CLINICAL CONSULTATION

The Clinical Consultation section is offered as an educational
exercise under the direction of Etty Bitton, BSc, OD, Ecole
d'Optométrie, Université de Montréal. It is intended to be a
continuing forum wherein we as optometrists share our views
and opinions on clinical topics with our colleagues. In this issue
Etty Bitton, OD provided the case report. Yvon Rhéaume, OD
and Richard Trevino, OD provide their views on how to man-

age the case reported below.

CASE REPORT

A Case of Unilateral Elevation in Intraocular
Pressure

A 36-year-old African male consulted for an eye
examination because of decreased vision. Ocu-
lar and medical histories were unremarkable.
The patient is taking Privine (10 mg/day) for his
allergies. Refraction revealed a slight myopia
accompanied by oblique astigmatism (OD -0.50/
-0.50 x 035 VA 6/12; OS -0.50/-0.50 x 155 VA 6/
7.5, OU 6/67). No improvement in visual acuities
was found using a pinhole.

The anterior segment of the right eye was
unremarkable. The anterior segment of the left
eye post-dilation is depicted in Figure 1. Intraocular
pressures measured by Goldmann tonometry were
11 mmHg OD and 19 mmHg OS. Fundus exami-
nation revealed slight asymetries in cup-to-disc
(C/D) ratios. The right eye revealed a C/D ratio
of 0.3/0.3 (H/V) while the left demonstrated a
ratio of 0.3/0.4. The patient failed the Ishihara
test and the D-15 test revealed a deutan-like
anomaly. Central visual fields performed with

the Humphrey Field Analyser revealed general re-
duction in sensitivity in both eyes.

QUESTIONS

1. Discuss the cause of the unilateral elevation in
IOP in this patient.

2. What additional tests would you recommend, if
any?

3. Discuss the management options for this patient.

Fig. 1 Anterior segment of the left eye post dilation

Yvon Rhéaume, OD, Montreal, Quebec

Figure 1 clearly shows that this patient has pseudoexfoliation
syndrome (PXFS) in the left eye. Exfoliation material
on the anterior lens capsule is distributed in a classic
pattern: a central zone or disc, an intermediate clear
zone, and a peripheral granular zone. In the intermedi-

182 Practical Optometry 5:4, 1994

ate clear zone pupillary exfoliation material is brushed
away by pupillary constriction and dilation. Conse-
quently, deposits of exfoliation material become vis-
ible on the iris sphincter and pupillary margin and
constitute a hallmark of PXFS in the predilation state.
In PXFS there often is loss of pigment from the epithe-
lium in the region of the iris sphincter; we now believe




that this pigment loss is caused by the rubbing of the
exfoliation material against the iris while it is being
dislodged, and the material then is dispersed through-
out the anterior segment. Because of this, PXFS can be
regarded as a pigment dispersion syndrome.

Exfoliation material is also deposited on the zonules
and ciliary body, the corneal endothelium, the iris
surface, and in the trabecular meshwork. It is now
known that this material is provided by the equatorial
lens epithelium, the iris pigment epithelium, and the
nonpigmented ciliary epithelium.
this material causes alterations in the physiology of the
tissue where itaccumulates and obviously, at the trabecular
meshwork level, along with the pigment dispersion, it
obstructs the aqueous outflow system. In fact, PXFS is
the single most common identifiable cause of open-
angle glaucoma in the world.

In the present case, although the intraocular pres-
sure (IOP) in the left eye is well within normal limits,
the fact that there is such a difference in IOP between
the two eyes should alert the clinician that there prob-
ably is some obstruction in the aqueous outflow system
of the left eye, and thus the patient should have a water
provocation test. | would expect that the test results will
demonstrate a difference in IOP between the two eyes
and thus a difference between the aqueous outflow
system of each eye.

This young patient eventually will require 1OP-
lowering medication; the question is when. A referral
to a glaucoma specialist is indicated.

Richard Trevino, OD, Kaiser Permanente Medical
Center, Woodbridge, Virginia

Firstly, this case report can be summarized as follows:

A 36-year-old African male presents with complaints of

reduced vision. His history is unremarkable other than
that he is taking a nasal decongestant for allergy. Best
corrected visual acuity is 20/40 (6/12) and 20/25 (6/7.5)
in the right and left eye, respectively. Intraocular pres-
sure (IOP) is markedly asymmetric at 11 mmHg OD and
19 mmHg OS. Color vision is abnormal. Biomicroscopy
reveals exfoliation material on the left lens capsule.
Ophthalmoscopy reveals minimal asymmetry of the
optic discs. Perimetry yields slight depression of the
inferior nasal quadrants of each eye that fails to achieve
statistical significance.

The clinical evaluation at this point would be di-
rected at determining the cause of the reduced vision in
the patient’s eye and further evaluating the asymmetric
[OPs.

The deposition of

Poor vision in a healthy appearing eye could be due
to amblyopia, an afferent pathway lesion, or subtle
retinal disease.' Oculomotor evaluation including cover
testing should be performed to detect any strabismus
that could be producing an amblyopia. This patient’s
visual fields have effectively ruled out a neurologic
cause for the vision loss. Macular function should be
evaluated with the Amsler grid and foveal threshold
testing using an automated perimoter. Careful inspec-
tion of the macular region using the biomicroscope and
Hruby or Volk lens would reveal any evidence of
maculopathy. The general reduction in sensitivity of
this patient’s visual fields taken together with his color
vision abnormality raises the remote possibility of a
more widespread retinal dysfunction, such as might be
caused by a retinal dystrophy.” The history could also
be helpful in sorting out the cause of the patient’s vision
loss. If prior examinations have documented stable
vision, the cause is likely functional. If, on the other
hand, the vision loss is progressive, an aggressive
search for its cause must be pursued.

When presented with asymmetric 1IOPs that are
both within normal limits, the question becomes: Which
eye has the abnormal pressure? The causes of unilateral
lowering of IOP include anterior uveitis and retinal
detachment.’ The causes of unilateral elevation of IOP
include primary angle-closure and all forms of second-
ary glaucoma, including exfoliation syndrome. The
finding of exfoliation material in the eye with the
higher IOP but not in the fellow eye does account for the
asymmetry in pressures in this patient; however, it
would still be prudent to inspect the anterior chamber
angles with gonioscopy to confirm the absence of
angle-closure glaucoma and other lesions.

The management of this patient’s vision loss will
depend upon its cause. If either no ocular abnormality
is uncovered or it is deemed to be functional in nature,
then no specific treatment is required. If the patient
does indeed have a retinal lesion, such as central serous
choroidopathy, then consultation with a retinologist for
a fluorescein angiogram would be indicated if either
the diagnosis is uncertain, a choroidal neovascular
membrane is suspected, or laser treatment is to be
instituted.’

This patient should also be managed as a glaucoma
suspect, which entails periodic monitoring of the IOP,
optic disc, and visual field. His risk factors for the
development of glaucoma include the presence of exfo-
liation syndrome* and ethnic origin.” He should also be
questioned about any family history of glaucoma.® I
would first obtain several tonometry readings at vari-
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ous times of day to determine if he has significant
diurnal variation. If the tonometry readings remain at
the same level as reported, then I would follow the
patient with IOP monitoring every six months and
annual perimetry. If his IOPs are found to rise signifi-
cantly, I would monitor with tonometry and perimetry
every six months. Inspection of the nerve head for
splinter hemorrhages would be performed at every
visit, and an annual dilation would be performed for
reassessment of the cup-to-disc ratio and inspection of
the nerve fiber layer. Indications for treatment would
be a reproducible visual field defect, the presence of
splinter hemorrhages on or near the optic nerve, or IOP
exceeding 25 mmHg.
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Radiology Basics for Primary Eye Care

(continued from page 180)

and contraindications are essential for the detection
and evaluation of certain ocular anomalies in primary
eye care.d
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SOFT LENS POWER CHECK. ™

TO ORDER: CALL TOLL FREE
1-800-639-4751

v/ Make fast, easy Rx measurements of any soft lens, ... even most torn and
damaged lenses.

v/ New lenses. You have a right to know and to verify your lenses!

v Lens performance problems? Is the lens defective or is it a fitting error? The
Power Check measures spherical and toric soft lenses and gives axis reading.

*Ask for operator 620

 S.L. Power Check fits all lensomelers*™

Fast, Accurate, and Easy to Use. *Except computer lensometers
$265.00 plus §21.22 Ont. PST and $S18.56 GST
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