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[ Abstract] Objective To observe and explore the therapeutic efficacy of hyperbaric oxygen (HBO) in the
treatment of non-arteritic anterior ischemic optic neuropathy (NAION). Methods A total of 139 NAION patients
were randomly divided into a control group of 72 and a hyperbaric oxygen group of 67. Both groups were given conven-
tional drugs including prednisolone, mecobalamin and compound anisodine, while the hyperbaric oxygen group was
additionally provided with hyperbaric oxygen treatment at a pressure of 0.2MPa once a day for 30 days. Each day’s
treatment lasted for 110 minutes, including 20 minutes at increasing pressure, 20 minutes decreasing and 60 minutes
with the pressure stable at 0.2MPa. Before and after the 30-day treatment, the visual acuity and visual mean sensitivi-
ty (MS) of the two groups were observed and compared. Results There was no significant difference between the
control group and the hyperbaric oxygen group in terms of average visual acuity or visual MS before the treatment. Af-
terward the average visual acuity (4.88+0.25) and visual MS (16.68+1.19) of the hyperbaric oxygen group were sig-
nificantly higher than before the treatment and significantly better than those of the control group. The total effective
rate of the hyperbaric oxygen group was 91%, significantly higher than that of the control group (75%).
Conclusions Conventional treatment combined with hyperbaric oxygen therapy can significantly promote the visual
acuity and visual MS of NAION patients.
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