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Analysis of atrophy of retinal ganglion cells in homonymous hemianopia using
optical coherence tomography
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It has been believed that the damage does not occur in the retina %anglion
cells (RGCs) in patients with homonymous hemianopia due to occipital lesions. However, we found that
significant thinning was seen in the inner retinal layer corresponding to the affected hemifield
within a few years after occipital infarction. The thinning is significantly correlated with time
elapsed and is estimated to be progressive over several years. Interestingly, the thinning is
remarkable in the central retina. Although the retinal thinning could be attributed to transsynaptic

retrograde degeneration of RGC, the direct effect from the brain lesion on the anterior visual
pathway could not be excluded. Pupillary hemihypokinesia is another phenomenon in occipital
hemianopia that cannot be explained by the classical theory of pupillary light reflex (PLR).
Therefore, for elucidation of these mechanisms, we plan to investigate the relationship between the
location of the lesions and retinal thinning or PLR.
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