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ZEZ - Woid - HRIE A Case of Progressive Supranuclear Palsy with Progressive
Non-fluent Aphasia
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aphasia (PNFA) has not been reported in Korea. We report a 79-yr-old man who presented
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tions suggestive of PSP included parkinsonism, frequent falls, and vertical gaze limitation. Bran
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Fig. 1. Patient's Brain MRI sagittal T1 imaging showed prominent midbrain atrophy of “humming bird sign” and thinning of the corpus cal-
losum with bifrontal atrophy.
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