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AT % ; Western blotting 73737435 1.0 mmol/L 5B =] VCAK 3.0 mmol/L Fjth J2 It & F 25 % COX-2. VEGF ik K54 .
R REbIE SRR VLA SGC-7901 41 M)A AEKINFEIEM, BIEA A0 HIZ 5 TR B 2 ARy =] VEARZH , P94 A
b = 5 B il 243 L (P<0.05). FAZiAbPE 24 h Ji5, 76 W8 Nl WE2 3] SGC-7901 4 & AE 4N M P T I B A 24 ik A%
T 2RO T st o T ) DGk B0t 25 20 (38 A S I 5 o PI/Anmexin V XA T8 0, R BEEABIE 1.0 pmol/L+ Bl ) PTAk
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A TUAR AL BRI, SGC-7901 4l f¥) COX-2. VEGF Fik i 3|4 (P<0.01), [FE T COX-2 K VEGF fEH KA.
5 BB AL IEIBE AR ] DT AR AENS W AR e SGC-7901 4H MR, JHIEHEHFT:, HAEMPLES COX-2. VEGF &
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Inhibition of capecitabine combine with aspirin on proliferation of SGC-7901 cell
in vitro
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Abstract: Objective To investigate inhibitory effect of capecitabine combine with aspirin on proliferation of SGC 7901 cell in vitro
and its mechanisms. Methods SGC-7901 cells were cultured in vitro. Inhibitory rates of capecitabine (1.0 pmol/L) or/and aspirin
(0.5, 1.0, and 3.0 mmol/L) on SGC 7901 cell were detected by MTT method. The morphological changes of SGC-7901 cells treated
by capecitabine (1.0 umol/L) and aspirin (3.0 mmol/L) alone or in combination were observed by fluorescence microscopy. Apoptosis
rates of SGC-7901 cells treated by capecitabine (1.0 umol/L) and aspirin (3.0 mmol/L) alone or in combination were determined by
Annexin VFIT C/PI kit and flow cytometry. The expressions of COX-2 and VEGF treated by capecitabine (1.0 pmol/L) and aspirin
(3.0 mmol/L) alone or in combination were determined by Western blotting method. Results Capecitabine and aspirin all had
inhibitory effects on growth of SGC-7901 cells, and the inhibition rates of combined group were higher than those in capecitabine
group and aspirin group, with significant difference between two groups (P < 0.05). Morphological changes of SGC-7901 cells were

observed under microscope after treatment for 24 h, and changes in the combined group were more obvious than those in capecitabine
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group and aspirin group. Flow cytometry showed that apoptosis rates in the capecitabine (1.0 pmol/L) + aspirin (3.0 mmol/L) group
was significantly higher than that of capecitabine (1.0 pmol/L) group or aspirin (3.0 mmol/L) group. The specific protein bands of
cyclooxygenase-2 (COX-2) and vascular endothelial growth factor (VEGF) in capecitabine (1.0 pmol/L) and aspirin (3.0 mmol/L)
alone or in combination group could be detected by electrophoresis. When SGC-7901 cells were treated by aspirin alone, the
expression of COX-2 was inhibited (P < 0.01), and protein expression was down-regulated, but the expression of VEGF was not
inhibited. While SGC-7901 cells were treated by capecitabine alone, the expression of VEGF was inhibited (P < 0.01), and protein
expression was down-regulated, but the expression of COX-2 was not inhibited. COX-2 and VEGF expression were inhibited when
treated by capecitabine combined with aspirin (P < 0.01), and the expression of COX-2 and VEGF protein were down-regulated.

Conclusion Capecitabine combined with aspirin can significantly inhibit proliferation of SGC-7901 cell, and induce apoptosis, and

its mechanism may be related to the regulation of COX-2 and VEGF protein expression.
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AEFEXE SGC-7901 40 M (4l 28 73 3 2k 9.57%
13.08%- 18.03%, ~REFhE 1.0 pmol/L+Fi ] JTAK
0.5+ 1.0. 3.0 mmol/L 41X} SGC-7901 (¥4I =53
H 46.38%. 51.12%- 61.17%. BeAALIIMEIR =T
R R A AR ] DUARAL, A A LA s S A 4
TR (P<0.05), W& 1.

#1 FEMEBRESMAE LTI SGC-7901 AAHINHIZE AT ( Xx+s, n=6)
Table 1 Effects of capecitabine combined with aspirin on inhibition rates of SGC 7901 cells ( Xts,n=6)
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"P <0.05 vs control group; “P < 0.05 vs capecitabine group; Ap<0.05vs aspirin group with the same concentrations
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Fig. 1 SGC-7901 cell morphology treated by capecitabine combined with aspirin
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Fig.2 Apoptosis of SGC-7901 cells treated by capecitabine combined with aspirin detected by flow cytometry
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Table2 Comparison of COX-2 and VEGF protein expression treated by capecitabine combined with aspirin ( X£s, n=3)
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Fig. 3 Expression of Cox-2 and VEGF treated by capecitabine

combined with aspirin by Western blotting
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