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Anti-lipopolysaccharide Activity Study of Jasminoidin

FU Jianfeng®, ZHAO Hua®, SHI Qinghai®, ZHOU Yu®, LIU Zhengxiang®, RAN Jihua®, GE Di*, LI Xiaoling®,
HE Yan®, ZHANG Hongming®, YU Yuanlun®(Urumgi General Hospital, Lanzhou Military, a.Clinical Laboratory
Diagnostic Center, b.Department of Otolaryngology, Urumqi 830000, China)

ABSTRACT: OBJECTIVE To investigate the anti-lipopolysaccharide(LPS) activity of jasminoidin in vitro and in vivo.
METHODS The binding activity of jasminodin to Lipid A and the neutralization on LPS were detected by the biosensor
technology and kinetic turbidimetric limulus test. Meanwhile, ELISA was used to measure the release of cytokine from
RAW264.7 cells exposure to LPS with or without pretreatment of jasminoidin. Furthermore, the protective effect on mice
subjected to lethal dose of LPS challenge with or without treatment of jasminoidin was observed. RESULTS Jasminoidin had
binding activity to Lipid A and significantly neutralized LPS(0.1 pg-L™") in dose of 2.5, 5.0, 10.0 mg-L™'(P<0.01). Subsequently,
the release of TNF-a from RAW264.7 cells exposure to LPS(100 pg-L™") was significant attenuated by pretreatment with
jasminoidin in the dose of 50, 100 mg-L™'(P<0.01). In vivo experiment, jasminoidin could significant protect mice against a
lethal challenge with LPS at the dose of 40 mg-kg™'(P<0.01). CONCLUSION Jasminoidin can neutralize LPS and suppress
the activating of RAW264.7 cells induced by LPS. In vivo, jasminoidin can significantly protect mice against a lethal challenge

with LPS. Jasminoidin has anti-lipopolysaccharide activity.
KEY WORDS: jasminoidin; lipopolysaccharide; sepsis
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