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Zileuton,a 5-LOX inhibitor, inhibits proliferation and induces

apoptosis of SGC-7901 gastric cancer cells
PAN Min,et ol
(Department of Gastroenterology »the First Affiliated Hospital , Chongqing Medical University)
[ Abstract] Objective: To evaluate the efficacy of 5-LOX inhibitor zileuton on the proliferation and apoptosis of human gastric carcinoma
cell line SGC—-7901, and to explore the mechanisms of apoptosis induced by zileuton. Methods: The proliferation of SGC-7901 cells was
detected by thiazolyl blue tetrazolium bromide (MTT )assays. TUNEL staining was used to evaluate the apoptosis of SGC—7901 cells.
The changes of Bax,Bcl-2 and caspase—3 mRNA expression were studied by reverse transcription polymerase chain reaction. Bax, Bel-2
and caspase-3 protein expression were analyzed by immunocytochemistry in SGC-7901 cells treated with zileuton. Results: Zileuton can
decrease the proliferation significantly in a dose—dependent and time—dependent manner in SGC-7901 cells. TUNEL staining showed that
the apoptosis rate was elevated with the increase of zileuton concentration(P<0.01). 6.2 x 10> mol/L zileuton effectively inhibited the mR-
NA and protein expression of Bel-2(P<0.05) ,but increased Bax and caspase-3 expression (P<0.05). Conclusion: 5 LOX inhibitor
zileuton can inhibit proliferation and induce apoptosis of SGC~-7901 cells by down regulating the expression of Bel-2 and up regulating Bax

and caspase-3.
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fig 4 & B (Lipoxygenase , LOX ) J& i L 7E 4 PO 4% ], > I DR B FH 42 R AR
% (Arachidonic acid, AA ) ¥ 1Ly ¥ 2 — i U #% BR
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BRI R BRI S KME-3 (Cystein—containing JT A AL A B ZBER BE ) < 0.19% (3% 3 B8 Xof 40 i 6 BH 8 45
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T##%1:5 -CCAGCTCATCTCACCTCACA-3’
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B —actin %5 ~-CCACGAAACTACCTTCAACTCC-3" 272 bp

TFHEFH 5" -ACTCGTCATACTCCTGCTTGCT-3’




— 564 —

ERERASFIE 2009 £ 34 5% 58 (Journal of Chongging Medical University 2009. Vol.34 No.5 )

F 96 FLML, SCBR AN A ZG P 23R BE 43 B4 4 x 107 mol/L. 8 x
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WA A MZEE] COX-2 M FIxt B 5. FEA M
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RE( %10 mol/L) 24 h 48 h 72 h
4 0.0420.01 0.09+0.02 0.1620.01
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12 0.24+0.01 0.360.04 0.52+0.05
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