TREF 2010549 A% 3945 174 2267

o E-
B 5] I+ 5| A2 AR AR FE 4 B kK SW1990 XM HF AMiEMA R ENFHR

(FHRAAEAMIFTARERERAA 529500)

 EBHH R EARRE RN @K SWI090 *F F Bk et 25 R L TaepuH, ik dBdw xR EMTD
#= HOCHEST33258 % &, 77 ik 44 M 25 4 sk A Be B 8 F 25k SW1990 #m iy A R A BB =8 H a5t B R &K @ L9 &7 ik
Hril gm B AZ 5 i@ % PISK/AKT #9 T de, GER 17 8] AR AR 90 2 AR & 09 4 32 2 2m L 69 dp ) 5 42 & 1C50. 0.4 pmol/L & & fe
T RmME B =Rk 5600, L& T L S kG B e ey B A (2800, P<<0.01). R AL AKT 4= PI3K &
R I E ., PIBK/AKT 425 @ 2474 A LY294002 A& 9 214 45 7 8] 1T Ak 7| A2 6§ SWI1990 dafeu it % & MM 9 %, &g 4
I Ak il it g F PISK/AKT 43 5 il % 5] AL MR AR & a0 i Ak SW1990 2t & B # & dif 25,

KRR MR 5 T 8] IT Ak % G Al iR

doi:10. 3969/j. issn. 1671-8348. 2010. 17. 011

HE 5 %S :R735.9;R73-361 X EkARIRAG : A XEHS:1671-8348(2010)17-2267-03

Aspirin protects human pancreatic cancer cell SW1990 from gemcitabine-induced apoptosis
LIN Yong-liang ,CHEN Liang-qi , DU Rong-guo et al.
(Department o f Digestion ,Yangjiang People’s Hospital \Yangjiang sGuangdong 529500 ,China)

Abstract: Objective To investigate whether aspirin induces resistance to gemcitabine in human pancreatic cancer cell SW1990
and its possible mechanism. Methods Human pancreatic cancer cell SW1990 was used as an in vitro model. MTT and HO-
CHEST33258 staining were carried on to evaluate cell growth and apoptosis. Wester blot was taken to access the effects of aspirin

on the PI3K/AKT signaling pathway. Results
pared to control,after treatment with 0.4 pmol/L gemcitabine for 72 h. The IC50 for gemcitabine in SW1990 cells was (0. 42+

The viability of human pancreatic cancer cell SW1990 was inhibited to 50% com-

0. 05)pumo/L. Aspirin was able to significantly block the inhibitory effect of gemcitabine on cell viability and increase the IC50 for
gemcitabine. Gemcitabine at the dose of 0.4 pmol/L was enough to trigger 56 % apoptosis in cancer cells, which was higher than

the combination of aspirin and gemcitabine. The level of phosphorylated protein of AKT and PI3K were profoundly raised by aspi-

rin. Furthermore, the inhibitor of PI3K/AKT,1.Y294002, could reverse the interference of aspirin. Conclusion

Aspirin is able to

induce resistance to gemcitabine in human pancreatic cancer cell SW1990 though activation of PI3K/AKT signaling pathway.
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