


Isolated abducens nerve palsy in severe preeclampsia

Figure 1 The patient has an esodeviation in primary position with a mild restricted abduction of the left eye on left gaze.

Figure 2 Spectral-domain optical coherence tomography (SD-OCT) scans of both eyes showing resorbed subretinal exudates/fluids ILM:

Inner limiting membrane; RPE: Retinal pigment epithelium; BM: Bruch’s membrane.

Figure 3 The patient one year after initial presentation demonstrating normal ocular alignment and full range of extraocular movements.

girl via cesarean section. Unfortunately, the preterm infant did
not survive, likely due to complications of extreme prematurity
or maternal medical factors. Two days after delivery, the
patient developed flashes of light and floaters. She was
examined by an ophthalmologist who reported bilateral SRD.
After delivery, the patient returned to Saudi Arabia, where she
continued postpartum care and further treatment.

Two months after the initial visit, the patient returned to the
clinic for a follow-up visit. Her diplopia persisted and she
still had an abduction deficit in her left eye. She received
botulinum toxin (Onabotulinum toxin A) injection into the
medial rectus muscle of the left eye. One month after the

procedure, the patient reported a marked improvement in her
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vision, with resolution of the inward deviation in her left eye.
Extraocular motility was complete in both eyes, and the left
abduction deficit had fully resolved. The patient did not report
any recurrence of the flashes or floaters. She was scheduled for
follow-up after three months and advised to monitor for signs
of recurrence. One year after presentation the patient reported
no recurrence of symptoms, with stable ocular alignment and
full extraocular motility (Figure 3).

DISCUSSION

Hypertensive disorders of pregnancy (HDP) include a
spectrum of conditions estimated to occur in around 5% to
10% of pregnancies. These include chronic hypertension,

gestational hypertension, pre-eclampsia, and eclampsia'’.
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Isolated abducens nerve palsy in severe preeclampsia

is a rare but recognized ophthalmic complication associated
(17)

with HDP, particularly pre-eclampsia” . The pathophysiology
remains unknown; however, it is thought to be due to choroidal
ischemia caused by intense arteriolar vasospasm leading to
retinal pigment epithelium (RPE) damage and subsequent
subretinal fluid accumulation'®. In our patient, bilateral
SRD developed during an acute pre-eclamptic episode and
resolved spontaneously with blood pressure control alone. This
favorable outcome is consistent with the usual clinical course
of patients with SRD in the context of HDP. In most cases,
conservative management leads to complete resolution'”. The
prognosis of HDP-associated cranial nerve palsy is generally
favorable. As in our case, most patients make a full recovery.
Nonetheless, a thorough workup, including brain imaging with
CT or MRI, should be performed to exclude any underlying
pathology such as intracranial lesions, vasculopathy, tumors,
multiple sclerosis, and inflammation. Interventions such as
botulinum toxin injections may promote faster functional or
cosmetic recovery in persistent cases.
In summary, a young female patient with pregnancy
complicated by severe pre-eclampsia developed left isolated
abducens nerve palsy and bilateral SRD. Although rare,
further investigation into the pathophysiology behind HDP-
associated isolated cranial nerve palsy is warranted to better
our understanding of the disease, as well as to improve overall
patient care and management.
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