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Case #1 It’s A Bit Twisted
Case Presentation: 72 year old female with central gray spot and gradual decline in 

vision in right eye. onset 3 months, has been monitored without treatment
Medical History: hypertension, depression, insomnia, anxiety
Family history: non contributory
Medications: non contributory
Social History: non contributory
Ocular Exam:

Visual Acuity: OD 20/150, OS 20/40
All other preliminary tests: Normal
Anterior Segment: Normal
Posterior Exam: Photo and OCT presentation with description

Differential Diagnosis:
Central Serous Chorioretinopathy
Age Related Macular Degeneration
Polypoidal Choroidal Vasculopathy
Pachychoroid Pigment Epitheliopathy

Diagnosis: Central Serous Chorioretinopathy (CSC) with Neovascularization
Objectives:

Discuss Presentation of CSC
Pathogenesis of CSC
Treatment Modalities
OCTA use in Diagnosis neovascular membrane in CSC

What Is CSC?
Characterized by Serous Retinal Detachments and RPE detachments
Often in Macular region, can be peripheral
Pathophysiology brief overview, increased cortisol, increased hyper-permeability 

of choroid, fluid accumulation, chronic ischemia, neovascular membrane 
formation 

Risk Factors
Middle aged men, older females 
Steroid use, increased cortisol levels
Pregnancy

Symptoms
Decreased Vision
Micropsia
Metamorphopsia
Scotoma
Asymptomatic if peripheral



OCT findings of CSC 
Subretinal Fluid
Sub-RPE detachment
Thickened Choroid
OCT of our patient with subretinal fluid and shaggy photoreceptor layer, no PED

Fluorescein Angiography 
Smokestack appearance as classical presentation- 15% of cases
Inkblot as most common presentation
Our patient rejected FA

OCTA findings of patient:
subclinical CNVM formation with possible flow 

Treatment
Observation and Risk factor modification. 

Discontinue steroids, reduce stress and improve lifestyle.
Photodynamic Therapy

94% resolution of subretinal fluid compared to placebo.  
Decreased recurrence
Risks of ischemia, CNV, atrophy, loss of vision

Anti-VegF injections
VegF expression Due to choroidal hypoxia and ischemia
Mostly beneficial in chronic CSC cases, no benefit in acute cases .

Laser Photocoagulation:
Not Commonly used due to risks—Permanent scotoma, CNVM formation,  

decreased contrast sensitivity
Mostly beneficial in preventing recurrence, no influence on final VA

Mineralocorticoid Receptor Antagonist
Epleronone, Spironolactone
Block corticoid receptors to decrease cortisol and Aldosterone.
Mostly beneficial in non resolving CSC 

Our Patient Treatment and Outcome:
Upon 3 month observation and no improvement, referred to retina specialist. 
4 rounds of IVA, followed by Observation, Lifestyle Modifications. 
Minimal improvement
Possible treatment with laser

Discussion:
Importance of OCT and OCTA in diagnosis CSC and CNV
If it doesn't fit the criteria, dig deeper
Know when to refer, when in doubt send it out, it could be a CNV, and you don't 

want to be sorry

Case #2 What Shall I Choose?

Case Presentation:
81 year old white female with visual distortions in the right eye
“looking through water”
 no flashes/floaters
Onset 2 months
Medical History: hypertension, heart disease, diabetes type 2 
Family history: Non Contributory



Medications: Amlodipine, Losartan, Metformin
Social History: non contributory
Ocular Exam:

Visual Acuity: OD 20/30, OS 20/20
All other preliminary tests: Normal
Anterior Segment: 1+ NS, all others were within normal limits

Posterior Exam: blunted foveal reflex, macular pucker and ERM OD, OS WNL. 
Differential Diagnosis and Diagnosis 

Vitreomacular Traction ((VMT) —diagnosis
Full Thickness hole
Epiretinal Membrane
Diabetic Macular Edema
Central Serous Retinopathy

What is VMT:
Anomalous PVD is defined as partial vitreous detachment with persistent attachment in 
the macular region featuring an anomalous strength of adhesion to one or more 
structures in the posterior pole, resulting in tractional deformation of retinal tissue-J. 
Sebag
Symptoms: 

Metamorphopsia
Scotoma

VMT classifications
IVTS definitions

Adhesion vs. Traction
Adhesion- The retina displays no change in contour or 

morphologic features on OCT, no visual impairment 
Traction- Distortion of the foveal surface, intra-retinal structural 

changes, or elevation of the fovea
Focal vs. Broad

Focal attachment: less than 1500 um foveal attachment
Broad attachment: more than 1500 um foveal attachment

Prognosis factors: unclear if there is a difference. 
VMT OCT Criteria

Perifoveal detachment
Macular Attachment within 3mm of fovea
Distortion of the foveal surface, intraretinal structural changes, elevation 

without RETINAL BREAK
Treatment? a time for choosing

Observation
~32% of patients who were observed improved during 18 months. 
~56% of patients remained stable. 
~12% worsened

Pharmalogical Vitreolysis
Ocriplasmin for vitreous liquefaction
VMT resolution in ~27% of patients compared to Observation ~32% with 

resolution without Ocriplasmin
Criteria for administration: No ERM, phakic, focal VMA/VMT, <65 years
Adverse Effects: floaters, photopsia, blurred vision, retinal tear, eye pain 



Majority of patients presented with ellipsoid layer disruption and 
serious retinal fluid
40% with decreased vision 
Self limiting and acute, generally resolve by 1 year
Not widely used

Pars Plana Vitrectomy (PPV)
Visual and OCT improvements after PPV
100% resolved
Risks include retinal tear, retinal detachment, intraoperative bleed, 

decreased vision
Pneumatic-C3F8

Intravitreal injection of expansile gas
minimally invasive alternative to PPV though less success rates ( 87% vs. 

100%
As effective or superior to Ocriplasmin 
Beneficial in eyes with less extensive VMT
No complications associated

Our patient treatment 
Observation every 8-10 weeks with specialist as patient was symptomatic
No holes yet

What shall I do if i see one:
If you don't have an OCT, refer. 
Co-manage if adhesion or traction not big
As for treatment, observation if OK with retina specialist. 

Case #3: is it tilted? is it crowded or is it PAPILLEDEMA?!

Case Presentation: 43 year old hispanic female presented with routine screening, no 
visual or ocular headaches. Denies headaches, nausea or vomiting. 

Medical history: weight gain for the past 1 year, early diabetes
Social history: noncontributory
Family history: noncontributory
Medications: none
Ocular exam: VA 20/20 OD/OS, color vision full OD/OS, confrontation 

FTFC OD/OS, Pupils PERRL without APD OD or OS. 
Anterior segment within normal limits
Posterior segment: blurred edge nasally OU, no elevation, no 

vascular obscuration, (-) SPV, no hemes
Photo and OCT presentation

Differential Diagnosis:
Papilledema
Optic disc drusen
Tilted disc
Crowded discs

Causes of disc edema:
Unilateral: Vascular, Diabetic papillopathy
Bilateral: Toxic, Inflammatory, Infectious, Compressive, IIH



Symptoms to look out for for IIH:
Headaches- >65% of patient
Visual Obscurations- >65% of patients
Tinnitus- 40-65% of patients
Dizziness 40-65% of patients
Backpain and neckpain- 40-65% of patients
Diplopia <30% of patients 

Signs to look out for:
The obvious which is: elevation, blurred edges, vascular obscuration, (-) 

SVP (though in 20-30% of normals this is absent), Patton folds 
(may not be present in early stage), splinter hemes, enlarged 
blindspot, loss of color vision 

Nasal elevation—look out for this, 80% specificity, especially in early 
stages

OCT findings of edema:
Smooth Contour of elevation vs. the lumpy appearance on drusen
Nasal elevation over 86 um
“Lazy V”—Hyporeflective space adjacent to disc, 90% specificity
Recent data: globe convexity—anteriorly displaced globe due to ICP. 

anteriorly placed bruchs membrane on EDI 
FAF in edema

Normal without hyper-reflectivity. IF YOU HAVE IT, USE IT. It can help 
highlight drusen, a peace of mind of you- Still refer to get a B-Scan for 

definitive diagnosis. 
If it’s deeply buried, it will be difficult to visualize

Clinical pearls:
Papilledema:

Look at all the typical symptoms and signs, vascular obscuration, 
hyperemia, nasal elevation, blurred edges, (-) SVP 

Visual field: enlarged blind spot-can be difficult if patient is myopic
FAF- normal
OCT- nasal elevation and thickened RNFL; lazy V sign, pushed 

globe
B-scan: normal reflectivity, Cresent shadowing, ONH sheath 

diameter increased
Buried ONH Drusen:

lumpy appearance, minimal symptoms, (+)SVP
Increased FAF
OCT normal and possibly thinner
B scan-hyper-reflectivity, no cresent shadowing, normal diameter
*Note, 50% of children with optic nerve head druse also presented 

with IIH
Crowded Discs:

visual field normal, (+) SVP, normal FAF, minimal symptoms
OCT normal
B-scan- Normal reflectively, no cresent shadowing, diameter 

decreased 



Back to our patient:
Overweight female without any neurological symptoms
OCT with slightly elevated RNFL, no Lazy V sign
FAF without any hyper-reflectivity
Referred to ophthalmology within 1-2 weeks for second opinion
What if it was Papilledema? well…enough data supported that it wasn’t.
if you are remotely unsure, assume emergency and refer out STAT

Conclusion:
Knowing when to refer based on presentation, symptoms, office technology
Importance of OCTA in diagnosis subclinical CNV in ordinary diagnosis for early 

detection and treatment 
CSC patients that don't fit typical criteria should get a second opinion to rule out 

CNV
When it comes to following VMT, better a hole in “their” hands than in your hands
ERM patients with decreased vision should be followed with OCT to rule out VMT
Don’t assume an optic nerve is just crowded, tilted, or drusenoid without having 

strong evidence, especially in absence of symptoms
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