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Fig. 1 Comparisons between mean FA value for each
clinical groups and controls. NS, no significant.
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Fig. 2 Comparison of FA values between patient groups
with acute symptoms alone and “delayed neurop-
sychiatric sequelae” . When established a cut off
of 0.38, the sensitivity and specificity for distin-
guishing patients with “delayed neuropsychiatric
sequelae” were 100% and 65%, respectively.

Fig. 3 A linear correlation between FA values and MBP in
patients with MBP concentration in the cerebrospinal
fluid =41 pg/ml.
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