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Abstract
Idiopathic choroidal neovascularization (ICNV) in young patients represents a rare but visually threatening condition characterized by the presence of subfoveal or juxtafoveal neovascular membranes in the absence of identifiable predisposing factors such as high myopia, inflammatory disorders, trauma, or hereditary retinal disease. The advent of anti-VEGF therapy has dramatically changed the visual prognosis of these patients. We report two cases of ICNV managed at the Department of Ophthalmology, Hôpital Militaire d’Instruction Mohamed V, Rabat, Morocco, emphasizing the role of multimodal imaging and the efficacy of intravitreal anti-VEGF therapy.
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Introduction
Choroidal neovascularization (CNV) refers to the growth of abnormal blood vessels originating from the choroid and extending into the subretinal pigment epithelium or subretinal space. In individuals under 50 years of age, idiopathic CNV (ICNV) represents the second most common etiology after pathological myopia. Its pathogenesis remains poorly understood but is believed to involve localized alterations in Bruch’s membrane and the retinal pigment epithelium (RPE). ICNV is typically unilateral and may lead to rapid and irreversible visual loss if untreated. Multimodal imaging, including fluorescein angiography (FA) and optical coherence tomography (OCT), is essential for diagnosis and follow-up. The introduction of intravitreal anti–vascular endothelial growth factor (anti-VEGF) therapy has revolutionized management, providing significant anatomical and functional recovery in most cases.	Comment by Ali Abdulsahib: The introduction should contain references
Case presentation 

Case 1
An 18-year-old female presented with a sudden decrease in visual acuity in her left eye (OS). Best-corrected visual acuity (BCVA) was 2/10 OS and 10/10 OD. Anterior segment examination was unremarkable bilaterally. Fundus examination revealed a macular subretinal membrane associated with serous retinal detachment. The vitreous was clear and the retinal periphery normal. Fluorescein angiography demonstrated early hyperfluorescence with late leakage corresponding to the choroidal neovascular membrane. OCT revealed the loss of the foveal contour, disruption of the RPE, and a central macular thickness of 461 µm, consistent with active ICNV.	Comment by Ali Abdulsahib: Use known visual acuity notation like Snellen, US feet, Decimal, etc. 	Comment by Ali Abdulsahib: Any history of trauma?
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Figure 1A-D: Fundus photograph, fluorescein angiography, and OCT images showing active subfoveal ICNV in the left eye.

Case 2
A 39-year-old male consulted for progressive visual decline in his right eye (OD). BCVA was 4/10 OD and 8/10 OS. Anterior segment examination was normal in both eyes. Fundus examination revealed a macular neovascular membrane. FA showed early and intense hyperfluorescence with late dye leakage. OCT confirmed a macular choroidal neovascular membrane with subretinal fluid. Etiological work-up for inflammatory, infectious, and hereditary causes was negative. The diagnosis of idiopathic CNV was retained.	Comment by Ali Abdulsahib: Use known visual acuity notation like Snellen, US feet, Decimal, etc. 
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Treatment and Follow-up
Both patients received intravitreal injections of bevacizumab (1.25 mg/0.05 mL) as first-line therapy. A pro re nata (PRN) regimen was adopted with monthly follow-up. Retreatment was performed in cases of persistent or recurrent subretinal fluid on OCT. Both patients showed significant anatomical and functional improvement after initial injections, with stabilization of visual acuity and regression of exudative signs. No adverse events were reported during follow-up.	Comment by Ali Abdulsahib: The VA and OCT images after final follow-up should be included
Discussion
Idiopathic choroidal neovascularization (ICNV) represents a distinct clinical entity occurring in younger, otherwise healthy individuals in whom no predisposing ocular or systemic condition can be identified (1,2). Although relatively uncommon, accounting for approximately 17% of CNV cases in patients under 50 years (1), it poses a major diagnostic and therapeutic challenge. The pathophysiology remains uncertain but likely involves multifactorial disruption of Bruch’s membrane and dysfunction of the retinal pigment epithelium (RPE), leading to upregulation of angiogenic factors such as VEGF (6,9). Localized inflammation, oxidative stress, and mechanical stress at the RPE–Bruch’s membrane interface are proposed contributors (6). The resulting subretinal neovascular network produces exudation and hemorrhage that threaten central vision.

The diagnosis of ICNV relies on multimodal imaging. Fluorescein angiography typically demonstrates early hyperfluorescence with late leakage (1,3), while OCT reveals a hyperreflective subretinal lesion with intraretinal or subretinal fluid (9,10). OCT angiography (OCTA) now provides a non-invasive method to visualize and quantify choroidal neovascular flow, monitor treatment response, and detect early recurrences (15). Differentiating ICNV from secondary CNV—such as that due to myopia, angioid streaks, trauma, or inflammatory diseases—is essential (6,11), since the prognosis and recurrence rate differ substantially. In contrast to secondary forms, ICNV usually shows a limited course and better response to anti-VEGF therapy (4–7).

Prior to the introduction of anti-VEGF agents, available treatments such as thermal laser photocoagulation and photodynamic therapy (PDT) were associated with significant scarring and frequent recurrences (3). Anti-VEGF therapy has revolutionized the prognosis, offering rapid resolution of exudation and significant visual recovery in most patients (4,5). Recent studies have confirmed comparable outcomes among bevacizumab, ranibizumab, and aflibercept (7,13,14), although bevacizumab remains widely used for its affordability (4,7). Different treatment regimens have been proposed, including fixed monthly dosing, pro re nata (PRN), and Treat-and-Extend (T&E) (6,7). While PRN reduces treatment burden, it requires strict follow-up, whereas T&E offers longer-term stability with fewer recurrences (14). In the present cases, a PRN approach led to anatomical improvement and stabilization of vision without adverse events.

The long-term prognosis of ICNV is generally favorable, especially when therapy is initiated early (5,8,16). However, recurrences can occur in up to 30% of cases, often within the first year of treatment cessation (16). Fibrotic remodeling, macular atrophy, and rare bilaterality have been reported, emphasizing the need for continued surveillance even after clinical quiescence (4,6,11). Prognostic factors include baseline visual acuity, lesion size and location, and time to treatment initiation (5,7). Early therapeutic intervention before the development of subfoveal fibrosis remains the most important predictor of visual preservation (8,11,13).

In resource-limited settings such as ours, where access to OCTA and branded anti-VEGF agents may be constrained, bevacizumab remains a cost-effective and effective alternative (4,7,13). Our findings are consistent with multiple reports demonstrating that timely diagnosis and tailored intravitreal anti-VEGF therapy can maintain favorable functional and anatomical outcomes in young patients with ICNV (5,7,8,13,16). Future research should focus on biomarkers of recurrence, imaging-based predictors of treatment response, and standardized protocols to optimize retreatment intervals (15,16).	Comment by Ali Abdulsahib: You did not include this modality in the current research, if done please mention that
Conclusion	Comment by Ali Abdulsahib: Conclusion section should be rewritten, concisely focusing on the case reports mentioned, and it should not contain any references! 
Idiopathic choroidal neovascularization in young adults represents a rare but vision-threatening condition with a potentially favorable prognosis when recognized early and managed appropriately (1,4,6). The combination of multimodal imaging—particularly OCT and OCTA—and timely anti-VEGF therapy is fundamental for precise diagnosis, disease monitoring, and preservation of central vision (9,10,15). Bevacizumab offers an affordable and efficient therapeutic option with outcomes comparable to other anti-VEGF agents (4,7,13). Long-term follow-up is recommended to detect recurrences and prevent fibrotic sequelae (5,8,16).

Beyond individual management, there remains a need for prospective multicenter studies to establish evidence-based treatment protocols specific to ICNV, identify predictive biomarkers of recurrence, and refine imaging-based monitoring strategies (15,16). Early detection, patient education, and continued vigilance remain the cornerstones of successful visual outcomes in this young population.	Comment by Ali Abdulsahib: Again you concluded something that you did not mention in the case reports
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