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Tab1 Comparison of plasma LPS between two groups (Pg /pge mI' ')
Time (¢ /h)
Group
6 12 24 48 7
AAT(n= 13) 23. 1H 4. 25* 38 45- 5. 89744 36. 17 8.20% 44 32 05k 6 85°4 20. 10k 4. 86* £~
AT(n= 16) 34,55k 4. 97° 71.2H 11. 25" 60. 96= 11. 04" 40, 54+ 4.12 59. 9 9. 80"
Control 13.9 + 1. 15
#% 0 P <0.0lvs controkN: P < 0.05.00: P <0.01vs AT group
2.2 fa NE -689F 4L 10, IL-6 )

1.6 , , 2
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Tab 2 Changes of IL-6 in two groups (u/ml)
Time (¢ /h)
Group
6 12 24 48 72
AAT 12.55 2.1 10. 6F 1. 5744 18k 7.874% 1H 2 14 6.7 2.5
AT 13.3F 2.4* 18 4t 7. 0* 20t 13* 23t 18 16-5.9*
Control 2.4 1.0
#% . P <0.01vs controbN: P < 0. 0500 P <0.01vs AT group
2.3 Mg A FEa NME ST , LPS 11-8 ,
1IL-8 , 3
3 -8 Pslg L")
Tab 3 Changes of IL-8 after burn injury (Ps/g° L ')
Time (¢t /h)
Group
6 12 24 48 72
AAT 1130. 28+ 836. 51" 3337. 29+ 1051. 73* 1026. 63+ 748" 24 540. 13+ 153, 80" 4 515. 10t 115.09*4
AT 1345. 69t 876.96" 4187. 36= 112 128" 3870. 45+ 933. 86" 2131. 91t 743, 51° 2237.9tE 750. 61"
Control 400. 7 70. 55
# . P <0.0lvs controbN: P <0 05AA: P <0.01vs AT group
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Tab 4 Changes of TNF after using antibiotics (*g/L) )
Time (¢ /h)
Antibioics ’
4 6 8
Imipenem L H 0 40 1. 15 0.2°1 1.7 0 33
Ceftazidim e 3.55 0. 61 3.10E 0.54 3.9k 0 43
Ciporofloxacin 3.2 1.20 3.0 0.71 3.05E 0. 47 :
Control 245 1.0 s s
* : P < 0.0l vsother two antibiotics ° 1 h~
6 h ,7h~ 12 h
25 FARE AL TS TG .
5 LPS 29.98 e ILs INF
pg/ml, LPS 51. 64 pg/ ’ )
ml, ’ ’
5 2
Tab 5 Therapeutic outcome of anti-LPS ’
antibody and antibiotic treatment °
Group LPS(C /pg" ml™") n TBSA BT Death
AAT 29. 98t 6.01 13 73. 6% 45. 44 1
AT 51 64F 825 16 69. 36% 46. 77 5 ( P <0.01~ 0.05)

* Bl Burn index
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Anti-LPS antibody and antibiotic treatment in burns
Fu Weiling, Xiao Guangxia, Xiao Hong, Zhou Lixin (Institute of Burn Research, South-west Hospital, Third Military

Medical University Chongging, 630038)

Abstract Objective: To study treatment and prevention of sepsis which is a common complication of se—

rious burns, anti-L.PS antibody and different antibiotic treatment were used in this paper. Methods: Twenty-

nine patients were divied into anti-LPS$ antibiotic treatment group and antibiotic treatment group. Plasma

endotoxin, serum TNF, IL-6and IL-8 were detected at different time phase after burn- Results: the results

show that the antibodies to LPS can decrease the level of LPS, ILs, IIsand TNF obviously, but some antibi-

otic can t decrease the level of LPS, 1Lls, ILsand TN F obviously in blood. Impenem is a weak endotoxin in—

ducer and ceftazadime and ciprofloxacin are stronger endotoxin inducers. Conclusion: The appropriate selec—

tion antibiotics with combination use anti-LPS antibody in treating sepsis has a considerable influence on cy-

. . "o
tokine release, i. e. on the body s inflammatory response.
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