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Prolactinoma presenting with intermittent third
nerve palsy
W N WYKES

From the St Woolos Hospital, Newport, Gwent

SUMMARY A patient presented with a painful third nerve palsy. This resolved spontaneously, but
recurred several months later. At his second presentation carotid angiography gave normal results,
but a high resolution CT scan showed a tumour in the right parasellar region. The serum prolactin
was raised at over 22 000 mpl, showing this to be a prolactinoma.

A prolactinoma is not normally considered as a
diagnosis in cases of painful third nerve palsy, the
common causes being intracranial aneurysm, herpes
zoster ophthalmicus, temporal arteritis, and
migraine. A review of the literature revealed only
one case report of a third nerve palsy caused by a
prolactinoma, but that was neither isolated nor
intermittent.' However, pituitary tumours have been
known to cause third nerve palsies before the diag-
nosis of prolactinoma was feasible. The unusual
feature of the following case report, therefore, is that
the patient's third nerve palsy was intermittent.

Case report

A 74-year-old woman presented in June 1983 with a
right sided headache of five days' duration, an
increased prominence of the left eye, and diplopia in
all directions. Her previous medical history included
thyrotoxicosis diagnosed in 1964 for which she was
initially treated with carbimazole (Neo-Mercazole)
followed by a subtotal thyroidectomy. Dysthyroid
exophthalmos and lid retraction of the left eye were
noted at that time and had persisted since then. In
1972 the patient was found to be hypertensive, and
antihypertensive treatment was begun.

Clinical findings on presentation in June 1983
consisted of 3 mm proptosis and lid retraction of the
left eye, this appearance being exaggerated by a right
ptosis, associated with a dilated right pupil with no
direct or consensual response to light or accommoda-
tion, and paralysis of the right medial, superior, and
inferior recti, with no evidence of function of the
inferior oblique. The fourth and sixth nerves were
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intact, and there were no other abnormal findings in
the cranial nerves. In particular the visual fields were
normal.
The patient was admitted immediately to hospital

for bed rest and investigation of a possible right sided
intracranial aneurysm. The ptosis and mydriasis
cleared during the following week and the diplopia
ceased, so that when reviewed by a neurologist on 13
July 1983 the patient was asymptomatic, and the only
neurological finding was a 3 mm proptosis of the left
eye. At this stage the neurologist did not consider
that further investigation was justified.
Ten months later, in May 1984, the patient had an

episode of weakness affecting her left arm for three
hours and some intermittent numbness of her face.
Her erythrocyte sedimentation rate (ESR) at this
stage was 55 mm/h.

Within one month her right third nerve palsy
returned, with increasingly severe right sided head-
ache. The movements of the right eye were again
severely limited, with a dilated pupil and partial
ptosis. Carotid angiography was undertaken, but no
aneurysm was seen. The possibility of the recurrent
third nerve palsy and the transient ischaemic attack
both being due to temporal arteritis was considered,
although the highest ESR recorded was 57 mm/h.
However, a temporal artery biopsy specimen in
November 1984 was normal. A high resolution CT
scan of the orbit showed an enhancing lesion in the
right parasellar region, with erosion of the right side
of the dorsum sellae, which was displaced backwards.
Scans through the pituitary fossa showed a tumour
occupying the right side of the fossa and extending
into the parasellar region. The floor of the fossa was
thinned, with extension into the sphenoid sinus and
backwards into the dorsum sellae (Fig. 1).
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Prolactinoma presenting with intermittent third nerve palsy

gh resolution CTscans showing lesion in rightparasellar region.

It was considered at this stage that the appearance
was most probably due to a malignant tumour, and
therefore a course of radiotherapy was started.
However, endocrine investigations showed a grossly
raised prolactin level of over 22 400 mWl. Following
radiotherapy the patient's prolactin level was greater
than 5000 mWl, and a second CT' scan showed no
change. Treatment was changed to bromocriptine,
which is known to be effective in reducing the size of
prolactinomas.23 The patient had been on bromo-
criptine for two months at the latest review, but with
no change in the signs.

Discussion

A review of the literature revealed only one case
where a prolactinoma was associated with a third
nerve palsy.' In that case the prolactinoma of a
51-year-old woman had extended superiorly and
laterally, causing both bitemporal visual field defects
and a cavernous sinus syndrome. The patient
recovered over a period of six months on bromocrip-
tine therapy.

Prolactinomas commonly present in women in
early reproductive life with problems of infertility,
though they may present with any type of menstrual
abnormality.4s Galactorrhoea may also occur (in
30-80% of cases).56 When the tumour presents as an
expanding lesion, it usually causes visual field loss (in
7% of female cases).5 Men present later with

impotence and obesity.78 However, our patient pre-
sented with a painful third nerve palsy, which was
exceptional for being isolated and in particular for
being intermittent.

I thank Mr A G Karseras, consultant ophthalmologist, for his help
and encouragement in preparing this paper.
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