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Fig. 1 CT scan at the first stroke.
A CT scan at the first stroke (three years before the second stroke) shows an acute infarction in
the right occipital lobe.

Fig. 2 Axial brain imaging (a, b, ¢, d) and coronal imaging (e, f, g, h) after the second stroke. In
axial brain imaging (a, b, ¢, d), a low intensity area on T1 weighted images (T1WI) and high inten-
sity area on T2 weighted images (T2WI) in the right posterior lobe indicated an old infarction

corresponding to the low density area on the CT scan, 3 years before this MRI, in Fig. 1. The
low intensity area mixed with high intensity area on Ti1WI in the left posterior lobe indicated the
second stroke (hemorrhagic infarction). In the coronal T2WI, the bilateral lingual and fusiform
gyrus were involved in the first and second infarctions.

TyWI (1.0T: TR 3,500ms, TE 98ms), T2WI (1.0T: TR 350ms, TE 10ms)
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Abstract

A patient with prosopagnosia which developed after an infarction in the left occipital lobe in addition
to an old infarction in the right occipital lobe

Keisuke Iwanaga, M.D."”, Akira Satoh, M.D.", Hideyo Satoh, M.D.",
Makiko Seto, M.D."”, Makoto Ochi, M.D.? and Mitsuhiro Tsujihata, M.D."
YSection of Neurology, Nagasaki Kita Hospital
Section of Radiology, Nagasaki Kita Hospital
¥ Aburagizaka Clinic

A 66-year-old, right-handed male, was admitted to our hospital with difficulty in recognizing faces and colors.
He had suffered a stroke in the right occipital region three years earlier that had induced left homonymous hemi-
anopsia, but not prosopagnosia. A neurological examination revealed prosopagnosia, color agnosia, constructional
apraxia, and topographical disorientation, but not either hemineglect or dressing apraxia. The patient was unable
to distinguish faces of familiar persons such as his family and friends, as well as those of unfamiliar persons such as
doctors and nurses. Brain MRI demonstrated an old infarction in the right medial occipital lobe and a new hemor-
rhagic infarction in the left medial occipital lobe, including the fusiform and lingual gyrus.

It is unclear whether a purely right medial occipital lesion can be responsible for prosopagnosia, or whether
bilateral medial occipital lesions are necessary for this occurrence.

The current case indicated that bilateral medial occipital lesions play an important role in inducing porsopag-
nosia.

(Clin Neurol 2011;51:354-357)
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