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Abstract

AIM: To investigate the effect of parecoxib on
cell proliferation and apoptosis in human pan-
creatic cancer cell lines BxPC-3 and AsPC-1 and
to explore possible mechanisms involved.

METHODS: After BxPC-3 and AsPC-1 cells
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were incubated with different concentrations of
parecoxib, cell viability was measured by MTT
assay to calculate the half maximal inhibitory
concentration (IC50); cell apoptosis was evalu-
ated by TUNEL assay; and the expression of
COX-2 was detected RT-PCR.

RESULTS: Cell viability was apparently inhibited
by parecoxib in both cell types, and the inhibitory
effect was time- and dose-dependent. The IC50
values in the two cell lines were 400.98 pmol/L +
10.78 pmol/L and 256.3 umol/L % 2.98 umol/L,
respectively. Treatment with parecoxib increased
apoptosis rate and down-regulated COX-2 expres-
sion in both cell lines.

CONCLUSION: Parecoxib potently inhibits cell
proliferation and induces apoptosis in human
pancreatic cancer cell lines BxPC-3 and AsPC-1
possibly by suppressing the expression of COX-2.
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HeDNA, AR Z K 5X PrimeScript Buffer
5 pL, PrimeScript Enzyme Mix I 1.25 pL, Oligo
dT primer 1.25 pL, Random 6 mers 5 pL, RNA
500 ng, dd H,O(%i§)#h 5% 2225 pL. PCRIZ WAL
%: TaKaRa Ex Taq 0.125 uL, 10X Ex Taq Buffer
2.5 uL, MgCl, 0.5 pL, dNTP Mix 2 uL, cDNA
1 uL, Primer forward 1 pL, Primer reverse 1 uL, dd
H,0%h5% %25 pL. COX-2514)(_L-iif: 5'-TCCA-
GATCACATTTGATTGACAG-3', Fiif: 5-TGT-
GGGAGGATACATCTCTCC-3"); B-actinj 2
(b3 5-GGACTTCGAGCAGGAGATGG-3',
W 5'-GCACCGTGTTGGCGTAGAGG-3'). PCR
P B8 45444 94 °C 5 min; 94 °C 30's, 60.5 °C
30's,72 °C 1 min, 35ME#F; 72 °C 5 min. COX-2
4472491440 bp, B-actin/ 4322 bp. FLIK 5 HEI
AR ANEAS, Quantity One R AF4T K BEF144.
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