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ABSTRACT

Objectives ©  The purpose of this study was to investigate the anti-inflammatory effects of extract from
Pulsatilla koreana Naxa (PK) on the peritoneal macrophage.

Methods : T'o evaluate of anti-inflammatory of PK. we examined cytokines and NO  production in
lipopolysacchride (LPS)-induced macrophages. Furthormore, we examined molecular mechanism  using

woestorn blot.

Results @ 1lixtract from PK reduced LPS-induced NO, tumor necrosis factor-a (TNIF-a), interleukin
(IL)~6 and 1L-12 production in peritoneal macrophages.

2Extract from PK itself does not have any cylotoxic offect. PR nhibited the activation of extracelluar
signal -regulated kinasoERK 1/2) but not another mitogen-activated protein kinases (MAPKs) «uch as
PR, o Jun NHZ-terminal kKinase (JNK) and  the degradation of inlubitory kappa BB a (Ll3a) does not
any effect in the LPS-stimulated pertoneal macrophagoes.

Conclusion © PK down-regulated LPS-induced NO wand cviokines production, which may be provide a
clinical hasis Tor anti-inflammatory properties of PKL

Key words : Pulsatitla koreana Ny (PK),  lipopolysaccharide  (LPS),  anti-inflammation,
mitogen—activated protein kinases(MAPK).
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Figure 1. The cffect of PK on cytoloxity in  peritoneal
macrophages. Peritoncal macrophages were incubated for 24 hrs in
the presence or absence of PKoat indicated  concenuration. Cell
viability was measured by MTT assay as deeribed in materials and
methods, Data represent the mean + S EN of three  separate
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Figure 2. Inhibition of LI’S-induced NO production by PK.
extract  at indlicated

K0 ng/ml LIPS
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Figure 3. Effect of PK on the productions of TNF-g, IL-6,
IL~12. Cell were pretreted with or without cach extract at indicated
S0 ng/ml LIS
InA

concentrations for 30 min, and then incubated with

for 24 hrs. Cywkine production  was measured by an EL

deseribed in Materials and Moethods, Data represent the mean
SEM of three separate experiments performed in duplicate.
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Figure 4. Effects of PK on the activation of MAPK and the

degradation of  IKB-a  in LPS-stimulated  of  peritonisl
macrophage cells. Cell were pretreted with or without cach extract
Al indicated concentrations for 30 min, and then incubated with 500
ng/ml LPS for indicated time. One out of three independent
experiments with identical results in shown. Detail methods were

described Materials and Methods.
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Figure 5. Effect of PK on the productions of TNT-a, IL-6. IL-12

(in vivo). PK was orally administered, for 7 days before LPS
injocted. Cytokine production was measured by an ELISA deseribed
in Materials and Methods. Data represent the mean 1 S.EM. of
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