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C
ystoid macular edema 
(CME) is a common 
manifestation of many 
retinal diseases.1 Often, 
the underlying etiology, 

such as diabetic retinopathy, 
macular degeneration, or reti-
nal vein occlusion, is obvious 
based on clinical examination. 
Recent cataract surgery or 
active uveitis are other com-
mon causes of CME and are 
readily apparent based on his-
tory or examination. 

Occasionally, CME may 
manifest without an obvious 
cause or underlying condition, 
perhaps noted on a routine 
and otherwise unremarkable 
eye examination. We recently 
encountered a case of CME 
with a surprising—although 
not unheard of—etiology, 
reminding us to look beyond 
the obvious and keep elusive 
etiologies in mind when the 
usual CME culprits don’t apply.

 C A S E R E P O R T 
A 55-year-old man with 

recently diagnosed glaucoma 
presented with blurred central 
vision, redness, and ocular irrita-
tion in his left eye. He had been 
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Figure 1. OCT shows CME related to latanoprost administration.

Figure 2. OCT 1 month after discontinuation of latanoprost shows resolution of CME.
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prescribed several different drop regimens to control his IOP, 
the most recent being latanoprost 0.005% once daily, which he 
had been using for several weeks unilaterally in the left eye. 

His ocular history included repair of a pseudophakic mac-
ula-on retinal detachment in his left eye 5 years ago, with 
resulting VA of 20/20 OS and a mild, non-clinically significant 
epiretinal membrane.

On examination, VA was 20/30 OS, with normal IOP and 
CME noted on OCT (Figure 1). There were no signs of macu-
lar degeneration, retinal vascular disease, or uveitis, only the 
previously noted mild epiretinal membrane. In addition, the 
timing of the vision decrease, the unilateral CME, and onset 
of prostaglandin use in the same eye (not bilaterally) was 
suggestive of a causal relationship.

We recommended discontinuation of latanoprost. The 
patient saw a glaucoma specialist who substituted bri-
monidine 0.15% twice daily. One month later, his VA had 
improved to 20/20 OS with almost complete resolution of 
symptoms and CME on OCT (Figure 2). 

 D I S C U S S I O N 
Prostaglandin analogues are often used to reduce IOP in 

patients with ocular hypertension or glaucoma. These drops 
are often used as first-line therapy due to their convenient 
once-daily dosing. Common side effects include conjunctival 
hyperemia, corneal punctate epithelial erosions, and 
increased iris pigmentation.2

A lesser-known side effect of this class of drug is CME, report-
ed with latanoprost and other commercially available prosta-
glandin analogues.3,4 Preservative-free prostaglandin analogues 
can produce this same side effect, ruling out the preservative as 
the cause of the CME rather than the prostaglandin itself. The 
CME is reversable after discontinuation of the drug.5 

Interestingly, prostaglandin analogues can be adminis-
tered distant from the eye and still cause CME. For example, 
one group of researchers reported a case of CME several 
days after intracorporeal injection of a prostaglandin E1 for 
erectile dysfunction.6 

Although prostaglandin analogues are known to cause 
inflammation, CME is an uncommon side effect.7 The reason 
for this remains unknown, but genetic factors or underlying 
ocular diseases may increase a patient’s susceptibility. In 

addition, other confounding ocular pathologies could make 
a patient more susceptible to CME, such as epiretinal mem-
brane and macular degeneration. Other risk factors for pros-
taglandin-induced CME are ocular surgery and damage to 
the blood-retina barrier, as is the case with uveitis.6 A patient 
with a healthy blood-retina barrier is less likely to be affected 
by prostaglandin-induced CME.

Both ocular and systemic use of prostaglandin analogues 
should remain on the physician’s list of possible causes of 
CME, particularly when a case presents with no other obvi-
ous etiology or when standard treatment is ineffective. 

Fortunately, treatment is straightforward, as eliminating 
the causative drop and replacing it with one of many other 
IOP-lowering drops can lead to complete resolution of 
CME. This also holds true with discontinuation of systemic 
prostaglandin use.6 n
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 A L T H O U G H  P R O S T A G L A N D I N  A N A L O G U E S  A R E  K N O W N  T O  C A U S E 

 I N F L A M M A T I O N ,  C M E  I S  A N  U N C O M M O N  S I D E  E F F E C T .  T H E  R E A S O N 

 F O R  T H I S  R E M A I N S  U N K N O W N , B U T  G E N E T I C  F A C T O R S  O R  U N D E R L Y I N G 

 O C U L A R  D I S E A S E S  M A Y  I N C R E A S E  A  P A T I E N T ’ S  S U S C E P T I B I L I T Y . 


