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prostaglandin E1 alcohol) \EP2 SZA45HT] AH6809 PKA HI i 77] H89 i 1 BREFUME (AC) I 5] SQ22536 Ak HH Ishikawa 4,
iHid Western blot SCEKGN VEGF & ARIKBAKFHARL, 46R . PCE, BB 425 Ishikawa 41/ VEGF 2 F 92 AKF, 10 pmol/L
PGE, #b ! Ishikawa HH1)5 , VEGF & [ 1Y 238 /K- 5 % BRAHAH HL TH i 31.56% (P < 0.05) ;10 wmol/L EP1-4 3Z (& # h 3 b B
Ishikawa Z0fflf5 , VEGE & [ 1Y 2RI57KF-5 % IRALAH LU B 3w, o EP2 2R3 sh A b B4l T+ T 87.80% (P < 0.05);10
wmol/L EP2 Z{AFEHiH] AH6809 ZbBH Ishikawa AU | Ishikawa ZE [ A9 F3A K P4E PGE, 4bFHZH T T 45.66% (P < 0.05), 25
wmol/L AC #I15) $Q22536.10 wmol/L PKA Fik7) H89 Ab3# Ishikawa 415 , VEGF 5 [ B9 57K 4 EP2 2R sh 7 4b
HAY BT T 29.00%(P < 0.05)H157.50%(P < 0.05) . 4518 :PGE, Al3# T EP2 SZARBTG cAMP-PKA {55 55 % |- 14 Ishikawa ZH
Ml VEGF EHIFRIK
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Increased expression of VEGF by prostaglandin E2 through activation of Ga s-cCAMP-PKA
pathway in endometrial cancer cell
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[Abstract] Objective:To explore VEGF expression induced by PGE, in endometrial cancer cell and possibly involved signal
transduction pathways. Methods: Ishikawa cells were treated with PGE,,EP1-4 receptor agonist, EP2 receptor antagonist AH6809,
PKA inhibitor H89,and adenylate cyclase (AC) inhibitor SQ22536. Western blot was used to examine the expression of VEGF
protein in Ishikawa cells cells. Results: PGE, up-regulated the protein level of VEGF in Ishikawa cells. The level of VEGF protein
was increased by 31.56% (P < 0.05)compared with the control group after treated with 10 uM PGE, for 24 h. Treated with 10 uM
four selective EP receptor agonists (17-phenyltrinor Prostaglandin E2,Butaprost,Sulprostone and Prostaglandin E1 Alcohol)
respectivly,the protein expressions of VEGF in Ishikawa cells was increased compared with the control group. We found that EP2
receptor agonist increased the expression of VEGF protein to 87.8% (P < 0.05). The protein level of VEGF decreased by 45.66% (P <
0.05)after treated with 10 wM EP2 receptor antagonist compared with the group treated with PGE,. When treated with 25 uM AC
inhibitor SQ22536 and 10 uM PKA antagonist H89 for 24 h,respectally,the protein levels of VEGF were decreased by 29%(P < 0.05)
and 57.5% (P < 0.05)compared with the group treated with EP2 receptor agonist. Conclusion; PGE, may up-regulate the protein
expression of VEGF through EP2 receptor and Gas-cAMP-PKA signaling pathway in Ishikawa cells.
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(P<0.05, B1), 45%8%0, PGE, it I Ishikawa
4l VEGF 8 FERIA .
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Figure 1 The effect of PGE, on the expression of VEGF in

Ishikawa cells
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Praclin em— SE— — —
TRBE HOAH : 1 1.489 1.033* 1229
A SXTRELAILEE, *P < 0.05(n = 3),
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Figure 2 The effect of EP2 receptor agonists (A) and antago-

nists (B) on the expression of VEGF protein in

Ishikawa cells
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Figure 3  The role of cAMP-PKA on the expression of VEGF
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