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Study on the Anti-Endotoxin Activity of
Human Endotoxin Binding Peptide P1 and P2
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Abstract: Objective To study the antiendotoxin activity of P1 and P2 based on the lipopolysacchride binding protein. Method

P1 and P2 were designed and obtained. In vitro test,peripheral blood mononuclear cel PBMC) were extracted from volun-
teer 100ml venous blood, the experiment group was arranged as:control group, positive control group, LPS group, LPS+ P1
(2 mg/L,5 mg/L,12. 5 mg/L) group and LPS+P2 (2 mg/L,5 mg/L,12.5 mg/L) group, TNF-a and IL.-6 of supernatant
liquor in every group were detectd by ELISA. In vivo,40 kunming rice were randomly divided into four groups with ten rice
each group:control group,model group, LPS+P1 and LPS+ P2 group.Pathologic changes of lung and liver tissues were ob-
served by hematoxylin and eosin (HE) staining. Results The serum level of IL.-6 and TNF-a in 12. 5 mg/L P1 and 2 mg/L,
5 mg/L,12.5 mg/L P2 treatment group were lower than that in model group,the difference was statistically significant (all
P<<0. 01). Serum level of TNF-a or IL-6 in 12.5 mg/L P2 treatment group were similar to that in PMB treatment group,
and there was no statistically significant difference ( P>>0. 05). Histologymorphology finding showed that central veins of
liver and hepatic sinusoid congestion, hepatic cellular edema existed,occasionally,acidophilic change and spotty necrosis were
found.pulmonary interstitial edema.focal hemorrhage, alveolar space stenosis existed. As regards 10 mg/kg P1 treatment
group mice. hepatic cellular edema and pulmonary interstitial edema ameliorated. About 10 mg/kg P2 treatment group mice.,
veins of liver and hepatic sinusoid congestion obviously ameliorated, mild pulmonary interstitial edema exsited. Conclusion
The results indicated P1 and P2 had antiendotoxin effect,in vivo and vitro,for 12. 5 mg/L P2,its inhibition effect for TNF-
a or IL-6 release was positive.
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