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Treatment of Central Serous Chorioretinopathy: 
New Options for an Old Disease

Viewpoint
CSC results from choroidal dysfunction, leading to ischemia and oxidative stress, 
which disrupts retinal pigment epithelial (RPE) function and causes choroidal 
thickening and subretinal fluid accumulation.4,5 RPE dysfunction may be due to 
microcirculation abnormalities in choroidal capillaries, which can contribute to 
disease recurrence and permanent tissue changes.6-8 Corticosteroids may also 
be involved in CSC pathogenesis due to their role in choroidal vasodilation and 
vessel hyperpermeability.9

CSC is linked to systemic and local corticosteroid use, as well as excessive 
endogenous corticosteroid production.5 Other contributing factors include 
sympathetic overactivation and decreased parasympathetic activity, obstructive 
sleep apnea, hyperopia, infections (e.g., Helicobacter pylori), and potentially 
some medications (e.g., sympathomimetic agents and phosphodiesterase-5 
inhibitors).10-13 Psychological stress, personality traits, and genetic variations 
in CFH, VIPR2, and CDH5 may also influence CSC susceptibility, but further 
research is needed.4,10,14-18

Knowledge of the updated evidence for the pathogenesis of CSC, as well as 
risk factors for the disease and treatment outcomes, will provide clinicians with 
pathophysiology-based treatment guidance. Following a review of the literature, 
a set of recommendations for the management of CSC was developed.

Step 1: Confirm the diagnosis of CSC and reduce modifiable 
risk factors 

Confirm the diagnosis by identifying key features of CSC through multimodal 
imaging. Once confirmed, identify and address modifiable risk factors by 
collaborating with physicians.

Step 2: Determine subfoveal or extrafoveal involvement and 
duration of symptoms 

Assess patients with CSC for subfoveal or extrafoveal involvement and determine 
whether the disease is acute (<3 months) or chronic (⩾3 months), as these 
factors can be used to guide treatment decisions.

Step 3: Consider disease characteristics 

For acute or chronic CSC with extrafoveal involvement only and no focal 
leakage, observe for up to 3–4 months to monitor for spontaneous resolution 
or start treatment immediately (see Step 4 below). Acute subfoveal CSC should 
also be monitored, but treatment earlier than 3–4 months may be needed if 
no improvement is seen on serial optical coherence tomography, due to risk of 
potential vision loss from persistent subretinal fluid. Early treatment should also be 
considered in patients with reduced visual acuity, visual disturbances, recurrent 
CSC episodes, cystoid macular changes or RPE atrophy, photoreceptor damage, 
or CSC in their only or better-seeing eye, or in cases of patient preference for 
early treatment.
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Background 

Central serous chorioretinopathy (CSC) 
is a common disease that leads to vision 
loss, primarily affecting people of working 
age.1 It is six times more common in men 
than women and can involve both eyes 
in up to 40% of cases, although bilateral 
involvement at diagnosis is around 4%.1,2 
Advances in genetics and ocular imaging 
have improved the understanding of the 
pathophysiology of CSC, and growing 
evidence from randomized controlled trials 
and large, retrospective, non-randomized 
treatment studies can shape treatment 
recommendations.3,4

A review of the literature and available 
evidence was conducted to:

•	 Provide an overview of the risk factors 
and pathogenesis of CSC

•	 Propose an evidence-based flowchart 
containing recommendations for 
practical disease management and the 
treatment of phenotypic variations
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STEP 1:
Confirm CSC diagnosis 

and reduce modifiable risk 
factors

STEP 2:
Determine subfoveal or 
extrafoveal involvement

STEP 3:
Consider disease 

characteristics 

A. Acuteb or chronicc

extrafoveal CSC

In cases with focal leakage on
FA / ICGA, move to Step 4A or 4B

In cases without focal leakage on 
FA / ICGA, consider observation
for up to 3–4 months to monitor

for spontaneous resolution or
move to Step 4B

B. Acuteb subfoveal CSC

Observe the patient for up
to 3–4 months to monitor for

spontaneous resolution

In cases without spontaneous
resolution, move to Step 4B

Treatment without an observation
period may be considered for cases

with decreased visual acuity,
visual disturbances, history of

recurrent CSC episodes, cystoid
macular changes or RPE atrophy,

evidence of photoreceptor damage,
CSC in the only or better-seeing

eye, or for patient preference

C. Chronicc subfoveal CSC

Cases without CNV on OCT-A,
move to Step 4B

Cases with CNV on OCT-A,
move to Step 4C

Confirm the diagnosis by
identifying key features of CSC

through multimodal imaging
(fundoscopy, OCT, OCT-A, FA,

ICGA, or FAF)

If CSC is present, work with the
primary care physician to reduce

modifiable risk factorsa 
and move to Step 2

STEP 4:
Treatment

B. Consider half-dose
(or half-fluence) PDT

When there is contraindication to or
unavailability of PDT, sub-threshold

laser may be considered

For cases that do not resolve,
re-treat with PDT or consider

differential diagnosis

C. Consider anti-VEGF treatment 

A. Consider focal laser treatment

If CSC does not resolve,
move to Step 4B

For CSC with extrafoveal
involvement only

Move to Step 3A for acute disease 
(duration <3 months) or

chronic disease (duration ≥3 months)

For CSC with
subfoveal involvement

Move to Step 3B for acute disease
(duration <3 months)

Move to Step 3C for chronic disease 
(duration ≥3 months)

aModifiable risk factors may include the use of steroid cream or other drugs, or psychological or physical stress.
bAcute CSC is defined as CSC present for <3 months.
cChronic CSC is defined as CSC present for ⩾3 months.

CNV, choroidal neovascularization; CSC, central serous chorioretinopathy; FA, fluorescein angiography; FAF, fundus fluorescein angiography; 
ICGA, indocyanine green angiography; OCT, optical coherence tomography; OCT-A, optical coherence tomography angiography; PDT, photodynamic therapy; 
RPE, retinal pigment epithelial; VEGF, vascular endothelial growth factor.
Figure reproduced from Figure 5 in Kim, Y.J., Sivaprasad, S., Aslam, T. et al. Treatment of central serous chorioretinopathy: new options for an old disease. Eye (2025). 
https://doi.org/10.1038/s41433-025-03894-z. Reproduced under Creative Commons license BY 4.0, https://creativecommons.org/licenses/by/4.0/.

Figure. Vision Academy recommendations for the management and treatment of CSC
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Step 4: Treatment 

For acute or chronic CSC with extrafoveal involvement only, focal laser or 
half-dose or half-fluence photodynamic therapy (PDT) is recommended if 
focal leakage is detected; otherwise, observation for spontaneous resolution 
for 3–4 months may be considered. For subfoveal involvement without type 1 
choroidal neovascularization, half-dose or half-fluence PDT is recommended, 
with possible initial observation (3–4 months) in acute cases. Sub-threshold 
laser treatment may be an option for patients with extensive RPE damage, 
previous poor PDT response, contraindication to PDT, or unavailability of PDT. 
In cases of chronic subfoveal CSC with type 1 choroidal neovascularization, 
anti-vascular endothelial growth factor therapy can be used.

Further considerations
Optimal treatment timing and treatment options for CSC depend on a patient’s 
baseline clinical characteristics. Half-dose or half-fluence PDT is the treatment 
of choice for chronic CSC based on efficacy and safety data, including findings 
from the PLACE trial.19 However, further research is needed to understand 
subtype-specific pathophysiology and treatment outcomes. Large, multicenter, 
randomized trials will help to clarify long-term PDT outcomes and compare 
available treatment options.
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