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Abstract  Objective To investigate the role of hypothalamic paraventricular opioid jt receptor on burn shock in rats.
Methods Male SD rats were randomized into DAGO group A (3-FNA group B and merely scald wounded group C .DAGO A
or -FNA B both at 100 ng/2 11 was administered intraparaventricularly immediately after a third degree burn over about 20% of
the total body surface area resulted from the shaved back of the rat being dipped into 100°C water for 20 s. Cardiovascular parame-
ters mean arterial pressure dP/dt,, and heart rate were recorded different time intervals following the microinjection. Survival
times were also recorded . Results (D Survival times of A B and C groups were 480 = 56 min 545 + 45 min and 551 + 26
min respectively with animals of group A lived statistically shorter than those of either group B or C.(@ Magnitude of decrease of
ratio of mean arterial pressure in group A was obviously greater than that in group C during 90 ~ 450 min time points observed. This
was also greater in group B vs C at 150 and 510 min. At most time points we observed ratios of group A were statistically lowered
than those of group B.(@ Values of ratio of dP/dt,,were significantly smaller in group A s group C at 150 210and 450min and
the valuse showed markedly greater in group B than in group C at 0 and 270 min. Ratios of group A were statistically lowered than
those of group B at the time points of during O ~ 210min period. @ Ratios of heart rate of group A was smaller t han those of group
B at 330 390 and 450min. There were no significant differeces between group C and either group A or group B all the time points.
Conclusions Present data suggest that hypothalamic paraventricular opioid i receptor plays a key role in process of pathophysiolog-
ical changes after burn shock in rats. Cardiovascular parameters are significantly deteriorated as px receptor was activated either by
its exogenous agonist or by endogenous mechanism resulted from the jnjury. Blockade of this activation and function of p receptor is
benefit against burn shock thus to prolong the survival time of the rat.
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abstract

Objective Try to clarificate the mechanism of negative nitrogen balance after burns. Methods The means of im-

muno-precipitation-deduction and ELISA were used to test the change of activities and contents of 26S proteasome and 19S regula-

tor in skeletal muscle of rats inflicted with 30% TBSAIll °burns. Results 11-1 can markedly raised the activities and contents of

26S proteasome and 19S reguator in rats skeletal muscle after scalded. Conclusions 1L-1 can activate the 26S proteasome system

in skeletal muscle thus enhance the degradation of protein which is associated with the development of negative nitrogen balance

following scald.
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