





Chimieal Review

be a response to the nmgue anatomical properties of the
macula, which predispose it to neovascularization whenever
Bruch’s membrance is compromised. It is, however, possible
that h mphocyvtic mbltration mav play a direet role in the
development of the maculopathy

The following case reports illustrate varions clinical man-
ifestations of POHS and deseribe management strategices.

Case 1

W s a S car-old white male mogood health who was first
xamined at our chinic m 1954, Examination at that time
revealed several histo spot Iesions in the posterior fundus of
cach eve, including histo spots adjacent to cach macula.
The patient was assmptomatic and vision was normal.

I W was next seen in 1956 when he complained of visnal
blur of two months duration in the right eve. Visnal acuity
was 20750 16/24) m the right eve and 20 20 46 61 in the Teft
eve. Amsler grid testing of the right eve revealed central
distortion. Ophthalmoscopy of the right eve disclosed nu-
merous histo spots and peripapillany chonoretinal scarring,
Ao present was a serous detachment of the macula and
associated retinal hemorrhage. The posterior fundus of the
left ¢eve contained several histo spots and peripapillary cho-
riorctinal scarring, but was otherwise unremarkable (Figures
1A and 1B). W obtained a luoresceem angiogram that con-
firmed the presence of a subretinal neovascular membrane
in the right eve (Figure 1€, but the subfoveal membrane
was considered untreatable. 'The visual acuity in this eve has
since deteriorated to 7 HW (Fembloom charty while the vi-
sion of the left eve remains stable at 20 2006 60 (Frgures 1D
and 11,

Ghen the presence of maculopathy i one eve and histo
spots in the posterior pole of the other, the estimated risk of
the second eve developing maculopathy s one in four, ™
Because of the high risk for vision loss in the fellow eve. we
have placed this patient on dailv Amisler grid monitoring of
his Jeft eve. He is instructed to seck care immediately should
he deteet any changes in the vision of this eve. Ths progress
1is monitored biannually in the clinic.

Discussion of Case 1

Histoplasmic maculopathy i almost alwayvs caused by cho-
roidal neovascularization. Occasionallv, a scrous macular
detachment man arise in the absence of neovascularization,
duc to fluid leakig throngh a perimacular histo spot.’” In
most paticnts neovascularization appears to be triggered by
reactivation of a histo spot located in the posterior fundus.
Svmptoms of metamorphopsia and vision loss ensue. Pa-
ticuts with histo spots in the macular region have an annual
ncidence of maculopathy of 3.6 compared to 1.7% for
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persons with POLES but without perimacular histo spots.
Schlacgel estimates the risk of a second ¢ve devcloping ma-
culopathy to be one in four for patients with macular histo
spots, but only one chance i 30 if there are no lesions near
the macula. !

Treatment is not indicated for inactive histo lesions, 12
Because atrophic scars adjacent to the macula may predis-
pose to the development of macular detachment, they
should be followed. but prophylactic treatment is not of am
benefit and may actnally stinmlate choroidal neovasenlar-
ization.

Choroidal ncovascularization can be treated with laser
photocoagulation.® ! The entire lesion as defined by Auores-
cein angiography is treated with intense photocoagnlation
m an attempt to destrov the neovascular membrane. The
Macular Photocoagulation Study (MPS) has found that ar-
gon bluc-green laser photocoagnlation is uscful in prevent-
g severe visual acuity loss when the ncovascular lesion s
associated with a limited amonnt of blood and is located 200
microns or more from the center of the foveal aascular
rone (FAZ).2" Knypton red laser photocoagulation is benefi-
cal i lesions that have choroidal ncovascularization 1 to
199 microns from the center of the FAZ, or choroidal
neovascularization 200 microns or farther from the FAZ
center with blood or pigment extending within 200 nicrons
of the 1°A7, center.™ The theory that allergic phenomena
play a role in the desclopment of macular detachment has
lcad some to use corticosteroids administered orally or lo-
cally through periocular injection.!>=! There is little evi-
denee to suggest that corticosteroids are of any value in the
trcatment of histoplasmic maculopathy, In fact, most pa-
ticnts fal to show any apparent response to intensive corti-
costeroid therapy, and neither treatment modality has am
long-term value.© The cornerstone of effective therapy s the
carlh recognmtion by the patient of the svimptoms of
maculopathy ., which mav be facilitated throngh daily moni-
toring of vision with an Amsler grid. 'FThe importance of
compliance with Amsler grid use is reinforeed at cach ofhce
visit.

Case 2

T.S. s a 67-vear-old white male who suffers from severe
arthritis and hypertension. Ocular history is positive for
POMS, age-related cataract, and ocular hyvpertension. He
was seen inour clinic on referral from his family optometrist
tor perimetry and fundus photography,

Visual acuity was 20740 (6/12) in the right eve and 20/20
(6/6) in the left. Acuity reduction in the right eve was attrib-
uted to nuclear sclerosis of the envstalline lens, ‘Fonometny
readigs were 19 mm Heg and 22 mm He in the night and left
eves, respectively, Antomated perimetrs using the Hum-
phres 30-2 threshold program revealed irregular ficld con-
striction and enlargement of the blindspot for cach eve


















