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1 TN F« (Pt g L' xts)
Tab 1 Dynamic changes of TN Fa in serum (O, /* g° L', xt s)

Groups 0h 0.5h Ih 3h 6h 12h 24 h 48h 72 h

N 0. 4= 0. 03

BE 0. 45= 0. 06 3.33E0.50 5. 87E 0. 65 5. 14E 0.61 4. 17= 0. 38 2. 1 0. 29 1. 26t 0. 25 0. 86t 0. 08°
B 0. 44£ 0. 05 0. 64E 0. 06> 1L 62 0. 1620 2.73F 0.3780  4.39F 0.50° 2,55+ 0.33¥4  1.36-0.2F L 00t 0. 124
E 0. 42 0.4 0.86E 0. 1640 2. 62 0.262° 4,28 0.504 5275 0.50°0 4. 2B 0.3¢ 40 3.00E 0. 49440 1 6H 0. 2324

. P <0.0lvs N;2A: P <0.0500: P <0.01vs BE

2 NO et g L' xts)
Tab 2 Dynamic changes of NO in serum (P, /* g L ' xts)

Groups 0h 0.5h 1h 3h 6h 12h 24 h 48h 72 h

N 7. 00E 0. 66

BE 33.97& 1. 52 30. 06= 2. 66 2597 .33 22.23 2. 14 18 174 1. 55 17. 455 1. 96 17. 46 2. 12 16. 45+ 2.06
B 20. 0A 2. 072 22. 1t 2.484 25655 2. 08 20. 93t 2. 3F 19. 35+ 3. 04 17. 16= 2. 18 15. 63 2. 03 13. 49+ 1.624
E 17. 3¢ 1. 874 2131 2,204 25.85- 2. 18 20. 68L& 2. 83 16. 92+ 2. 14 15. 85E 1. 86° 13. 89 1.474 11,83 1.334

. P <0.01 yg N;:2: P <0.01 ys BE

3 (xts) TPK 4 ( )BE . B
Tab 3 Muscle cell membrane IR binding capacity(€ s) TPK N (P<001), E N
. Maximum binding rate  Maximum binding capacity (P> 0.05) 10 mol /L ,BE . B E
Groups
%) (pmol /mg) TPK N (P <0.01), BE
N 12. 40t 0.97 1.03= 0. 16 B E (P <0.01) 2p
11. 49+ 1.03 0. 44+ 0. 05
BE »p IR TPK . E N
B 11. 90+ 0.93 0. 45+ 0. 06 p a o1 P <0.01
12 04- 1.08 0.99t 0. 14 (P < ):BE E (P <00D ’
*: P <0.01 =
: < 0. N
v TPK , ,
. . - IR TPK
2.4 MLAfmEIE IR TPKEFEAT
Histonell B , 2p
4 TPK (fmol/min® mg ', xt s)
Tab 4 TPK activity of muscle cell membrane IR(fmol /min° mg !, xt s)
N BE B E
— Ins 1. 62+ 0. 21 0. 79t 0. 08 0. 85 0. 09 1. 60 0. 17
+ Ins 4.39- 0. 51 0. 96t 0. 12* 1.42+ 0. 15 2.86t 0.13*
Ins stimulated TPK 2.78E 0. 43 0. 14 0. 05 0.5H 0. 11°# 1.26E 0.06#

Ins stimulated TPK= TPK(H Ins)— TPK(- Ins);Al P <00lys—Ings™*: P <0.0lys N;# : P <0.1ys BE

25 Htk NOSER X KA @R IR TPKEH  Fwol/L ’ T PK
R EAG) 1.0 mmol /L SNP (P <0.01),
L Ommol/L 10 mmol/L SNP ( P> 0.05). IR 2p
IR TPK (P> 0.0, , 5 SNP
TPk (P <0.01), 10 mmol /L IR TPK . 7

SNP (P <0.01)  LOmmol/LSNP 200  NO
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5 NO TPK (fmol/min° mg ' xt )
Tab 5 The effect of NO on normal muscle cell membrane IR TPK activity (fmol/min° mg '.%* s)
Control SN P SNP SN B Hemoglohin
(1.0 mmol /1) (10 mmol /L) (1.0 mmol /1)~ (2001 mol /1)
— Ins 1.54F 0. 14 1. 60t 0.07 1.47£ 0. 13 154+ 0.17
+ Ins 4.22k 0. 56 3.00E 0.42 2.15£ 0. 06 4 4 16+ 0.46°
Ins stimulated T PK 2. 68 0. 48 1. 42k 0.43 0.69E 0. 114 2 60+ 0. 59
Ins stimulated TPK= TPK(+ Ins)— TPK(- Ins);* : P <0.01vs controN: P < 0.01 vs SNP
[6.7]
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Mechanism of role of endotoxin in defects of insulin receptor signal

transduction after burns in rats
Yu Zhihai, Xu Linshui (Research Institute of Field Surgery, Daping Hospital, Third Military Medical University, Chongqing,
400042)

Abstract  Objective: , To explore the mechanism of the role of endotoxin in occurrence of insulin resis—



