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Effects of aspirin on cell cycle in pancreatic carcinoma cells
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[ ABSTRACT] AIM: To observe the effects of aspirin and prostaglandin E;( PGE;) on the cell viability and cell cycle in
SW1990 human pancreatic carcinoma cell lines, and to investigate the mechanisms of aspirin— induced growth inhibition and cell
cycle arrest. METHODS: After incubated with aspirin or PGE; and their combination, the viability of SW1990 cells was measured
by MTT assay. The levels of intracellular PGE, were determined by ELISA. The effects of aspirin or PGE; on cell cycle were investr
gated by flow cytometry (FCM) . The expression of p21V*" P! and p27%"P2(the cyclin— dependent kinase inhibitors) were ana
lyzed by Western blotting. RESULTS: Aspirin could inhibit the growth of cells and level of intracellular PGE; in a dose— depen-
dent manner. Aspirin enhanced the expression of p21¥® P and p275" P2 and induced cell cycle arrest at Go/ G, phase. PGE, in-
creased the cell viability of SW1990 cells. However, it couldn’ t antagonize the changes of cell viability and cell cycle that induced
by aspirin. CONCLUSIONS: The inhibitory effects of aspirin on growth and cell cycle of pancreatic carcinoma cells might not be
mediated by a COX- dependent pathway completely. Cell cycle arrest induced by aspirin might be associated with up— regulation of
p2 1 Vel ol o g Kol pic2

[ KEY WORDS]

Pancreatic neoplasms cells; Aspirin; Prostaglandins E; Cell cycle

Bl DU — R AT 28 R BUR A P KGR
AR R 2t TR U2 R 0 IR 9 £ T
AT« AR A N AR A B EATT AT LA B
BEAL g8 (U2 W AL R IR 1 A &, 3 s B
AR S e AT AT LA A e o R 2R R R Y L R
FHL, A4 2 PEAE Y B0 At 2 40016 1 51 R 3% ( PGs)
R A T PR VA G COX) , AT

[ Yc#s B #] 2005- 03- 28 [ B 4] 2005- 07— 05
* [ BEBEWMB] ) ARHE BARFF AT B H (No. 984211)
# IRV T A8 T A TN REEE e A R LA
AJHRAERH Tel: 020- 81332598; E— mail: gkchen@ 21cn. com

) PGs 194 A L AL AR MBI SR BT, el ) G
AN COX 37 P I AN E 58 4 Ml e L4 1l b e
A R AN TR, 7T REIE AF AR LAl AR COX AL .
AT FEAE WL 5% Bl = D AR K JL A AL 7 1) PGE, Xt e fit
i Je A0 A P At 22 b, RS AT 4 A 300 K 4
LA AR DG R 1 p21 Ve et pa7 VPR B R, A
B0 A JEE R B ) DG AR B e (A P AL AR



MoR oA &

1 #E5RF

SW 1990 4 it ¥k M € [ California K27 513k, H il
R B B T A SE 50 & FR i, RPMI- 1640( Gibeo—
BRL A7) 85 FR B AR A1 855 F2 548 . Bi] =] JLARFD PGE,
(Cayman 24 7)) BA = H & EAK( DMSO) Bt B 200 £ ¥
JEE P il 47908, A P T LI B 5% 577 R I 1 s T 7% 1 3
JE . ELISA X F & H Amersham A @) . /DR P A
p21 Vel et o7V PI2 T actin BT HUAR I ] Neo-
mark /A 7] . Western blotting 2 71 &5 W) [ 27X 8 - 4t
o] . R (2 [E Labsystem Dragon, Wellscan MK3
T, AL & B O AL (48 [ Heraeus) , it 24 i A3 ( 58
Becton Dickinson) , T . Fi Kk # ( 3¢ [ BIO- RAD),
P EEIHL( 32 [ BIO- RAD) , %t B 45 35 s i A X
( HA JVCKY - F308- 3- CCD), & Az K& &
4 ( 48 [ Kontron IBAS2.0) .

2 XA

S Ay s 25 G AL, 2 ( DMSO 41) , Bl )
VCHR41(ASA 100 Hmol/ L) , PGE, 4H( 10 nmol/L) , [ ]
VCHh 5 PGE, B4 (A+ PYS A ( F R, % 5 A it
BRI ER L)

3 KMERBRELEARAYIE I A MIT 3%

SW 1990 JB figt 38 40 JiiL LA 5 x 107 cells/ well 374 4 ity
£ 96 fLb (B 8 NEAL), 24 h Z 5 #5A ]
W AR R R LY RB 853255, /EH 72 h Z )5 1
JIMTT §E 6 4 h, BEFRL A sosar EOGEE .

4 YHAEA PGE, 7K FRYHMSEA ELISA 7%

BL 1 x 10*cells/ well 47 41 s 22 96 FLAR - ( #341
W 3ANEAL, KEEPIK), K9 24 h Z e S5 A
[Fi) % J52 ] i) DTG bR (94 B2 23 23l 24 0 .125 .250 .500 <1 000
H12 000 Bmol/ L) [ HT3G F=HE TR AEH] 72 h Ji5 2K FH g 15k
Ha 35 43 BT (ELISA) 32 771 &0 ( S A A M & 50 ng/ L) i3
AT W0 52 40 ML N PGE ¥R, 428 A Ua A EAT AN
5 4fi Bl FE HA RS I SR R I X 4 R 1S3 AT A

FA B (A 4 AN AL) AR FE 24 h 5, B
70% VK LBE A CH g ik 5, R 548 RNA i Ak 22 it
A TABE (PT) B, J i M AR TR
6 p21WeV ez pa7NPVPiC B 1 R g R A ST West
ern blotting ;%

Y 0T JRUZEL 5 Kb B A A4 M i 4R H 4N e B
AT SDS— PAGE HLIK, R J5 LI TR ML 2
PVDF Ji& I, 2 ELLEFA p21Waf1/cipl ‘p27l(ipl/pic2 B-
actin JL v FEHTAA A [ PLdEAT Western blotting . DAB

* 369 -

SEEHTEG ST . BE AR PVDF £ JVC Ky
- F308- 3- CCD ¥ & K 4 sk S N A Rt 1F 5
M5, %1 Kontron IBAS 2.0 4> H &) K40 b R 45t
1T B4 1 ISP 3 MR (A ) Rl G THI AR (Area) [
WMsE . R4 8 A2 5 F 4 i 1 RO
(Ac) FIBMH KR (Ac= A x Area) . p21VV <Pl A
p27N PP R B LS R R A Y actin 2R A
TR LR R TR, B A e/ A cacin T A cp27/ A Cactin
7 FitFAE

B« Ts Ron . 2GR0 H AL A ) bR
P PR 2207 72 43 Hv; WA ol 24 49 Ak 250 4 ) AH E AR FH I
bR F PR R 25 4 DR 6 o 7 22 49 17 (the factorial ex-
periment) . {4341 SPSS for Windows 10. 0 4t
THR AL SE K .

% R

1 PE A0 PGE, BX & Iz FA X R BR 922 40 B V& 71 Y
=AY

SEIR 25 R B, B A TEAR G SW1990 41 i FL A7 1
BHAEKMEER(P< 0.01) . ¥ PGE, HAT ik
SW 1990 4 f 35 IVE R (P < 0.05) . {HHT IR & 1T 7
ZE03 T I B A K IR PGE, R ] UL Ak 2 18] 49 AH H. 5%
(P> 0.05) . HJ PGE, Ff-A G BH Wy i =] UL Ak 1) i 988
A0 M A KA HIE R () .

tar

1.2L _JL'_
':5: 10 =
Z 08}
1
= 06k
38

04}

02t

DMSO ASA  PGE,  P+A
Groups

Fig 1 PGE; could not inhibit the effects of ASA on cell activity in
SW1990 cells analyzed with the factorial experiment. x Ts.
n= 8. P> 0.05.
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Fig 2 Effects of ASA on intracellular PGE, in SW1990 cells for 24
h. x £5. n=3. ™ P< 0.01 vs control.
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Fig 3 PGE, could not inhibit the effects of ASA on G/ G; phase in
SW1990 cells analyzed with the factorial experiment. x .
n= 4. P> 0.05.
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Fig 4 Western blotting of p21 and p27 treated with ASA and PGE,.
Lane 1: control; Lane 2: DMSO; Lane 3: ASA; Lane 4:
PGE,; Lane 5: ASA and PEG,.
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