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Effects of ansodamine on the activation of nuclear factor-kappa B in vitro

GUO Zhen-hui, HONG Xin, MAO Bao-ling, QIAN Gui-sheng, CHEN Zheng-tang (Research Institute of Respiratory Disease, Xin-
giao Hospital Third Military Medical Univewsity, Chongqing 400037, China)

Abstract. Objective To siudy the effects of ansodamine (654-2) and Lipopolysaccharide (ILPS)
on the level of IkB and activation of nuclear factor«*B(NF-+B) in monocytes. Methods Monogytes col-
lected from volenteers were ailtured and divided into 3 groups. Group 1was the normal control, group 2
wnsisted of monocytes stimulated with 10 #g/ml LPS and group 3 in which the monocytes were pretreated
with 10 ng/ml ansodamine and stimulated with 10 g/ ml LPS. The level of kB and the activity of NF-«B
in the nuclear extract of the monocytes were examined before, 0.25, 0.5, 1 and 2 h after LPS stimula-
tion. Results In group 2, the level of IkB began to decrease 0.25 h after LPS stimulation and reached
the lowest point 0.5 h after. The peak activity of NF-«B was significantly higher than the pre-stimulation-
al level and the level of the normal control (P<Z0.01). In gwoup 3 with the pretreatment of ansodamine,
the lowest level of 1B remained significantly higher than that of group 2 (P<Z0.01) and the activity of
NF-+B was higher than that of the normal control but significantly lower than the activity of group 2 ( P<<
0.01). Conclusion LIPS can induce the degradation of kB pwotein and the activation of NF-kB and an-
sodamine reduces the degradation of IkB protein and inhibits the activation of NF+B. These facts suggest
that ansodamine exerts therapeutic and protective effects on the human body against the challenge of in-
flanmation reaction syndrome and acute lung injury.
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Tab 1 Alberation of NF-«B activity in mononuclear cells
with LPS stimulated and 654-2 pretreatment

A B C D

NF«B activiy 53.4+1.3 32.440.9" 49.4+1.1 36.1+0.9"

A, C: 1 h 2 h after LPS stimulation; B, D; 1h, 2 h after LPS
+6542 treament; **, P<0.01 v IPS stimulation

'

1 NF«B , LPS 6542 NF«B
Fig 1 Specific combination of NF« B, effects of LPS
and 654-2 on the activity of NFx B

A: IPS stimulation for 1 hour; B; IPS stimulation for 1 hour
with addition of 100 times urmarked probe; C: LPS stimula-
tion for 1 hour with addition of 200 times urmarked probe;

D: NF-kB probe with addition of anti-p65 antibody; E: contiol
group; F: IPS stimulation for 1 hour; G: LPS stimulation for 2
hours; 1:/LPS, stimulation-for, 2 hours and 654-2, pretreatment
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