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Study of anti-endotoxin effect of polymyxin B in vitro

Lii Genfa's WEI Guo'» GUO Yibin’, XIAO Guang-xial, ZHENG Jiang2 (' Central Laboratory, *State Key Laboratory of
Trauma, Burns and Combined Injury, Institute of Burn Research, Southwest Hospital, Third Military Medical University,
Chongging 400038, China)

Abstract: Objective To investigate the effects of polymyxin B (PMB) on the affinity and neutralization with
lipid A and the anti-1PS effect of PMB. Methods The ahility of PMB on endotoxin-neutralization was detected by
quantitative limulus amoebocyte lysate assay. The affinity for lipid A was detected by biosensor technology. The in-
hibitory effect of PMB on the inhibition of TNF-@ and IL-6 released fiom [PS-stimulated human PBMC was detected
by ELISA. Results PMB had high anti-LPS ability. Inhibition concentration at 50% endotoxin was (4. 35+0.91)
Ymol I. PMB also had high affinity for lipid A. The KD value for lipid A was 1. 11X 10 * mol . PMB at the dose
of 10 g /ml had significantly inhibitory effect on TNF-a and I1-6 release induced by 100 ng ml IPS (P<<0.05) ina
dose-effect mammer. PMB at the dose of 80 g il administrated 10 min before LPS could result in 95% of the inhibi-
tion rate. But at 10 min after IPS stimulation, the effect was not significant. Conclusion PMB has high binding
and neutralizing abilities of IPS and can inhibit the release of TNF-a and 116 in time- and dose-dependent manners.
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Fig 1 Dose-dependent curves for endotoxin neutralization
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