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Abstract Objective: To evaluate brain activity in resting-state of acute carbon monoxide poisoning ( ACMP)
with amplitude of low-frequency fluctuation (ALFF). Method: The amplitude of low-frequency fluctuation of the
blood oxygenation level dependent activation of the resting state brain was calculated in 14 healthy controls (HC)
and 12 patients with ACMP. The brain regions showing increased and decreased ALFF in ACMP patients were
demonstrated by comparing to HC with 2-sample t-test with threshold of P<C0. 05. Result: Compared with HC, the
ACMP patients showed increased activity in left lingual gyrus(-12-90-3) and right inferior temporal gyrus(57-66-

15). Conclusion: ACMP shows abnormal brain functional organization in resting state, which may play an important
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role in the nenrophysiological mechanisms of delayed encephalopathy(DE) after ACMP.
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7 : monte carlo simulation 2 & 84 IE , P<<0. 05;BA :brodmann area; MNI: montreal neurological institute,
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