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Effect of Naloxone on Acute Pulmonary Edema

Induced by Kainic acid
Gao Jingsheng. et al. (Department of Pathophysiology. Third Military Medical College)

Effect of Naloxone injected in to lateral ventricles of the brain on acute
pulmonary edema resulting from injecting Kainic Acid into the preoptic area
was aobserved, It was found that Kainic Acid could raise the carotid arterial
pressure, cause pulmonary vascular congestion and pulmonary edema and increase
the mortaliry, Naloxone was injected while Kainic Acid was injected too,
the above mentioned changes were more significant, The results suggest that 1)
preoptic lesions can .ause acute pulmonary edema; 2) the endogenous opiate-like
substances may affect the pulmonary edema; 3) effect of endogenous opiate-like
substances on pulmonasy edema might be correlated with increase in angiotensin
activity.
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