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CASE - 1



63 Y-O man with decrease of VA in the OS since 3 months ago
No history of DM or HTN  

BCVA   OS:2/10























CASE - 2



68 Y-O man with decrease of VA in the OS since 4 months ago
No history of DM or HTN  

BCVA OS : 5/10

































Background

PEVAC was first described in 2011 as a unilateral, isolated perifoveal aneurysm in otherwise healthy patients.

it appears as perifoveal isolated aneurysm, appearing similar to a large microaneurysm, associated with small 
retinal hemorrhages, intraretinal exudation, and in some cases hard exudates

Sacconi et al. (2017): expanded PEVAC spectrum PEVAC also seen with AMD, myopia, multiple myeloma

A 2025 Delphi consensus established the unified term Large Retinal Capillary Aneurysm (LRCA) — defined as a 
capillary aneurysm ≥100 μm in diameter on OCT with a hyperreflective wall and hyporeflective lumen — replacing 
inconsistent prior terminology.







• According to the Tekin 2026 study and prior literature, PEVAC is an extremely rare condition. 
• The study included only 7 primary LRCA cases, reflecting its low prevalence. 
• The mean age at presentation is approximately 70 years (range 55–79 years), making it a condition of the elderly.
• There is a slight female predominance (5 of 7 cases in Tekin’s series were female). 
• The condition is almost always unilateral; bilateral PEVAC is exceptionally rare and, when reported, should raise suspicion 

for secondary causes or another diagnosis. 
• No specific racial or geographic predilection has been identified, although most cases have been reported from European 

and Asian populations

Epidemiology of LRCA





• Patients with PEVAC typically present with gradual, painless, mild to moderate vision loss over weeks to months. 

• The visual acuity at presentation is often relatively preserved compared to the degree of macular edema.

• Some patients may report metamorphopsia (visual distortion) or a small paracentral scotoma.

• Interestingly, despite significant intraretinal fluid on OCT, many patients do not experience severe vision loss, 
possibly because the foveal center is often spared until late stages. 

• Acute vision loss is rare and suggests associated hemorrhage or progression of edema

Clinical Presentation and Symptoms



Fundoscopic Appearance

On color fundus photography, PEVAC appears as a round or oval, yellowish-white, or orange-reddish perifoveal lesion

Its size is typically between 100 and 350 micrometers in diameter

Surrounding the lesion, one may observe a variable amount of hard exudates (lipid exudation) in a circinate or partial 
ring pattern. 

Small retinal hemorrhages may be present, especially if the lesion has recently leaked or ruptured

Unlike retinal arterial macroaneurysms, there is no associated subretinal or preretinal hemorrhage in most cases

The lesion is almost always located within the temporal perifoveal area, within 500–1500 microns of the foveal center



OCT Findings: The Hallmark of Diagnosis

The classic OCT finding is a round or oval hyperreflective lesion located in the inner nuclear layer or outer plexiform layer

The lesion has a well-defined, highly reflective wall surrounding a central hyporeflective lumen (dark core)

Around the lesion, there are invariably intraretinal cystic spaces, which may be large and confluent

Posterior shadowing beneath the lesion is common due to the dense wall blocking light transmission

The horizontal and vertical diameters of the lesion can reach up to 320 micrometers







• OCTA provides information about blood flow within the PEVAC lesion without dye injection.

• In the Tekin study, OCTA was performed in 5 primary LRCA cases. All showed detectable flow signals inside the 
aneurysmal lumen, confirming that the lesion is not thrombosed or avascular.

• The flow is most often localized to the deep capillary plexus (DCP) , although some lesions show involvement 
of both the superficial and deep plexuses. 

• The surrounding capillary network may appear normal or show mild rarefaction. 

• The en-face OCTA view shows the lesion as a well-circumscribed, round flow signal.

OCTA Findings





Fluorescein Angiography (FFA) Characteristics

• On FA, PEVAC appears as well-defined, round, focal hyperfluorescence

• visible during the early arterial or arteriovenous phase

• It represents filling of the aneurysmal lumen with dye

• In the late frames, there is minimal to no leakage of dye

• This "non-leaky" or "low-leakage" pattern is a key distinguishing feature

• No capillary non-perfusion is seen in the surrounding macula

• No neovascularization or other vascular abnormalities are present



• ICGA reveals the same hyperfluorescent lesion seen on FFA
•

There is no late leakage on ICGA either
•

ICGA confirms that the lesion is a true vascular aneurysm, not a tumor or inflammatory granuloma
•

No associated choroidal vascular abnormalities are present
•

The surrounding choroidal circulation appears completely normal

Indocyanine Green Angiography (ICGA) Findings







• The exact pathophysiology of PEVAC remains incompletely understood

• The leading hypothesis involves focal and progressive pericyte loss and endothelial cell damage

• Pericytes are cells that wrap around retinal capillaries and maintain vascular stability

• Pericyte loss leads to weakening of the capillary wall and aneurysmal dilatation

• There is no associated retinal ischemia or significant inflammation

Pathophysiology: What is Known?



• Spaide and Barquet proposed that larger capillary aneurysms may have increased expression of MMP-9

• MMP-9 is an enzyme responsible for degrading basement membrane proteins

• Degradation of the basement membrane leads to decreased pericyte coverage

• Pericyte loss then leads to focal weakening and aneurysmal dilatation

• This process is progressive and localized to the affected capillary segment

• The absence of ischemia explains the lack of VEGF-driven leakage

• This hypothesis is still under investigation and not yet proven

Pathophysiology: The MMP Hypothesis





Treatment Landscape

Anti-VEGF Agents
Bevacizumab, ranibizumab, aflibercept — typically minimal or no response. Pathogenesis involves pericyte loss and 
endothelial injury, not VEGF upregulation.

Intravitreal Steroids
Dexamethasone implant and triamcinolone show improvement in secondary LRCA (particularly DR-associated). 
Corticosteroids may stabilize tight junction integrity.

Laser Therapy
Conventional thermal laser risks paracentral scotomas. Subthreshold micropulse laser is a promising, safer 
alternative with no detectable RPE or photoreceptor damage.

Topical NSAIDs
Topical diclofenac 0.1% twice daily used in one primary LRCA case — no significant change in BCVA or CMT 
observed.
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