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Abstract

AIM: To investigate the effect of inhibition of
arachidonic acid metabolism on proliferation of
pancreatic cancer cells.

METHODS: Cultured pancreatic cancer SW1990
cells were treated with different concentrations
of MK886, celecoxib, or MK886 + celecoxib.
After treatment, the expression of leukotriene
B4 receptor 1 (BLT1) and vascular endothelial
growth factor (VEGF) mRNAs was detected by
semi-quantitative RT-PCR and the expression of
phosphorylated extracellular regulated protein
(p-Erk) was measured by Western blot.

RESULTS: Treatment with MK886 significantly
decreased the expression of BLT1 and VEGF
mRNAs (P < 0.01 for both) and p-Erk (P < 0.05).
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Treatment with celecoxib did not alter the expres-
sion of BLT1 mRNA and decreased the expres-
sion of VEGF mRNA compared with untreated
cells (P < 0.01), but increased the expression of
p-Erk compared with the MK886 group (P < 0.01).
Treatment with MK886 and celecoxib significant-
ly decreased the expression of BLT1 and VEGF
mRNAs (P < 0.01 for both), but did not alter the
expression of p-Erk.

CONCLUSION: Both two pathways of ara-
chidonic acid metabolism are associated with
pancreatic cancer cell proliferation, with the
pathway involving 5-lipoxygenase being more
important.

© 2014 Baishideng Publishing Group Co., Limited. All
rights reserved.
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1.1 A BRI 20 PR SW 1990 FH b i AT 0 K 2
B Jem = e o — BB e v A A RE T 4
. MK886(5-LOXHE L) (41 /£99.8%): Bimol 2+
H); FEFEHAMi(Celecoxib)(4lifE99.8%): Lilifs &
TR A, HHEE DMEME; 753 (Dulbecco's
Modified Eagle Medium): 32 [EGibcoa H]; Hr4:
NI BUMPUZET A W] H BRI 2A/%%) 5]
YIFIOligo dT(18)IILRENLT |H: i ik
T AR RS A B 745 ;. Omniscript™
k& HEQIAGENAT]; Gene Ruler™
100 bp DNA-ladder plus(SM0321-50 pg): Fer-
mentas/s m); IEHH(AB0014-10 g): BBIA #l;
p44/p42 MAP Kinase% i FE 411K, PHospho-p44/
p42 MAP Kinase(Thr202/Tyr204). p44/42 MAP
Kinase$iff. BRI A )M (horseradish per-
oxidase, HRP)#RiC F=F 41 4IgG: Cell Signaling
Technology, USA.

1.2 7k

1.2.1 a3 dc: & 10% 80 242/ 4 s
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AR, FCHI100 p L4 B, T964LH EREALA
AN X 10490, 7537 °C, 5%C O, A FE 1)
B IR B IR A, W IR, NN A A
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EFFRH100 pL, B FIR A B3N EAL.
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WO R P VDI N — A 5% M5 95k 1)
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CH, FITBSHBRH B E3 M, SRS min. o) 7
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PUJEECH F B SRR R, O E R B R
o, BF, R, g AN, IRk
W&, 95 minJ& FROERS . B MR 5% 5 4 1
R ORAE A U S A, IFF GIS100075 A 84T
Y AR 4 K B A A7 Ak

it B FE R STATA7.048 4 AE3E T 43
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2.1 RT-PCR%: %

2.1.1 KRB AE A ATSW19904m RLBLT1 35
Kkt ¥ o BLTUELTBAR e M )24k, —
AR TN Ik, 7 i Sl R b 2D 30k
T S R A B EE SO (RT-PCR) 45 3 W s (B 1A),
Xof B2 JBE e SW 199041 Jil K IABLT 1 )mRN A
EHIHE, 100 umol/LIFIMK886F150 pmol/L
MK886L580 umol/LfJCelecoxiblfs T Tiifll
BLT1 mRNAKIEZ 240, HAhCelecoxibi T
Tt 55 0 FEAAH BE AR HE W] AR Ak, = OMSr 5
B S AT I3 M, Gevt- &5 R an 1] 1B.

2.1.2 RHHE R AE S A AT SW1990%8 L VEGF A&
R F A 69 %v@: VEGF 5 g 2 2045 A i S
Je ) e B B DD AR G, 300 4 o) R 5 i e S V(R T-
PCR)ZE R /R (K2A), 100 pmol/LCelecoxib,
100 pmol/LIFJMK886F150 pmol/L MK886580
pumol/LifjCelecoxiblk & T-Tilff VEGF mRNA%
IR BZ BN, = RAST SL5 25 AT K BE S #T
gt 4 R N &2B.

2.2 Western blot ] Western blotiZzliSW 199041 Jiiu
[Fp-Erk#ik &, FIMKS886 100 umol/L+i, nf
Dp-Erk3RiA = 2o/, mifi HCelecoxib 100
umol/LT-Fi, p-Erk& 1Ak 5Ot 234, [] I
FIMK886 50 pmol/L+Celecoxib 80 umol/L WL
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P<0.01 vs XIBAL. BLT1: 4UfEH =/AB4SZIK1; VEGF: 1%
R AR
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3 171E
TR DI R AR N P 4% 2Rl R (COoX2
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PAERERT A, B CHE T COXAE S i I
ikl B, AW RT-PC R I F1 f5E A e 40 i
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B e 40 ML TP COX2 mRNAFIER [ &5 15 4
BLA 48 U IR I R AR S AR 2R BT 4 2 x4
Elpw. B, SEE. PRS2 MR
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W C O X245 7 771 0 LAt 470 I8 24 W 1k & 12 FH X6F
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AGEET5-LOX 5 Z R R i R 2 R
VR A G, ARSI — 30 e s /KF E A
MK 8864 JB i 4 A (1) 52 Wi, DA S A 4 i A2 1dE
ATXRFEE.
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FERILLT BAAS B Hll U Be i 40 i A K, LTB4%Z
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B 3 REREHEEENTIXNSWI90MIEp-ErkEBRIX
BYSE0E. A: Western blotZh 5, B: IKEEEELE:. 1: XIEL,; 2:
Celecoxib 100 umol/L; 3: MK886 100 umol/L; 4: MK886 50
pmol/L+Celecoxib 80 pmol/L. ‘P<0.05, ‘P<0.05 vs XfJH4;
P<0.01 vs Celecoxib 100 pmol/L. p—Erk: FfR L AHiIME =
R 30 —Erk: SIS ME ST 0.

EFEHUFRILY 293 11 115 14 P 4112 BH 3 9 i e 2=
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FIL NI D 2 e AN MR Y 5, IR HAEFHBLTI
FHIFIUT5302 )5 W Erkig 2t B 2 i, b
IR 458 LTB4-BLT 15 5 i 15 55 45 e 41 i
IHGTEA O, ARSI AR BLT 1T T 09T, @il
RT-PCRAR IR, 7041 fluSW1990 W BLT1 &
fRIE, EEHMKS86 115, BLTI mRNAK
FIE 52 3 B AEMHIER, Fik, 2EHKS-LOXAR
AR 1 [ B AT LABE T LTB4-BLT 15 5 14 4%

i 980 40 B S g 1 2B K SR R A s A
T RALE FFY TS A, HERARI =,
SR BT AR ML T O S AR AR K — AN KB A
3%, VEGF 2 il i 8g i 5 26 K 1) B 2N
TE IR B A= 1A A R A R S AR
WF U2 BV E G FAE Il S0 P 5 40 i 4 58 1 1)
I T A S B 2 s A R TR (i g e 1 6 T S .
EA RS2 3 RT-PCRAEH: 55 7K 7 Al
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