
Discussion
• Blunt and blast trauma can create shearing forces on the brain, resulting in

diffuse axonal injury. 4

• Similarly, these forces (direct/indirect) can damage tissues of differing
densities and elastic properties in the eye, notably at the photoreceptor-
RPE and vitreo-retinal interfaces. 4,5,6

• Acute injury can result in commotio retinae, which presents early on as a
characteristic gray-white opacification of the retina.1,3,6

• These lesions are associated with initial hyper-reflectivity of the IS/OS
junction on OCT evaluation and may have associated subretinal fluid 1,6,
increased choroidal thickness and increased choroidal area. 2

• In the presence of subretinal fluid, fluorescein angiography is predictive of
the area of subsequent pigment disruption followed by pigment
migration.1

• The area of pigment disruptions are typically correlated with dense visual
field defects on Humphrey or Goldmann visual fields, and a decreased
response on multifocal ERGs. 1

• Visual prognosis is typically good when there is no macular involvement,
and vision is expected to improve in the first month after injury. 1

• The RPE sequelae are known to be stable for at least 5 years post-insult. 1

Conclusion
• Ocular trauma can accompany head trauma in the absence of direct ocular

impact.
• Baseline OCT evaluation and fluorescein angiography can be predictive of

subsequent RPE sequelae post-retinal injury and visual field defects.
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Background
• Blast and blunt ocular trauma can cause injuries to the posterior

segment of the eye which can result in commotio retinae, choroidal

ruptures, subretinal hemorrhages, and macular holes.1,4,6

• Approximately 20% of patients with blunt ocular trauma develop RPE

sequelae associated with photoreceptor defects and visual loss. 1

• This case is unique because it shows the long-term outcome of

commotio retinae in a patient with extensive histories of traumatic

brain injury (TBI) without any events involving direct ocular trauma.

Case History
• A 48-year-old active duty Asian male presented with complaints of

mild blurry vision OD.
• His medical history was remarkable for TBI due to multiple blunt and

blast injuries spanning across roughly 27 years in the Marines. These
events included multiple hard parachute landings, heavy weapons fire
exposures, combative training events, and breeching exercises.

• Longest lost of consciousness: < 30 minutes
• Longest alteration of consciousness: >24 hours
• Longest post traumatic amnesia: < 1week

• The medical history was remarkable for chronic pain syndrome and
chronic post traumatic stress disorder.

• His ocular history was remarkable for prior PRK OU.

Clinical Findings 
• BCVA: 20/20 OD and 20/15 OS
• Binocular and accommodative vision testing was unremarkable OU.
• Anterior segment findings revealed mild dry eyes and lagophthalmos

OU. Four mirror gonioscopy revealed open angles without angle
recession OU.

• Red amsler, color vision, worth 4 dot, stereopsis, confrontation fields,
pupils, and extraocular motility were unremarkable OU.

• OCT retinal scans over area of RPE hyperplasia OD (Figure 1).
• OCT RNFL and OCT macula (Figures 2 and 3): normal for age OU.
• 30-2 Humphrey visual field (Figure 4): enlarged blind-spot with denser

defect superior correlating to area of RPE hyperplasia OD, scattered
nasal defects OS.

Differentials
• Traumatic RPE sequelae, peripapillary retinoschisis, optic disc pit

maculopathy, pachychoroid abnormality, atypical CHRPE, neoplastic,
prior inflammatory event
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Figure 4: 30-2 Humphrey Visual Field OD and OS

Figure 1: IR image and OCT scan of retinal lesion over RPE hyperplasia OD

Figure 2: OCT RNFL OD and OS Figure 3: OCT Macula OD and OS

Diagnosis/Management
• The patient was diagnosed with traumatic RPE sequelae likely due to

prior history of commotio retinae from multiple head injuries.
• The patient was educated on retinal findings and referred to retina for

further monitoring

OD

OS


