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the selective cyclooxygenase-2(COX-2)inhibitor NS398on
the growth of human pancreatic tumor BxPC-3cell
strain and its possible mechanisms.Methods The effect
0 NS38on cell growth was assessed by 345
dimethylthiazol-22y1l)25diphenyl thiazolyl blue(MTT)

a say.Apoptosis was determined by fluorescence-
activated cell scanning(FACS)analysis and assessment
0 the floating cell/lattached cell ratio.Caspase-3
activation was evaluated by Active Caspase-3
Apoptosis Kit with flow cytometry.Reverse

t anscriptase-polymerase chain  reaction analysis(RT-
P

e

w

c

S

a

f
i
]
c
f
c
p
r
C
X
e
e
i
p

optosis in pancreatic tumor strain.The

7 e he

ARIAFE B
¥ Supporting info
F PDF(1569KB)
¥ [HTML 4= 3] (0K B)
» 275 ik
k55 5 J ot
P JUASCHETR SR R
b AR A5
BT A A
P IR
k Email Alert
b 30 7 45t
b YL
PSR!
bOARTI A0 A EEE-2" 1)
ARG
PSR AR R

- AN

- kR

- A

- Wi




protein expression of Caspase-3was induced by high-
concentration NS398. Caspase-3activity was strongly
activated by NS398. Conclusions Selective COX-2
inhibitor NS38has antiproliferative and
proapoptotic potential in pancreatic tumor BxPC-3
cells.Such effect is independent of COX-2 but
correlates with Caspase-3activation.
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