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Vitreomacular traction causing cystoid macular edema masking an 

underlying peripapillary choroidal neovascularization
Isaiah Choy, O.D. Memphis VA Medical Center

The presence of the CNV in Figure 3 confirmed the 

diagnosis of peripapillary CNV OS. The increase in CME 

thickness OS is attributed to the abundance of serous 

fluid from the CNV than just CME alone. This patient 

likely had the CNV at a prior visit as Figure 2 shows a 

neurosensory detachment that was attributed to the 

VMT.

Choroidal neovascularization can be classified as 

aberrant tissue generation from the choroid into the 

RPE.4 There are 3 classifications of CNVs, depending 

on their location. Type 1 is found below the layer of the 

RPE, Type 2 above the RPE, and Type 3 extending 

through both layers and into the retina. This case is a 

type 2 CNV that was confirmed through a branching 

vascular network above the level of the RPE. One study 

states the etiologies of peripapillary CNVs with most 

being attributed to age-related macular degeneration 

closely followed by idiopathic (39.1%)1. Most 

peripapillary CNVs are also unilateral in initial 

presentation and then found to become more bilateral as 

the disease progresses confirming the importance of 

monitoring closely following initial findings7.Testing 

confirmed the diagnosis of neovascularization and not 

CSCR. The increase of edema could be attributed to 

additional serous fluid from a CNV. The OCT of the optic 

nerve head confirmed the presence of choroidal 

neovascularization coming through a break in RPE. The 

resulting serous detachment from the CNV leaked an 

abundance of serous fluid into the already weakened 

areas of the inner retina from the concurrent CME 

leading to additional schisis of retinal layers in the 

macula (Figure 1). The retinal hemorrhages noted 

temporal to the ONH are attributed to the choroidal 

neovascularization and not associated with diabetic 

retinopathy. 

The VMT can be classified as a focal VMT as it is 

attached less than 500 microns of the vitreomacular 

interface and is causing disruption of foveal structure.2

This traction caused the CME to develop which in turn 

gave additional space for the serous fluid to flow into 

from the CNV. As there were no breaks in the RPE 

underlying the area of CME, the fluid was likely from the 

CNV located next to the optic nerve.

The patient was referred to treat the CNV OS. An 

IVFA confirmed the diagnosis and a resulting 

aflibercept injection was completed in the left eye6. 

The patient will undergo monthly aflibercept 

injections until resolution is reached. After 2 

injections, the patient developed a peripapillary 

CNV in the right eye. The VMT will continue to be 

monitored as VMTs can spontaneously resolve 

with fair outcomes3,4. 

This case shows how concurrent retinal disease can 

mask another underlying disease process. It is 

important to recognize how each disease process 

works in order arrive at an accurate diagnosis.
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Case History:
80-year-old white male presents for doctor 

directed follow up of cystoid macular edema OS 

and vitreomacular traction OU for the past year.

Ocular history is remarkable for pseudophakia OU 

s/p CE in the late 1990s, VMT OU and CME OU

Medical history is remarkable for Type 2 DM, HTN

Medications are Atorvastatin, Amlodipine 

Besylate, Cetirizine, Gabapentin, Aspirin, Fish Oil

Pertinent Findings:

- Entering VAs: 20/30 OD and OS

- Pupils: equal, round, reactive to light, (-)APD

- EOMs: full range of motion, no diplopia

- CVF: FTFC OD and OS

Anterior Segment:

- Unremarkable

IOP: 

- 11mmHg OD and 12mmHg OS

Posterior Segment:  

- Optic Nerve: 0.25 C/D OD, 0.30 C/D OS, 

subretinal heme and pigmentary changes 

noted inferior and inferior temporal to ONH OS

- Macula: elevated vitreous traction at the fovea 

OD and OS

- Periphery and vessels unremarkable

Differential diagnoses

- Peripapillary choroidal neovascularization 

- Central Serous Chorioretinopathy

- Exudative Age-Related Macular Degeneration
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Figure 2. Macula OCT through the fovea OS previous exam Figure 4. FAF - petaloid appearance consistent with CME


