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CSF samples in Japan
[Pilot study]
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Sensitivity 83.3% (15/18) 72.2% (13/18)

Specificity 100% (0/35) 85.7% (5/35)
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[Blind study}]
14-3-3
RT-QUIC
(all isoforms)
Sensitivity 87.5% (14/16) 87.5% (14/16)
Specificity 100% (0/14) 71.4% (4/14)
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