(false) maculze. Polyopia occurs when the involuntary
movements of fixation lead to stimulation of the true
and false maculae within a fraction of a second of one
another, leading to a conflict between the evoked visual
sensation. Other evidence suggesting a role for occipital
Tobe in the pathogenesis of cerebral diplopia or polyopia
came from the work of Brindley and Lewin(1968). An
array of electrode implanted in striate cortex of patient
blind from glaucoma was of some interest, for it provid-
ed the first example of two or more vision occuring as a
result of direct electrical stimulation of single point in
the visual cortex. Another interest was the observation
of Hubel and Wiesel(1968). With binocular stimulation,
they reported the existence of cells in the visual cortex
that responded maximally to stimulation of noncorre-
sponding retinal point. Thus there was evidence of neu-
ronal system in the occipital lobe that functionally con-
nected different points in visual cortex. Meadows(1973)
could not detect any movement of the eye by using tech-
niques that would detect any lateral changes of visual
axis greater than 1 degree. So he suggested that poly-
opia might arise purely at cortical level without postu-
lating defective fixaiton.

In conclusion, polyopia can be caused by cerebral
lesion, which should be considered as a possible cause
in a patient complaining of polyopia.
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A Case of Friedreich's Ataxia with Optic
Atrophy as an Initial Clinical
Manifestation
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‘The incidence 2nd the nature of visual involvement in
Friedreichs ataxia are not well known. We experienced a case
of Friedreich's ataxia who showed progressive visual impair-
ment a few years before developing characteristic clinical
manifestations of Friedreich's ataxia. The progress of disease
in this case suggests that visual involvement may be from the
same pathogenetic mechanism of peripheral nervous system
in Friedreichs ataxia.
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