DOT :10. 160167j. 1000 5404. 2002. 10. (26
24 10 Vol 24 Na 10

2002 10 ACTA ACADEMIAE MEDICINAE MILTARIS TERTIAE Oct 200 1185

& 45, 1000-5404 (2002) 10-1185-04

Om, R, R« . 400042)
H & )
Jrik . ( 3 73~ 4 26 kPa, 3
h), (Norepinephrine, NE) ,
. HR . ( , lh  ).NE

s . Naloxone (0. 8 ~1 6 mglkg) k.t 3 Naltrindole.

Nor-binaltorphimine (Nor BND . B-funaltrexamine (8- FNA) ( 0 8 mglke) s
i NE . HiR
N
: R331 32 R605 971; R971 9 : A

Modulation of opioid receptors on vascular hyporeactivity of rats after hemorrhagic
shock

KAI Li HU De-yao, LIU liang-ming (Research Ingtitute of Field Surgery, Daping Hospital, Third Military Medical University Chongging 400042, China)

Abstract: Objective To detect the regulatory effects of opioid receptors on vascular hyporesponsiveness to constrictor stimuli of rats after hem-
orthagic shock (HS) and investigate the roles of endogenous opiates or opioid receptors involved in resstant vascular hypesensitivity. Methods Rat
HS model was prepared by withdrawing blood from the femoral artery. The vascular respongbility of constriction was measured by monitoning the
changes of the mean arterial pressure (MAP). Results The biphasic reactivity of resstant blood vessels in shock pathological procedure was dupli-
cated in HS model prepared in our laboratory The vascular response to NE was hyporesponsve after the long period of HS (longer than 1 h). The
antagonists of non-specific and @ &, and*, specific opioid receptor elevated the shock MAP significantly by the improvement of vascular responsive-
ness Moreover, the enhanced vascular reactivity and MAP induced by NE was augmented obviously by blocking opioid receptors Conclusion The
results suggest thatd K, and #* opioid receptor subtypes contribute to the development of vascular hyposensitivity in HS ra.  Combining use of opioid
receptor inhibitors including the @ k, andtopioid receptor inhibitors with a— adrenoceptor stimulation may be an available pathway to treat shock
vascular disfunction
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Fig1 Effect of norepinephrine (NE. 6 llg/kg) on MAP of rats in
both control and hemorrhagic shock groups
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Fig2 Effects of opioid receptor blockers [ Naloxone at 1 6 mg/kg
(A), and Naltrindole(B), NorBNI(C), B-FNA(D) at 0 8
mg/kg, iv, respectively] on MAP of rats in 1 and 3 hours’
hemorrhagic shock groups
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Effects of carvedilol on the variability of heart rate and metabolism of patients with cor-

onary heart disease
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