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Prion disease in Japan update
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Environmentaly aquired (6.3%)
Variant CJD:1 case(0.1%)
Dura-graft associated CID:70 cases(6.2%)

Hereditary(16.5%

1129 cases during

Familial CID: April, 1999+ Aug, 2008
146 cases(12.9%)*
GSS:37 cas 3%) M:F ratio

476:654 (42:58%)
Age at Onset

66.5+11.3 (15-94) yo
Duration

17.5£16.7 (1-143) mo

FFI: 3 cases(0.3%)

7 Idiopathic (77.0%
‘954 '96 '97 '98 '99 '00 '01 '02 '03 '04 '05 '06 '07 '08 sporadic CID:869 cases
cll BE

es without confirmation of PrP gene mutation
2 cases were unclassified (0.2%)
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