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Successful treatment of lower extremity ulcers
secondary to antiphospholipid syndrome with
hyperbaric oxygen.
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A 58 years old patient with bilateral lower
extremity ulcers secondary to antiphospholipid
syndrome was successfully treated with hyperbar-
ic oxygen in combination with the continous
epidural block (0.5% mepivacaine 2 ml/hr.) and
the PGE1l administration (60xg/day). Hyperbaric
oxygen therapy was consisted of 40 times (90 min.
once a day), under pure oxygen at 2 ATA pres-
sure using a Sechrist 2500 B (Sechrist U.S.A)).
Antiphospholipid syndrome is often associated
with systemic lupus erythematosus or other con-
nective tissue diseases. Thus, clinicians should pay
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much attention to antiphospholipid syndrome in
the treatment of patients with livedoid vasculitis
or recurrent peripheral ulcers.
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