormones,
growth hormone and IGF-1. However, ACTH was
high: 165 pg/ml [5 — 49 pg/ml], and high morning
cortisol 984,6 nmol/l at 8h [171-535 nmol/l].

So, the patient was diagnosed with a giant
corticotropic pituitary adenoma.

The patient underwent a transsphenoidally
transnasal endoscopic pituitary surgery.

3. DISCUSSION

In 1911, the neurologist Foster Kennedy
described for the first time the Foster Kennedy
syndrome (FKS). It is a neuro-ocular syndrome
secondary to an intracranial mass effect by an
expansive fronto-basal process. FKS is
characterized by a papillary atrophy ipsilateral to
the lesion and contralateral stasis papilledema.

The FKS is a rare finding. Tonnis [2], in its serie
of 3033, histologically verified intracranial tumors,
found 28 cases of FKS. Huber [3] saw five cases
of FKS among 8100 brain tumors.

Fig. 1. Fundus of left eye showing pallor
of optic disc: Optic atrophy

49

Fig. 2. Fundus of right eye showing
papilledema
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Fig. 3. Cerebral RMI: Giant pituitary adenoma (yellow arrow) well limited of 7 cm in diameter,
compressing the optic chiasma, the 3rd ventricle, invading the sellar floor, the sphenoidal
sinus and the right cavernous sinus

Through a review of the literature, it was found
that this syndrome has been associated with
several intracranial frontobasal neoplasm, most
frequently  sphenoidal ridge  meningioma,
olfactory groove and suprasellar meningioma
[4,5]. Although more commonly associated with
neoplasm, the syndrome can also be caused by
vascular lesions, meningitis, internal carotid
artery sclerosis, and Paget's disease of the skull
[5,6].

Pituitary tumors are among the most common
intracranial tumors, accounting for 10-15% of all
primary intracranial neoplasms in clinical practice
[7]. Foster-Kennedy Syndrome has been
reported, according to our knowledge, in only
three cases as an association.

In 1992, Michael Kiichleand [8] published the first
case of a non-secreting pituitary adenoma, in a
51 old woman with signs of Foster Kennedy
syndrome including right papilledema, left simple
optic atrophy, and left anosmia. CT scan and
magnetic resonance imaging and
endocrinological work-up disclosed a giant non-
secreting pituitary adenoma.

In the same year, Simon Ruben [9] reported the
second case with a hypersecreting pituitary
adenoma in a 27-year-old man. The vision in his
both eyes had been declining slowly resulting in
complete blindness in this eye and hand
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movements on the left. Together with the onset
of frontal headaches associated with nausea and
vomiting. The fundal examination revealed optic
atrophy on the right and marked papilloedema on
the left. In addition he had limitation of lateral
rectus function bilaterally and limitation of upward
gaze. Computed tomography scan of the brain
and endocrinological work-up revealed a
prolactin-secreting pituitary adenoma.

Biniyam Ayele [10] reported the third case in
2019, in a 21-year old Ethiopian patient,
presented with progressive visual disturbance of
the left eye, associated with global headache.
Neurological examination was pertinent for left
side visual loss with optic atrophy and right eye
temporal visual field cut with disc edema. Brain
MRI and Pituitary hormonal profile showed a
prolactin-secreting pituitary adenoma.

The mechanism of optic atrophy and
contralateral papilloedema association in FKS
cannot be attributed to a single explanation. The
hypotheses include [11]: (i) Direct compression
of one optic nerve accounts for ipsilateral optic
atrophy. Raised intracranial pressure (ICP)
causes contralateral papilledema that usually
precedes the ipsilateral optic atrophy (ii) bilateral
asymmetric optic nerve compression, and (iii)
chronically raised intracranial pressure that may
lead to early optic atrophy on one side, without
direct optic nerve compression.
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In our case, the right sided optic atrophy was
apparently due to direct adenoma compression
to the optic nerve. Contralateral papilledema may
have been the result of raised intracranial
pressure. The compression of the left optic nerve
near the chiasm may also have played a role in
the development of papilledema. Additionally,
compression of the chiasm might have led to the
left temporal visual field defect.

Anosmia and headache are often present in true
Foster Kennedy syndrome [1]; however, they are
not universally present signs. Other disorders
may include emotional lability, memory loss,
nausea, vomiting, vertigo, hearing loss, extremity
weakness, and facial paresis. Various ophthalmic
signs and symptoms may be present depending
on the localization of the tumor.

Despite the giant size of the pituitary adenoma
the only signs that our patient had were: visual
loss in the right eye, temporal hemianopia in the
left eye and the rapid weight gain due to
hypercosolemia; no other sign were reported.

4. CONCLUSION

Foster Kennedy syndrome is rare but should be
recognized. An examination and a search for
extra-ophthalmological signs must be carried out.
Complementary ophthalmologic examinations
make it possible to orient etiologic research, but
brain imaging remains essential.
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