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that there fs no data to suggest that
higher oxygen saturation levels are safe
for immature eyes that do not yet have
established ROP or are in the early
stages of developing this condition. In
fact, the tenet that oxygen therapy can
lead to progression of ROP must con-
tinue to apply.

The STOP-ROP Study Group must
be commended for their efforts to clar-
ify the complex pathophysiology of
ROP. Bew
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the eye exam was normal in each eye.
Static (Humphrey 24-2) visual field
exam confirmed inferior altitudinal
visual field loss in the right eye and
was normal in the left eye. He was
continued on oral prednisone 80 mg
per day. A right temporal artery biop-
sy was normal, and the patient was
subsequently tapered off his steroids.
Bilateral carotid Doppler studies were
unremarkable.

Five weeks later, the patient devel-
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neurysms, subconjunctival hemorrhage
and optic disk edema (anterior
ischemic optic neuropathy). Anti-angio-
genic properties of IFN alpha have
been proposed by some authors as one
potential mechanism for ischemia. A
second proposed mechanism might be
the induction of protein synthesis and
secondary increased serum viscosity. A
potential third mechanism is an IFN-
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