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[ Abstract]  Objective To evaluate the clinical efficacy of hyperbaric oxygen therapy ( HBOT) at dif-
ferent frequencies for patients with acute carbon monoxide poisoning. Methods A total of 169 patients with
moderate-to-severe acute carbon monoxide poisoning were consecutively enrolled and randomly assigned into the
low-frequency (n =55), moderate-frequency (n =57) and high-frequency groups (n =57). On the basis of
routine medication treatment, all patients received HBOT. In the low-frequency group, HBOT was delivered
once daily for 30 times; 3 times every 2 days for 45 times in moderate-frequency group, and twice daily for 60
times in high-frequency group. After HBOT, clinical efficacy, and the incidence of delayed encephalopathy af-
ter carbon monoxide poisoning ( DEACMP) were assessed among three groups. The changes of Mini-Mental
State Examination (MMSE) score were evaluated before and after HBOT. Results After HBOT, clinical effica-
cy and the incidence of DEACMP significantly differed among three groups (all P <0.05). Clinical efficacy
and the incidence of DEACMP in the high-frequency group were significantly higher compared with those in the
moderate- and low-frequency groups (all P <0.017). After HBOT intervention, the MMSE scores were consid-
erably increased in all groups (all P <0.05). The MMSE score in the high-frequency group was significantly
higher than that in the low-frequency group (P <0.05). Conclusion Increased frequency of HBOT can en-
hance the clinical efficacy and reduce the incidence of DEACMP.
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Delayed encephalopathy; Efficacy
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