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Study of cellular and subcellular damages and their patho-

genesis in septic shock in rats

Lu Songmin, Liu Jiancang, Wang Chengying, et al (Research Instutute of Field Surgery, Third Mili-

tary Medical College ,Chongqing,630042)

Abstract

brane fluidity of microsomes, microviscosity, and the order coefficient of the arrangement of

The changes of hepatocyte and skeletal muscle membrane potential,the mem-

membrane lipid molecules were determined in rats after their cecum was ligated and punctured
to induce septic shock. Lipid peroxides of plasma and the liver, phospholipase A; and salivary
acid were determined as well. It was found that both in the first 10 hours and the next 20 hours
of septic shock,the resting membrane potential of hepatocytes and skeletal muscles was signifi-
cantly suppressed as compared with that of the sham-operated rats. The membrane potential of
hepatocytes was suppressed prior to the decrease of blood pressure and much earlier and much
more severe than that of skelatal muscles. Lipid peroxides of the liver were increased by 1. 6 fold
( P <0.01) and salivary acid was decreased significantly ( 2 <{0. 01). The membrane fluidity of
microsomes was reduced ( P <C0.01) and microviscosity and the order coefficient of membrane
lipid molecules were increased ( P <0. 01). Plasma phospholipase A, was elevated to 2074. 2+
6950u/ml ( P <C0.01) and hepatic phospholipase A; to 2943. 31+471. 8u/ml tissue. These find-

ings suggest that septic shock modifies the molecular structure of the membrane,activates phos-

pholipase A;,and decreases the content of salivary acid.
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Adhesive-hemostatic effect and toxicity of 3x-cyanoacrylic

esters

He Fengchi,Chen Daxie,Long Zaiyun,et al (Research Institute of Field Surgery, Third Military Medi-

cal College,Chongqing,630042)

Abstract It was found that citrated rabbit blood in a test tube could be coagulated within

5 seconds after the addition of isobutyl a-cyanoacrylate,isoamyl a-cyanoacrylate and isobutyl a-

cyanoacrylate glycolate in different concentrations respectively. All these monomers exhibited

quick and reliable styptic effect on the hemorrhage of the liver,the spleen and the kidneys of

rabbits and rats respectively,and their styptic effect was superior to that of most conventional

hemostatics. The test for their acute toxicity revealed that they were of quite low toxicity and

their dosage for adhesive-hemostatic purpose was about one gram. There was no evident injuri-

ous effect on the functions of the kidneys and the liver and the peripheral hemogram in rabbits.

The test for subacute toxicity revealed no obvious pathological changes but some imflammatory

responses over the site of drug application.
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