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Abstract This paper aimed to study whetherheat exposure could cause endotoxemia and its main phys—

iological response and pathophysiological changes. Heart rate, arterial blood pressure. respiratory rate,

rectal temperature and plasma level of lipopolysaccharide ( LPS) were measured in 24 rabbits exposed to
heat at an average dry bulb temperature of (42£ 0. 5)C wet bulb temperature of (35t 0. 5)C and rela—
tive humidity of (60t 5)% . Results showed that (1) plasma LPS level in rabbits increased obviously
during their heat exposure and reached 0. 285 and 0. 249 ng /ml before death from 0. 139 and 0. 131

ng /ml before exposure for Groupsl andll , respectively (P <0. 01); ( 2) as temperature rising to about

43C | rabbits heart rate and mean arterial blood pressure reached or approached to the peak, respiratory

rate lowered, and plasma LPS concentration rose to a significant level, as compared with that before ex—

posure both in Groupsl andIl : (3) occurrence of endotoxemia in heatstroke was due to decrease in

animal § splanchnic blood flow and direct thermal damage. It suggested that LPS played an important

role in path ophysiological process of heatstroke.
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