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Tab 1 The changes of heart rate,body temprature,blood pressure

respiratory blood electrocar-
group n heart rate
temprature rate pressure diogram
17.610.8 .
Normal control 10 489+ 35 37.54+1.3 132418 rhythmia
13346
17.6+0.8
Sham-operated 10 h 10 51055 38.240.4 117+ 14 rhythmia
13216
16.3+1.2
20 h 10 470+58 38.2%0.5 12249 rhythmia
122+9
13.140. 66
Earlier septic shock 10 495438 35.5+1.8 131418 arrhythmia
98+ 52
. 8.6+6.8 postmortem
Later septic shock 10 3744198 34.4%2.5 83150 .
65451 electrocardiogram
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Fig 1 The changes of hepatocyte membrane
potential in sepsis rats. NC + Mormal
Control Group; SO = Sham-operated
Groups ES = Earlier septic shock
Group; LS=Later septic shock Group.
* % ;Significant differences ( P <
0. 01) compared with NC and SO.

2.3 MamplAdiitshs ¥
FARBERIEMYB _BEEERHEN
3.493£0. 872mmol/mg B R, BFERAN 3. 7145+
0. 387mmol/mg FHH , I F K 7T 2 F 4 8 MDA
8% 5. 5954 0. 453mmol/mg BH, 5xt B X5
EHBECP <0.01), KX B 1.6 5.
2.4 hik-dnEALE
EHMEH 47. 660+ 3. 270mg/dl, BERH K
55. 660+ 5. 631mg/dl, i CPL 10 h J§ ML &MWL &
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Skeletal muscle membrane potential (—mv)
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Fig 2 The changes of skeletal muscle mem-
brane
potential in sepsis rats. NC = Normal
control group; SO = Sham-operated
groupy ES = Earlier septic shock
group; LS =Later septic shock group.
* * ;Significant differences ( P <
0. 01) compared with NC and SO.

% .31.51+4. 623mg/dl, 53 MAMBF A A H
THEERBE (P <0.0D),
2.5 MBHEABALDE HEBEREHR
A K

B R 453 58 I 7 25 R 5 E K 5 JFF 490 B felonr 4k AR
RIMIRE B E AR, RIS X473 30 i B3 K«
P <0.01), EREEARP <0.01),ENESH
TFHANFFHAFEEAR (P <0.0D(RE 2),
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Tab 2 The membrane fluidity ,microviscosity .order coefficient of hepatocyte microsomes

fluorescence polzrization microviscosity order coefficient
Group n — _ =
P+ sz 7 =+ 5= 7 % sz
Normal Contral group 10 0.186+0.004 1.36140. 049 0.13210.002
Sham-operation 10 0.190+0. 005 1.419+0. 062 0.13540.003
Earlier septic shock group 10 0.24540.005" ° 2.276+£0.105" * 0.17840.003" *

* % control vs sham-operation, P <0. 01
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Tab 3 Changes of phospholipasel A,(PLA,)

FoFEREZH193EH 15T 2

Group n plasma P<<A,(u/ml) liver PLA;(u/g tissue)
Normal Contral group 10 874.01+84.5 1874.61+349.0
Sham-aperation group 10 986.51484.5 1855.14+438.0
Earlier septic shock group 10 2074.21695.0" ° 2943.31+471.8"*
Later septic shock group 10 1849.24213.0" * 2639.21+449.4" "

* % control
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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.

Key words shock,septic;membrane potentials;microsomes ;phospholipases A
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