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Protective effect of chloroquine on endotoxemia mice and its influence on cytokines

ZHENG Jiang, ZHOU Hong, LU Yong-Ling, XIAO Guang-xia (Medical Research Centre, Southwest Hospitah Third Military Medical
University, Chongging 400038, China)

Abstract: Objective To investigate the protective effect of chloroquine on endotoxemia mice and its inhibition
on the ®mlease of cytokines induced by LPS. Methods A total of 40 mice of Kunming species were randomly divided
into four groups: LPS group received LPS at 10 mg /kg, chloroquine group received chlooquine at 20 mg/kg, LPS
plus chloroquine group received chloroquine at 20 mg /kg first, then LPS at 10 mg /kg and control group received only
0.9%sodium chloride at 200 #1 20 g. The mortality was observed within seven days afier injection via caudal vein.
ANA-1 cell lines were cultivated in vitro. After chloroquine was first added into the cells for 3 hours, the releases of
TNF-« and IL-6 in the supernatants induced by different concentrations of LPS were measured. Resuls Chloro-
quine could decrease the death of mice due to endotoxin. Mortality dropped from 100%5 to 50% (P<<0.05). Signif-
icant decrease of the release of TNF-a and 11-6 induced by LPS was found. The decrease of I1-6 level was most
marked, being 68 times as high as that in the group challenged by LPS at 4.0 Vg 1. Conclusion Chloroquine is
of significantly protective effect on endotoxemia mice, and can obviously inhibit the release of cytokines induced by
LPS, suggesting that chloroquine might be an effective drug for the treatment of endotoxemia.
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Experience of extraction of oropharyngeal and laryngopharyngeal foreign body with in-
direct laryngeal forceps through laryngofiberoscope
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