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Correlation analysis about magnetic resonance imaging and delayed neurological sequelae of acute brain injury
induced by carbon monoxide poisoning PENG Zilin.Department of Radiology, Putuo Hospital, Zhoushan 316100, China.
[Abstract] Objective To investigate the relationship between acute brain damage caused by carbon monoxide poison-
ing and delayed neurological sequelae. Methods Eighty patients with acute carbon monoxide poisoning who underwent
diffusion—weighted imaging (DWI) in the emergency department were enrolled.Twenty—one patients with delayed neuro-
logical sequelae (DNS) within 6 weeks after discharge were included in the sequelae group, and fifty—nine patients
without DNS symptoms were included in the recovery group.Serum myelin basic protein (MBP), brain stellate former
sex protein (S100B), neuron—specific enolase (NSE), and apparent diffusion coefficient (ADC) of the region of inter-
est in the two groups were recorded. Results The serum MBP, S100B and NSE values of the DNS group were signifi-
cantly higher than those of the recovery group (¢=2.81,2.31,5.06, P<0.05).The ADC values of basal ganglia in the
DNS group were significantly higher than those in the recovery group, while the ADC values of the white matter and
semi—oval center of the lateral ventricle were significantly lower than those of the recovery group (¢ =7.26,3.22,2.78,P
<0.05).ADC values in basal ganglia were positively correlated with serum MBP, S100B, and NSE (r=0.94, 0.96,
0.86,P<0.05), and ADC values of lateral ventricular paraventricular white matter and semi—oval center were negativ-
ely correlated with serum MBP, S100B, and NSE (r=-0.93,-0.95,-0.90,-0.97,-0.98,-0.93, P <0.05).The AUC va-
lues of the ADC predictions of basal ganglia, white matter and semi-oval center for DNS are 0.77, 0.73, and 0.78, re-
spectively. Conclusion The changes of DWI in acute brain injury after carbon monoxide poisoning are associated with
delayed neurological sequelae.DWI in the acute phase of carbon monoxide poisoning may help identify high-risk patients

with sequelae.
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