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Prostaglandin E, upregulates ICAM-1 expression and activity in HUCCT1 cells via the EP2
receptor signaling pathway
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[Abstract] Objective:To investigate the effect of prostaglandin E, (PGE,) on the expression of intercellular adhesion molecule-1
(ICAM-1) and the cell migration ability by EP2 receptor in cholangiocarcinoma HuCCT1 cells. Methods: HuCCT1 cells were treated
with PGE,, EP1-4 receptor agonist, EP2 receptor antagonist, AC inhibitor,and protein kinase A (PKA) inhibitor. Western blotting and
scraich assay were employed to detect the protein level of ICAM-1 and the cell migration ability in HuCCT1 cells. Results: PGE,
might upregulate the protein level of ICAM-1 in cholangiocarcinoma HuCCT1 cells. The protein level of ICAM-1 was increased by
66.17% (P < 0.05) compared with the control group after treatment with 5 pwmol/L PGE, for 24 h,and the increase was dose- and
time-dependent. The cell migration ability of HuCCT1 was increased by 43.29% (P < 0.01) compared with the group after treated
with 5 wmol/L PGE,. The protein expression of ICAM-1 in HuCCT1 cells were increased by 257.88% (P < 0.05) after treatment with
EP2 receptor agonist for 24 h,and the cell migration ability of HuCCT1 was increased by 56.99% (P < 0.01). The protein level of I-
CAM-1 decreased by 49.14% (P < 0.05) compared with the group,which were treated with PGE, after treatment with 10 pmol/L
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EP2 receptor antagonist,and the cell migration ability of HuCCT1 decreased by 52.06% (P < 0.01). When treated with 25 pmol/L
AC inhibitor SQ22536 and 10 pmol/L PKA antagonist H89 for 24h,the protein levels of ICAM-1 were decreased by 72.87% (P <
0.05),80.78% (P < 0.05) compared with the group treated with EP2 receptor agonist. Conclusion: PGE, upregulates the protein lev-

el of ICAM-1 and the cell migration ability through EP2 receptor in cholangiocarcinoma HuCCT1 cells,which could be partly related

to the cAMP-PKA signaling pathway.
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Figure 1 The effect of PGE, on the expression of ICAM-1 in HuCCT1 cells
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Figure 2 The effect of EP receptor agonists and antagonist on the expression of ICAM-1 protein in HuCCT1 cells
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Figure 3 The role of cAMP-PKA on the expression of ICAM-1
protein induced by PGE, in HuCCT1 cells
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Figure 4 The role of PGE,, EP2 receptor agonists ,EP2 receptor antagonist on the cell migration ability of HuCCT1
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