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A previously healthy 54 year old man developed a catastrophic neurobehavioral disorder, suggestive of initial
occipital involvement and subsequent spreading to entire brain. Initial symptoms were mainly visual perceptive
dysfunction such as metamorphopsia, visual illusion and hallucination followed by visual agnosia and eventual cortical
blindness. He also developed, within 3 months, a rapidly progressive severe dementia, leading to death in 7 months
after the onset. Brain biopsy. revealed spongiform change, neuronal loss and astrogliosis. Electron microscopy and
Immunohistochemistry confirmed the diagnosis of Prion discase. Herewith, we report a case of Heidenhain variant of

Creutzfeldt-Jacob Disease.
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Aolgeut s1¥1 A (threatening test) €534
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Figure 1. (X400). Hematoxylin-cosin staining shows
vacuolization and spongioform change.
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Figure 2. (X600). PrP(Protein Kinase treatment) & GFAP
double staining revealed only astrocyte staining.

o] H&E (Hematoxylin-cosin staining) %44& s
o} e A4 FIYAY (vacuolation) st A3Y
(neuron) 2} ek A3 F (gliosis)o] WRARH Fig,
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Oppenheimer variantehs 715 ekt 1929410
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Aehe SikekEA whaA Qedshe Ao e Bl
o] Sz4 QA o sl uls) Fa FFqlol W
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WAL o dE Yot ARFLE sy, WBE ¥
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ception disturbance)e} 2 F4eg, F2 T4
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hain variant#}2 ¥ek° 2 Fee 2700 SHERE A
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(vacuole) 5ol BAHYR o] FELEL rhA vhE &
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(immunostaining) A3 A4AE] $334 E47
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protéinase K 10ug/mE A2I%F AW Pre oz
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Hoz AZmFe| DB proteinase K 10u/mE
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(double staining) s ZslellAls AAANE gro] fajslo]
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SE el 22el FEEIC
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hein-variant 12 $A282 ¥ Eushs vlel.
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