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Baroreflex control of skin blood flav during heating is well documented, but the effects of
baroreceptor loading/unloading on sweating are less cléwmrefore, this project tested thgplothesis
that pharmacologically induced alterations in blood pressure in heated hunoait lead to
barorefl& mediated changes in skin sympathetic eeastivity and sweat rateln seven subjects, and
under normothermic and heat stress conditions, mean arterial blood preasuliesiweduced{LO
mmHg) and then increasedlc> mmHg) via bolus infusions of 100 pg sodium nitroprussidevidbip
150 pg pheylephrine. Theselrugs were infused through a catheter inserted into an antecuital v
Bolus phenylephrine administrationdaa goproximately 60 seconds after the onset of nitroprusside
infusion. Inboth normothermic and heat stress conditions thewollp responses were monitored:
sublingual and mean skin temperatures, heart rate, beat-by-beat blood pressure (Colin), skimblood flo
(laserDoppler flowmetry), local sweat rate (capacitance hygrometry), and skin sympathegc nerv
activity (microneurograpy from peroneal nes). Whole-bodyheating increased skin and sublingual
temperatures, heart rate, cutaneous bload feeat rate, and skin sympathetic reeetivity, but did
not change arterial blood pressuf@uring whole-body heating, heart rate was significantlyasbel
during sodium nitroprusside-induced reductions in blood pressure (74 £ 4 to 92 + 4 bpm; P<0.001) and
significantly reduced during phenylephrine-inducedsatiens in blood pressure (92 + 4 to 68 + 4
bpm; P<0.001), thereby demonstrating appropriate bamorétlaction in these subjects. Skin
sympathetic nem activity was not dected by pharmacologically induced alterations in blood pressure
regardless of the thermal conditiorBimilarly, sweat rate was not attenuated when blood pressase w
reduced during whole-body heatingo diminate the possibility that the lack baroreffeodulation of
skin sympathetic neev activity and sweat rate & due to rapid and transient changes in blood
pressure, in four subjects steady state wetraus infusions of sodium nitroprusside (20 to 60 pg™* kg
« min'l) were administeredver a period of 8-12 minutes.Steady-state decreases in mean arterial
blood pressure dfl0 mmHg caused baroreflex-mediated increases in heart B&dgm) but did not
change skin sympathetic nenactivity during normothermia. Furthermore, during the heat stress
steady-state reductions in mean arterial blood pressure did not significantly change skin sympathetic
nene &tivity or sweat rate. These results indicate that the lack of change in sweat rate and skin
sympathetic nem activity obsened during bolus infusions obgoactre dugs was not due to the short
time period in which blood pressure was alteretiaken togethey these data suggest that skin
sympathetic nee activity and sweat rate are not modulated by arterial bargesfie rormothermic
or moderately heated individuals.
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