DOI: 10. 16016 /j . 1000 -5404. 1997. (4. (06

310 1997 8 ACTA ACADEMIAE MEDICIN AE MILITARIS TERTIAE Aug. 1997
TN F«
IEA HEK ( ) - 630038
H 1 TN Fe . I 3@ TBSAII’
s TN F=, s
TNF-s(rh—TN Fea) (TNF-McAD) s
. GG 3h TN F-McAb . &5k TN F«
; TN Fe;
R458. 5
L2 #hpitAl
, . [1] , (18g~ 20¢g) ,
TN Fe 30% ,(89°C+ 17C) 3s
. () TNF mRN A m” 2.0 ml, : 3.
, TN F= () 612h 1235d7 TN F-McAb
(231 TNFa (26
TN F« )s
, . i 30% 268h .
TBSAI’ , TN F« L3 A5 H) & AN H5 AR
(r ) s EDTA+ . 3000 r/min
(p ) R 10 min, s 10 min
TNFe (th-TNFe)  TNF-McAb, -70C . TNFe, :
TN Fea . IBM
1
L1 A4 2
TN Fe TNF-McAb TN Fe ( 21 )R TNFe ZELC LI HEL L
) ( ): ( 3@ TBSAII’ TN F«
)s ( ); (Gs). (Ins) (LAY
(Sigma); . TNFe  TNF-McAb 3 (Gle) .
BSA
1 TN Ea (n= 15,xt s)
Tab 1 Dynamic changes of TNF« and relative index in plasma after scalding mice (n= 15.%* )
Control 3PBH 6PBH 12PBH 1IPBD 2PBD 3PBD 5PBD
Gs(mmol /L) 5. 1850.28 10574 3.6F  13.15-3.22¢ 132k 2 11 1028 3.63* 10,465 196 10 75F 1. 39+ 8. 47+ 0.67*
Ins(mU/L) 13.3E 171 1458295 1257 2.90 13755219 1701 4.32 24, 443,33 2587 3.28¢ 22, 19+ 4.34*
TNFa(*g/L) 0.92+ 0.08 1.55+0. 68 3.56-0.57 3. 72+ 0. 49" 2.87% 0.6 3. 6H 0. 58 3. 7H 0. 65 2. 40t 0.74%
InscGs 67. 75+ 8. 64 145,76 20,76 156, 76= 19, 65* 178, 165 15.49% 162 92 24. 69  250. 54 20. 90> 274,70k 20.22* 186 25+ 29, 26*
LA(mmol/L) 243 0.17 2.50£2.10% 6 74 1.92* 7.50k 1 s#* 525 2.28* 6. 39 1. 86* 6. 90k 1. 19+ 4,36+ 0.33*
Gle(pmol /L) 2595 10.61 40,42 15.99 4722k 17.93°  48.28F 18.34% 53,03 10.79"  57.65F 2291 50,32k 2283 44, 46+ 23.33"
*: P <0.05,*%*% : P <0.01vs control
* ,28 s 94 , 330002
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Tab 2 Changes of relative index in plasma after constant injecting TN F-McAb to scalding mice(xt s)
n Ins Gs < Gs LA Gle
Control 15 24, 46k 1. 99 10. 0= 0. 90 241. 56t 17. 06 6. 36 0. 87 53. 6 = 20. 88
Treated 15 16. 63 1. 73* 7. 255 0. 72 120. 63t 18. 80°* 3. 40k 0. 467 35. 72= 19. 97
*: P <0.05%* : P <0.01vs Control
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Correlations of TNF« with insulin resistance after severe scalding in

mice

Wang Zhanke, Xu Linshui (Department of Biochemistry, Third Military Medical University, Chongqing, 630038)

Abstract Objective: To explore the role of TNF in insulin resistance after severe scalding. Methods:
After the mice were inflicted with 3% TBSA full-thickness scalding, the dynamic changes of TN Fe, glu-

cose, insulin, lactic acid and pancreatic glucagon in the plasma were observed and the relativity among them

were also analyzed. In addition, the above-mentioned indices in normal mice injected with recom bined human
TN Fe (th-TNF=) and scalded mice injected with monoclonal antibody against TN Fe (TNF-McAb) were

determined. Results: In the scalded mice, the increment of TN Fa was significantly correlated to those of

multiply glucose, lactic acid and pancreatic glucagon but not significantly correlated with the changes of glu-

cose and insulin at the 3rd hour after scalding. Continuous injection of low «dose TNF« into the normal mice

induced insulin resistance which could be alleviated by injection of TNF-McAb. Conclusion: After severe

thermal injury, the increment in production of TN F-« plays an important role in insulin resistance.
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