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examination showed an area of retinal edema along the course 
of the right cilioretinal artery, which spared the fovea along 
with few dot hemorrhages in the posterior pole [Fig. 1]. The 
retinal vasculature was otherwise normal. A fundus fl uorescein 
angiogram was performed [Fig. 2], which demonstrated 
that there was a fl ow within the right cilioretinal artery. The 
automated visual fi eld analysis demonstrated a central visual 
fi eld defect and decreased foveal threshold sensitivity in the 
right eye [Fig. 3]. Extensive blood tests to rule out either a 
thrombophillic, vasculitic or embolic source for the occlusion 
were unhelpful; these included an echocardiogram, full blood 
count, erythrocyte sedimentation rate, electrolytes, and urea 
levels, as also a thrombophillia screening.

The patient was managed with vigorous manual massage of 
the eyeball, fast intravenous mannitol (250 ml in half an hour), 
followed by oral acetazolamide (500 mg) four times a day. Also, 
anterior chamber paracentesis was tried immediately. One day 
later, the patient felt a slight improvement in vision and was 
discharged against medical advice. She was lost to follow-up 
and presented aft er six months maintaining a visual acuity of 
20/40 in the right eye and a normal appearing fundus.

Discussion
Apart from the medical complications, ocular complications 
of cocaine abuse include, keratopathy,[2] central retinal 
artery occlusion,[3] central retinal vein occlusion,[4] retinal 
hemorrhages,[5] papillitis,[6] and orbital infarction.[7] Cocaine 
has a complex pharmacological mode of action. It potentiates 
catecholamine action by inhibiting its reuptake at the adrenergic 
nerve endings. The voltage-dependent sodium ion channels are 
also blocked, which produces the local anesthetic properties of 
cocaine. The potentiating action with catecholamines produces 
an acute rise in blood pressure, which might be the underlying 
factor producing retinal hemorrhages and central retinal vein 

occlusion; the thrombogenic eff ect of cocaine could also be 
contributory. As cocaine has a plasma half-life of only 50 – 90 
minutes, it would be diffi  cult to explain the clinically observed 
incidences of vascular occlusions distant in time to this. A 
possible mechanism is the endothelin-1-mediated vasospasm. 
Cocaine is known to increase the production of endothelin-1, 
an eff ect observed as early as 12 hours aft er infusion and 
maximum at 48 hours.[7]

There are no proven treatments for the vasospasm produced 
by cocaine, but a stepped approach used in the treatment 
of cocaine-associated myocardial infarction may be helpful, 
including nitrates, calcium channel blockers, benzodiazepines, 
and anticoagulation / aspirin therapy.
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Unusual case of persistent Horner’s 
syndrome fo l lowing  epidura l 
anaesthesia and caesarean section

Shubhra Goel1,2, Cat Nguyen Burkat1

This is a rare case of persistent Horner’s syndrome following 
epidural anesthesia and Caesarean section. A 33-year-old female 
presented with persistent ptosis and miosis following epidural 

anesthesia and Caesarian section several months prior. Magnetic 
resonance imaging (MRI)/magnetic resonance angiography 
(MRA) of head, neck, and chest were unremarkable. Medline 
search using terms Horner’s, epidural, spinal anesthesia, delivery, 
childbirth, Caesarian, and pregnancy identified 31 articles 
describing Horner’s syndrome in obstetric epidural anesthesia, 
of which 11 were following Caesarean section. The increased 
incidence of Horner’s syndrome in the setting of epidural 
anesthesia in pregnancy may be related to epidural venous 
engorgement and cephalic spread of the local anaesthetic, with 
disruption in the oculosympathetic pathway. It is important 
to include recent epidural anesthesia within the diff erential 
diagnosis of acute Horner’s syndrome in a postpartum female. 
Rarely, the ptosis may be permanent and require surgical 
intervention.
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Horner’s syndrome, characterized by upper eyelid ptosis, 
miotic pupil, anhydrosis, and ipsilateral facial flushing, 
secondary to sympathetic pathway disruption, is an important 
diff erential diagnosis in unilateral ptosis. Epidural anesthesia 
is widely used for pain relief during childbirth. The incidence 
of Horner’s syndrome is rare with epidural anesthesia but 
increases to 0.4–2.5% in the sett ing of childbirth and to 4% 
in Caesarean sections.[1] This association has been commonly 
reported as transient in nature in the anesthesiology, obstetric, 
and neurologic literature. We report a case of persistent 
unilateral Horner’s syndrome in a healthy female following 
epidural anesthesia and Caesarean section.

A Medline literature search was performed using the 
following terms: Horner ’s syndrome, epidural, spinal 
anesthesia, delivery, childbirth, caesarean, and pregnancy. One 
hundred and six articles containing these terms were identifi ed. 
Of these, 31 articles described Horner’s syndrome occurring 
in obstetrics epidural anesthesia, and only 11 were following 
Caesarean section. The remaining cases were described in the 
sett ing of normal labor, early labor pain, and forceps delivery. 
Only one article describing Horner’s syndrome during normal 
labor was published in the ophthalmology literature.[2] All of 
the other articles were found in the anesthesia, obstetrics, and 
neurology journals.

Case Report
A healthy 33-year-old primigravida presented with persistent 
droopy right eyelid following Caesarean section 9 weeks prior. 
During a diffi  cult labor, an epidural block (fentanyl 2 mcg/ml, 
bupivicaine 0.125%) was administered in the sitt ing position, 
with immediate right-sided back pain. She did not recline to 
either side. Eight hours later, she underwent Caesarean section 
in a dorsal supine and left ward tilt position. The ptotic eyelid 
was noticed postoperatively, approximately 12 h following 
the administration of the initial epidural, although its exact 
onset following epidural anesthesia was not known by the 
patient. The precise onset of ptosis was diffi  cult to determine 
as the patient was given the spinal anesthesia while in labor 
and grimacing with contractions. Within 2 h, she was urgently 
taken to the operating room for Ceasarian section. Following 
surgery, she slept for several hours, and only when she awoke 
did a nurse comment on the droopy eyelid. Throughout the 
time of labor, surgery, and postoperative recovery, there was 
no mirror at the bedside for her to notice the onset herself. 

Neurological exam and other cranial nerves were normal. 
The diagnosis of right Horner’s syndrome was also confi rmed 
by the Neurology service. There was no history of anhidrosis 
and no sensory loss, facial numbness, neck pain, swelling, 
history of brachial trauma, diplopia, or diurnal variation was 
reported. Examination revealed a right upper eyelid ptosis of 

1 mm (marginal refl ex distance [MRD1]: right eye – 4.5 mm, 
left  eye – 5.5 mm) and a miotic pupil prominent in both light 
and dark illumination [Fig. 1]. The installation of 2% cocaine 
showed no pupillary response on the aff ected right side. Hertel 
exophthalmometry revealed 2 mm of proptosis on the same 
side. Levator function, motility, thyroid levels, and magnetic 
resonance imaging (MRI)/magnetic resonance angiography 
(MRA) of the head, neck, and chest were normal without 
masses. At a subsequent follow-up 8.5 months later, the ptosis 
was unchanged. Surgery was off ered but declined at this time 
by the patient. 

Discussion
Horner’s syndrome is a rare and unpredictable side eff ect of 
lumbar epidural anesthesia and was fi rst reported in 1972.[3] 
It is rarely seen with epidural anesthesia with an incidence of 
0.4–2.5%,[1] but increases in pregnancy to 4%. Several theories 
have been proposed for this association. The most commonly 
accepted theory is that anatomical changes in pregnancy lead 
to decreased capacity of epidural space and increased epidural 
venous engorgement. Further epidural vein enlargement occurs 
with increased intra-abdominal pressure and valsalva with 
uterine contractions, resulting in local anesthetic traversing 
a higher cephalad than expected. This cephalic spread of the 
local anesthetic disrupts the oculosympathetic pathway at the 
level of second-order neurons exiting the spinal cord (C8- T4) 
in transit to the superior cervical ganglion. Unilaterality may 
be secondary to septation within the epidural space, and/or 
the patient’s positioning and eff ect of gravity during injection. 
Injection in the lateral recumbent position tends to produce 
more anesthesia on the dependent side. In some reports, 
laterality was secondary to dural puncture and subarachnoid 
injection of the anesthetic solution.[3,4] In vitro studies have 
demonstrated differential sensitivity of the preganglionic 
sympathetic fi bers and sensory fi bers in the epidural space 
to the anesthetic solution, explaining the high sensitivity of 
relatively thinner fi bers of the sympathetic pathway which can 
result in sympathetic blockade even several spinal segments 
above the level of injection.[3,5]

The Horner’s phenomenon is typically transient with an 
average onset of 25 min, and a mean duration of 215 min 

Figure 1: Right eye showing the mild ptosis with anisocoria (miotic 
pupil)
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(range: several minutes–24 h) until spontaneous resolution.[4] 
One case report described Horner’s syndrome lasting 6 months 
in a 12-year-old female undergoing spinal fusion surgery.[6] 
A delayed onset of Horner’s syndrome developing 115 min 
aft er epidural injection for Caesarean section has also been 
reported.[7]

This case diff ers slightly from previous reports due to its 
delayed onset, laterality to the elevated rather than dependent 
side, mild proptosis, and persistent duration of over 8 
months. The exact pathophysiology is unclear, but this case 
demonstrates that a persistent Horner’s syndrome may occur 
in the absence of any systemic associations and complications 
following epidural anesthesia for Caesarean section. 

This uncommon presentation of Horner’s syndrome 
following Caesarean section and epidural anesthesia, although 
reported in the anesthesiology and obstetric literature, is 
relatively unknown within the ophthalmic literature. Only 
one article was published in 1995[2] in the ophthalmology 
literature documenting Horner’s syndrome, but during normal 
labor and delivery. Although the majority of the literature 
describes a transient phenomenon, rarely it may persist and 
require consideration of surgical intervention for ptosis. This 
highlights the need to include recent epidural anesthesia 

within the diff erential diagnosis of acute Horner’s syndrome 
in a postpartum female. It also suggests the need to monitor 
the patient for autonomic complications postinjection due to 
possible high-level sympathetic blockade.
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Relapsing acute myeloid leukemia 
presenting as hypopyon uveitis

Sapna P Hegde1, Atul T Ursekar2, Ajay A Chitale3

Anterior segment infi ltration in acute myeloid leukemia (AML) 
presenting as hypopyon uveitis is very rare. We report this case 
as an uncommon presentation in a patient on remission aft er 
bone marrow transplant for AML. In addition to the hypopyon, 
the patient presented with “red eye” caused by ocular surface 
disease due to concurrent graft -versus-host disease and glaucoma. 
The classical manifestations of masquerade syndrome due to 
AML were altered by concurrent pathologies. Media opacities 
further confounded the diff erential diagnosis. We highlight the 
investigations used to arrive at a defi nitive diagnosis. In uveitis, 
there is a need to maintain a high index of clinical suspicion, as 
early diagnosis in ocular malignancy can save sight and life.
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Intraocular infl ammation presenting as hypopyon may occur in 
acute lymphoblastic leukemia (ALL), acute myeloid leukemia 
(AML), and chronic myeloid leukemia (CML). Compared to 
a 2.5–18% incidence of anterior segment infi ltration in ALL,[1] 
isolated presentation of hypopyon uveitis is very rare in AML, 
with only one similar reported case.[2]

Ocular involvement may occur by direct infi ltration of 
neoplastic cells, hemorrhage, or by ischemic changes.[2] It 
can manifest as intraocular infl ammation not responding to 
conventional therapy, which is referred to as “masquerade 
syndrome”.[3] Primary retinal lymphoma presenting as uveitis 
in a quiet eye in the elderly is the most frequent cause for 
masquerade syndrome.[4] Ocular involvement of systemic 
leukemia may be the fi rst sign of extramedullary spread or 
relapse aft er treatment.

We report this rare case to highlight the pivotal role of the 
ophthalmologist to confi rm a relapse aft er successful remission 
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