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Case Age  Gender peak GOT peak CK  Pathogenesis ASA use
aun aun
1 4y male 3568 Influenza B No
2 1yZm  male 12558 1568 Unknown No
3 6y male 3368 Influenza A No
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Pearson’s marrow panccreas sx. (2y female)
IE with late timing of LB (4y male)
CPH (HCYV positive)
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CERBUTWSERDH DI LENE, REEYA A
AVDLEBOBNVSHEOFREANTENTIERNESE
Zbhi, LML, M cytochrome ¢ O EF(I)E
REEOD—PEREAVIINIVFREEEDATLE
BLTEY, LHrbEs, BEBEETIEELAELR
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Comparison of cytokine and cytochrome C levels between in serum and in CSF
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Case 1 Influenza encephalopathy (7Y, F)
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- Figurel: Vial signs in influenza-associated encephalopahty
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Figure 2! NOz levels of serum obtained from patients with influenza infections
The levels of serum obtained from 5 patients with purulent meningitis were all less than 7.849 pmol.
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Figure 3: NOs levels of serum obtained from patients with influenza infections
The levels of serum obtained from 5 patients with purulent meningitis were all less than 178.9 pmol.
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Figure 4: NO2 and NO3 in CSF obtained from influenza-associated
encephalopathy and control
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