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blood leukocytes (PBLs) of experienced divers over that in non-
divers. These findings together with the growing body of evidence
showing a common inflammatory response to various forms of
stress and recent reports that heat and/or exercise acclimation
reduces hyperbaric stress, prompted the examination of
inflammatory gene response during decompression stress before
and after heat acclimation after heat acclimation in non-divers.
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