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Introduction:

A 31-year old male with no past
ocular history presented with a
blurred spot centrally in his left
eye that had never occurred
before. Past medical history
is only significant for sea-
sonal allergies and no
recent illness, trauma, or
foreign travel was reported.
A complete review of sys-
tems and social history
query were unremarkable.

Examination:

The patient’s visual acuity was 20/20
in the right eye and 20/100 in the left
eye. Pupillary exam did not reveal an affer-
ent pupillary defect in either eye and intraocular
pressures were within normal limits. Slit-lamp exami-
nation showed a normal anterior segment exam bilater-
ally. Dilated fundus exam of the left eye showed two
yellowish macular lesions with indistinct borders sug-
gestive of chorioretinitis, although there was a lack of
overlying vitritis or associated hemorrhage (Figure 1).
Peripheral examination did not reveal findings of vas-
culitis or other abnormalities. The right eye fundus
exam was completely normal.

Initial fluorescein angiography of the left eye demon-
strated early blockage corresponding with the clinically
observed lesions while later phases demonstrated
hyperfluorescence consistent with staining in the same
areas (Figure 2). Disruption of the ellipsoid zone and
underlying retinal pigmented epithelium is seen on
optical coherence tomography of (Figure 3). Due to
these findings, a systemic work-up including CBC,
RPR, FTA-ABS, Quantiferon Gold, toxoplasmosis IgG
and IgM titers, ACE, and chest x-ray were pursued, all
of which yielded normal results.

Figure 1. Fundus photograph of the left eye
showing two yellowish macular lesions
with indistinct borders but without
evidence of overlying vitritis

or associated hemorrhage.

One week later, the macular
lesions appeared less active
on fundus exam and the
patient was instructed to
complete a Medrol dose
pack course which was initi-
ated after a negative work-
up for infectious etiologies.
Upon follow-up 2 weeks later,
visual acuity had decreased to
20/400 in the left eye and an inter-
val increase in size due to coales-
cence of the macular lesions was noted.
The lesion borders were now more defined
by finger-like projections that are consistent with
macular  serpiginous choroiditis  (Figure 4).
Consequently, an increase of oral prednisone
Fortunately, the right eye has not shown any active
lesions and visual acuity remains at 20/20.

Discussion:

Serpiginous choroiditis is a rare and progressive condi-
tion involving inflammation of the retinal pigment
epithelium, choriocapillaris, and choroid that often has
bilateral involvement.! The disease affects young to
middle-aged adults with epidemiologic studies demon-
strating greater prevalence in men compared to women
and generally no systemic associations.2

Clinically, serpiginous chroiditis initially presents with
central vision loss, metamorphopsia or a scotoma in one
eye with later involvement of the fellow eye.
Approximately 80% of reported serpiginous choroiditis
cases are of the peripapillary geographic type, where
the lesions begin as poorly-defined grayish or creamy
yellow sub-retinal infiltrates in the peripapillary region




and progress cen-
trifugally with a
serpentine appear-
ance.2 Compared
with classic ser-
piginous choroidi-
tis, macular ser-
piginous choroidi-
tis carries a poorer
visual prognosis
due to early foveal
involvement and
higher risk for sec-
ondary choroidal
neovasculariza-
tion (CNV).? On
fluorescein
angiographiy,
active lesions
show early hypo-
fluorescence with
hyperfluorescent
borders while later phases will reveal hyperfluores-
cence and staining. These angiographic features may
help differentiate macular serpiginous choroiditis from
other entities that can closely mimic its clinical appear-
ance such as age-related macular degeneration, idio-
pathic subretinal neovascularization, atypical or chron-
ic central serous retinopathy.

The mainstay of treatment for macular serpiginous
choroiditis largely consists of oral or periocular
steroids. Immunosuppressive therapy including
cyclosporine A, cyclophosphamide, or a combination of
azathioprine, cyclosporine, and prednisone have been

Figure 2. (A) Fluorescein angiography of the left eye demonstrating early blockage corresponding
with the clinically observed lesions while later phases (B) show hyperfluorescence consistent with
staining in the same areas.

reported in small case series to achieve remission of
active disease.#¢ Venkatesh et al. demonstrated that
pulsed intravenous cyclophosphamide therapy for 3
days followed by a 6-month oral steroid taper was effi-
cacious in rapid resolution of acute macular serpiginous
choroiditis lesions and thus preservation of good func-
tional acuity.” In a follow-up prospective, randomized
study, the authors compared the efficacy of pulsed dex-
amethasone, pulsed cyclophosphamide, and a combi-
nation of both, each administered for 3 days in patients
with active serpiginous choroiditis lesions involving or
threatening macula. Although the treatment group
receiving pulsed cyclophosphamide showed faster

Figure 3. Disruption of the ellipsoid zone and underlying retinal pigmented epithelium on OCT imaging through
areas of suspected choroiditis.




healing of lesions, there was ultimately no
difference in gained visual acuity
between all three groups.®

Recently, Weiss et al. reported a
case of long-standing serpigi-
nous choroidopathy treated
with bone marrow derived
stem cells (BMSC) under the
Stem Cell Ophthalmology
Treatment Study (SCOTS).
After 8 months of retrobul-
bar, subtenon, intravitreal
and intravenous injections of
BMSC, improvement in visual
acuity and an increase in macu-
lar volume on OCT were
observed.? While further investiga-
tion is warranted, these results suggest
that the use of BMSC as provided in SCOTS
may be a potential therapeutic approach in serpigi-
nous choroiditis and other related entities.
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