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CASE #1

25y0 East Indian woman presents without
complaints for routine exam

POH: Unremarkable. LEE: 1yr.

MH: Good health. No medications
Vision: 20/15 each eye without correction
Entrance testing: Normal

External exam: Normal OU

Tonometry: 14/13 @11:00AM












Short-wavelength fundus
autofluorescence (SW-FAF)
uses blue light to stimulate §
lipofuscin in RPE cells to
glow. Regions without 7
viable RPE will appear dark.
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Strategy: Threshold
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Fixation: Central
Fixationcheck: 0/10 (0% Losses)
False positive: 1/26 (4% Error)

Program: Macula screening
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Date of exam.: 07/23/2012 Program: Macula screening Stimulus: 1ll, white Pupil: Date of exam.: 07/23/2012
Time: 11:31:07 Area: 10-2 Background: 10 cd/m® (31.8 asb) Presentation time: 0.2 sec  Time: 11:40:27
Age: 25 Strategy: Threshold Correction: No Interval time: 0.6sec Age: 25
Abs.loss: 0 Fixation: Central 0 dB: 3180 ed/m?® (simulated) Abs.loss: 0
Rel.loss: 0 Fixationcheck: 0/11 (0% Losses) Rel.loss: 0

False positive: 0/28 (0% Error)

Presented dots: 310

ABS

Duration: 06:37
Re-Examination: No

FOv: 39
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MS 35.69 (35.02) Deviation from age- Corrected MS: 34.92 (35.05)
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RF 0.98 1
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Microperimetry
allows a retinal
sensitivity map to be
overlaid on a real-
time fundus
photograph
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Macular coloboma
(macular dysplasia)

Macular dystrophy

Macular scars

Amelanotic
choroidal nevus

Torpedo
maculopathy

A heterogenous group of developmental abnormalities.
Often familial, frequently bilateral, systemic
abnormalities not uncommon.

Widespread retinal dysfunction, bilateral macular lesions,
inheritance pattern, may be associated with features of
Leber’s amaurosis or RP. Electrophysiologic abnormalities

Intrauterine infection with Toxoplasma gondii resulting in

congenital toxoplasmic chorioretinitis.

Shares all the features of a typical choroidal nevus minus
the melanin. In general, amelanotic lesions have a better
prognosis than pigmented lesions

Typically unilateral congenital abnormality, characteristic
“torpedo” shape, always located temporal to the fovea




Assessment

Torpedo maculopathy OD

Management

No specific treatment is indicated
Patient education
Routine eye care




Torpedo Maculopathy




Examples of torpedo
maculopathy

West Coast Retina, 2010




Examples of torpedo maculopathy

Bedar MS. Ophthalmologe, 2013;110:173
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Torpedo Maculopathy




Take Home Meﬂ@e

 Torpedo maculopathy
— Congenital perimacular lesion

— Distinctive appearance
— Usually asymptomatic

— Requires no special
management
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Case #2

Parents bring 7yo child in for his first eye
exam. No complaints

POH: No h/o any eye problems

MH: Good health. No meds

FOH: Unremarkable

Vision: 20/20 each eye without correction
Pupils and motility: Normal.

IOP: 12/13 mmHg @ 9am

External: Normal




s N

.




s




Presumed ocular
histoplasmosis

Grouped
pigmentation

Hamartomas
of the RPE

Clinical triad of multifocal chorioretinal scars,
peripapillary scarring and exudative maculopathy.

Multifocal CHRPE lesions (“bear tracks”) are typically
unilateral and clustered in one quadrant of the eye.

Congenital , noncancerous tumor-like malformations of the
RPE. Lesions are typically heavily pigmented, small, well-
circumscribed, and may be slightly elevated

Congenital, flat, pigmented, well defined fundus lesion

composed of intensely pigmented, hypertrophied RPE
cells. Typically unilateral and solitary.




Assessment

Multiple, bilateral CHRPE-like lesions
Suspect familial adenomatous polyposis

Management

Gastroenterology consult — negative
colonoscopy of child and parents

Genetic testing offered — declined by parents
Medical surveillance for onset of polyposis



Familial Adenomatous Polyposis




CHRPE-like Lesions in FAP




Examples of RPE
lesions in FAP

http://retinagallery.com




A: Oval, pigmented, with halo - Round, small, pigmented, no halo
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C: Round, large, pigmented D: Round, large, depigmented
Chen CS. Fam Cancer. 2006;5:397 & Pollinghome PJ. Eye 1990;4:216
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Take Home Meﬂ@e

 CHRPE-like lesions may signal risk of colon
cancer

e How to spot suspicious CHRPE-like lesions

Bilaterality
. >3 lesions per eye

. Lesions associated
with a depigmented
streak




Hear no evil. see no evill




Case #3 - 1993 - Visit 1

36yo WF presents with c/o “gray haze” OS x

2 weeks

— 1 week prior had suffered left-sided HA and
photopsias OS that sent her to the ER. Exam

was normal and Fiorinal with codeine was
prescribed

POH: Normal.

MH: Head and neck aches and parestheias in
her arms following MVA x 2yrs

FOH: Father with glaucoma



Case #3 - 1993 - Visit 1

Vision 20/20 in each eye
Pupils: Normal
Motility: Normal
IOP: 13 mmHg OU
External: Normal




Assessment

Acute BRAO OS
Evidence of older resolving BRAO OS

Management

Carotid duplex scan - Normal
Echocardiography - Normal

Labs: CBC, rheumatoid factor, RPR, fasting
glucose, ANA - all normal

Start ASA
Retinal lesions resolved @ 1 month F/U visit



Case #3 - 1996 - Visit 2

C/O constant “flash bulb glare” OS x 1 day
Vision: 20/20 OD, 20/25 OS

Pupils normal, Motility normal, IOP 14/12
mMmHg

External: Normal OU

DFE: Normal OD, BRAO of superior-temporal
artery OS
— No visible embolus

— Occlusion does not appear to occur at
bifurcation



Assessment

BRAO OS

Management

Retinal consult with FA —diagnosis of
idiopathic recurrent BRAO. No known cause
or tx for condition

IM consult: Obese (238lbs) but otherwise in
good health. No BCPs, no vasculitis,
synovitis, diabetes, or HTN

Continue ASA, start low fat diet



Case #3 - 1996 - Visit 3

e Presented 2 weeks later with photopsia OD

e Examination was remarkable for the
presence of new BRAO OD
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Assessment

ldiopathic recurrent BRAO, OU

Management

IM consult: Negative evaluation except
mildly elevated ESR (27 mm/h, normal: 0-20)

Rheumatology consult: Negative evaluation.
Normal temporal artery biopsy

Audiometry and otolaryngology consult:
moderately severe sensorineural hearing
loss. Referred for hearing aid fitting
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Multiple sclerosis

Systemic lupus
erythematosis

Sarcoid

Susac’s syndrome

3|
s

Lyme disease

Uveitis and retinal phlebitis are among the posterior
segment manifestations of MS. BRAO is not associated
with MS

Retinopathy is frequently associated with SLE may
include CWS, BRAO, neovascularization and VH. Diagnosis
made on clinical and lab grounds.

Antiphospholipid antibody syndrome may be associated
with sarcoidosis and can lead to retinal artery occlusion

Clinical triad of encephalopathy, BRAO and hearing loss

BRAO has been reported as an uncommon complication
of ocular Lyme borreliosis




Susac's Syndrome
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MRI findings in the corpus callosum of patients
with Susac’s syndrome

Rennebohm R. J Neurol Sci. 2010;299:86-91




Distinctive findings include arterial
wall hyperfluorescence on FA and
so-called “Gass plaques” - refractile
yellow deposits believed to
represent focal damage to the

arterial wall
Egan RA. J Neurol Sci. 2010;299:97-100
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Thrombosis

Arteritis

| Arterial spasm

| Vascular compromise

BRAO in the Young
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abuse

Pregnancy, BCP use,
Coagulopathy

Lupus, Lyme

Migraine, Drug abuse
(cocaine, meth)

Orbital, optic nerve,
retinal disease; Trauma
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Take Home Meﬂ@e

e The causes of BRAO in young people are
different than in older people

— Less likely to be embolic
 |diopathic recurrent BRAO

may be caused by Susac’s
syndrome

— Check for hearing loss
and MRI lesions
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Case #4

24y0 WF presents with c/o “blurry light
spot” in the inferior-nasal paracentral vision
of the right eye x 1 week. Symptoms are
made worse while exercising.

POH: LEE 2yrs. Negative for any prior eye dx
MH: Good health. Nonsmoker. Meds: BCP
FH: MGM with diabetes



Case #4

BVA: 20/20 in each eye
Pupils and motility: Normal
BP: 113/71 RAS, Pulse: 81 bpm
IOP: 13/12 mmHg @ 4pm

Amsler: Blurred region inferior-temporal to
fixation OD, Normal OS

Color: Normal OU (HRR)
External: Normal OU










SINGLE FIELD ANALYSIS EYE: RIGHT
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OOB: B3-18-1337
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Assessment

Isolated cotton wool spot in an apparently
healthy young woman

Management

Medical evaluation to identify cause for CWS
Recommend D/C BCP and start ASA
Follow-up in 2 weeks



Idiopathic CWS

Diabetes

Lyme disease

It has been reported that an underlying disorder can be
found in 95% of isolated CWS

Undiagnosed diabetes is the most common cause of
isolated CWS in an apparently normal patient

CWS are a prominent feature of HIV noninfectious

retinopathy, the prevalence of which is inversely related
to the patient’s CD4+ count

Cotton wool spots have been reported as a sign of Lyme
retinitis

CWS are a universal feature of BRAO




e

Medical Evaluation

e Physical exam by PCP was normal

 Normal laboratory testing: Fasting glucose,
CBC, ANA, Rheumatoid factor, C-reactive
protein, HIV screen

 Normal carotid Doppler and echocardlogram

 FTA-ABS was minimally reactive

— Serologic ELISA testing for Lyme disease
recommended
e Follow-up: Photopsia persisted x 4-6 wks before
abating. VF defect remained unchanged



What is a CWS?




Focal ischemia:
Occlusion of a terminal
branch of a retinal
arteriole (red) results
in a small area of
infarction (grey) in the
RNFL wherein both
orthograde and
retrograde axoplasmic
transport is
obstructed.

Sentinal lesion:
Occlusion of a retinal
arteriole results in
retinal infarction

McLeod D. BJO. 2005;89:229




ICWS will appear to be
“isolated” for most of
_the tlme before they
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Evaluation of Idiopathic CWS




OCP and Thromboembolism
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E Lyme dlsease is caused by Borreha burgdorfert

| spirochete that is biologicallysimilar to the

- spirochete that causes syphilis,

- Treponema pallidum

~*» This similarity is responsible

- forcross-reactivity of the
 FTA-ABS serologic test for

- syphillis and Lyme disease

¢ Some patients with Lyme

~ disease will test positive for

i ‘syphllls on the FTA-ABS test

Treponema- Borrelia |




CWS and Lyme Disease




Take Home Meﬂ@e

e |solated CWS are not isolated

e OCP are a significant risk factor for vascular
occlusions in young
healthy women

* Lyme disease may
cause CWS and
produce a false-
positive FTA-ABS




The bivd wan cometh




Case #5

56yo WM presents for routine eye exam
Occupation: Maintenance man and farmer

POH: H/O vision loss OS due to “bleeding” 5
years ago. Treated with laser

MH: NIDDM x 4yrs (HbA1c: 6.5)
BVA: 20/20 OD, FC @ 10ft OS
Pupils and motility: Normal
IOP: 14/16 mmHg (@ 2pm
External: Normal OU






Assessment

e POHS OU with maculopathy OS
e No diabetic eye disease



Management

Recommend use of protective devices
because is frequently exposed to soil and
vird droppings as a farmer and maintenance
man.

Daily Amsler grid and environmental Amsler
Safety issues for monocular patients
Patient education diabetic eye disease.

RTC 6 months, sooner PRN



Biology of Histoplasmosis

Environmental Form Host-associated Form

I Highly endemic
] Moderately endemic
[ mildly endemic
[ suspected endemic

In the environment, Histoplasm capsulatum exists as a mold (1) with aerial hyphae. The hyphae produce macroconidia and microconidia (2)
spores that are aerosolized and dispersed. Microconidia are inhaled into the lungs by a susceptible host (3). The warmer temperature inside

VIO,
the host signals a transformation to an oval, budding yeast (4). The yeast are phagocytized by immune cells and transported to regional f{gc prase e

f 74
[y &

lymph nodes (5). From there they travel in the blocd to other parts of the body (6). L

.




POHS and Vision Loss




Preventing Reactivation of POHS







Take Home Meﬂ@e

e Patients with histo spots near the central
macula are at risk for vision loss due to
maculopathy

e Take steps to decrease
the risk of histo spot
reactivation in patients
at risk for vision loss







