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[ Abstract ]
cells and the underlying mechanism. Methods : Caco2 cells were treated with various concentrations of osthole prior to LPS treatment.
The mRNA levels of interleukin (IL)-13,1L-6 and TNF-a were detected by real-time PCR. Cells were treated with PKA inhibitors
H89 or KT5720 prior to LPS at indicated doses to observe the effect of cAMP/PKA signaling pathway on osthole. The phosphoryla-
tions of p38,Erk and JNK were detected by Western blot. Results: The expressions of inflammatory factors 1L-13,1L-6 and TNF-« in

Objective:To investigate the effect of osthole on lipopolysaccharide (LPS)-induced inflammatory response in Caco2

Caco2 cells were significantly increased by LPS stimulation. Pretreatment of osthole significantly suppressed the up-regulation of in-
flammatory cytokines induced by LPS. PKA inhibitors failed to reverse the inhibitory effect of osthole. LPS induced significant phos-
phorylation of p38,Erk,and JNK in Caco2 cells,which were suppressed partly by osthole. Conclusion:Osthole attenuates LPS-in-
duced nflammatory response in Caco2 cells. The inhibitory effect of osthole is independent on cAMP/PKA pathway. Osthole-induced
reduction of phosphorylation of p38,Erk,and JNK may mediate its anti-inflammation action in Caco2 cells.
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Table 1 Names and sequences of primers
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IL-1B F:GAATGACGCCCTCAATCAAAGT
R:TCATCTTGGGCAGTCACATACA

IL-6 F:CCTGAACCTTCCAAAGATGGC
R:TTCACCAGGCAAGTCTCCTCA
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R:CGGGCCGATTGATCTCAGC

GAPDH F:TGTTCGTCATGGGTGTGAACC

R:GCAGTGATGGCATGGACTGTG
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Figure 1 Osthole decreases the expression of inflammato-

ry cytokines in a dose-dependent manner
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Figure 2 PKA inhibitors fail to reverse the inhibitory effect

of osthole on LPS-induced inflammatory response

in Caco2 cells
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Figure 3 Osthole pretreatment attenuates the phosphory-
lation of MAPK Kkinases
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