AR ®

wcjd@wijgnet.com

(44

TR
Jaishideng®

HHRAE A S ZYR5 20105E1151853; 18(32): 3402-3406
ISSN 1009-3079 (print) ISSN 2219-2859 (online)

L #h#7F 572 BASIC RESEARCH

= ST AR AR 40 BEL I R B AR K R F 3R A U2

HiEM, Bt 2 ¢ B3R

[ L s

MRS —FF &
DEXEY AR OB RS
AR, AR
REZRF LA
. FHBAIZE
HBATATEY
o T MM B
ABEORS, B
JA o & TG 8, A )
7, I‘J‘z’ié‘ﬂ‘%’%é‘?@:
£, BHEBIK
Mg T R E
BB —.

W@ T E A
SPwRAP, ik, &
B AR R E
MER G E R
4 A

¥EF, B, PEARKE
Refg AR A K& 300162
¢‘& FEARKELERIFAHBENERAH #2455

4R 5 -& K FF 830000

I:EBEE ¥ l/\&fk B IRIN R S 5 A 3 5 95 3 A IR S MO
£ RET 300162
AR, L, F8EIN, EEMBIPRESECERRDIBKR. 2
SRORIA LIE.
KEEIRAAFF L LK B B, No. WKH2006—9
REEFEAFLELTHRE, No. WY2008—13
YEE Tk SR SEDEN I FERAS; IS
EHEFSENET; HRIIIZHBEERSIERIETTWN; R
PTARFNIF Rt TEBZ IR, BB MBEEINTN, K
EXSEBEER EHM&E&EF%
ERIEE: 20008, BT, 3/5EE, SIE09, 300162, T2,
PEARRERZEZSNESTHEERRTBRIEAR.
xshhcx@sina.com
E83%: 022-60578765
IWASHHEE: 2010-08-27 (BOEHA: 2010-11-05
BZHE: 2010-11-10 AL EBMREE: 2010-11-18

RPN B 5 T I B T AT

Oxymatrine down-regulates
VEGF expression in human
pancreatic carcinoma SW1990
cells

Run-Li Ji, Shi-Hai Xia, Fei Li, Yao Di

Run-Li Ji, Shi-Hai Xia, Department of Hepatopancreatobi-
liary and Splenic Medicine, Affiliated Hospital of Medical
College of Chinese People's Armed Police Force, Tianjin
300162, China

Fei Li, Department of Gastroenterology, Xinjiang Corps
Hospital of Chinese People's Armed Police Force, Urumgqi
830000, Xinjiang Uyghur Autonomous Region, China

Yao Di, Department of Physiology, Medical College of Chi-
nese People's Armed Police Force, Tianjin 300162, China
Supported by: the Scientific Research Foundation of Chi-
nese People's Armed Police Force, No. WKH2006-9; and
the Scientific Research Foundation of Medical College of
Chinese People's Armed Police Force, No. WY2008-13
Correspondence to: Associate Professor Shi-Hai Xia, De-
partment of Hepatopancreatobiliary and Splenic Medicine,
Affiliated Hospital of Medical College of Chinese People's
Armed Police Force, Tianjin 300162,

China. xshhex@sina.com

Received: 2010-08-27 Revised: 2010-11-05

Accepted: 2010-11-10 Published online: 2010-11-18

Abstract

AIM: To observe the influence of oxymatrine
(OM) treatment on vascular endothelial growth
factor (VEGF) expression in human pancreatic
carcinoma SW1990 cells and to assess the mech-
anism behind the cytotoxicity of OM against

SW1990 cells.

METHODS: Cultured SW1990 cells were divided
into two groups: control group and OM group.
The OM group was further divided into three
subgroups and treated with 1, 2 and 4 g/L OM,
respectively. The mRNA and protein expression
of VEGF in SW1990 cells was analyzed by real-
time polymerase chain reaction (RT-PCR) and
Western blot, respectively. The changes in the
cytotoxicity of OM against SW1990 cells were
assessed by MTT assay. The effect of OM on the
invasiveness of SW1990 cells was analyzed us-
ing cell invasion assay Kkit.

RESULTS: The expression levels of VEGF
mRNA in SW1990 cells were significantly lower
in the three OM subgroups than in the control
group (0.648 + 0.043, 0.395 + 0.012, 0.317 + 0.031
vs 0.889 £ 0.028, all P < 0.05). Similar results were
obtained for the protein expression of VEGF
(1.668 £0.212, 1.523 + 0.345, 1.388 £ 0.187 vs 1.876
* 0.327, all P < 0.05). The invasion of SW1990
cells in the OM subgroups was markedly lower
than that in the control group (325 + 64.43, 206 +
84.76, 124 + 46.78 vs 498 + 78.54, all P < 0.05).

CONCLUSION: OM is able to reduce the inva-
sion of SW1990 cells possibly by down-regulat-
ing the expression of VEGF.
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Ji RL, Xia SH, Li F, Di Y. Oxymatrine down-regulates
VEGEF expression in human pancreatic carcinoma SW1990
cells. Shijie Huaren Xiaohua Zazhi 2010; 18(32): 3402-3406

%
BHY: 3R AL E 5B (OM) 3 A AR B 20 e
BRSW 199044 314 4F i A AL

ik AR IR 20 IS W 1990 4 BF 7 3% %,
KEALS A % B (control) 2L Ff=OM 4L, OMZH 7
ZRBOMAZRE, 441, 2. 4 g/L 328. A
RT-PCRA=Western blot#ai] 2 P9 B 4 K B -
(VEGF) mRNAFe& & 69 &k T4k, Avg ik

www.wjgnet.com



FHA, F SUESENARIREARINENREKESRANEI0

3403

1B R EMTT) ML & Z A m OM T SW19902m e,
8 FAGAER, ez 2 Al AR A e ga e
1Z&.

ZH: RT-PCRE *VEGF mRNAZSWI1990
4 fE W 0 KA, OM4ER control4l B % B 4K
(0.64840.043, 0.395+0.012, 0.317+0.031 vs
0.889+0.028, P<0.05), £#VEGF& Gl P,
AT ) B A2 R (1.668+0.212, 1.523+0.345,
1.388+0.187 vs 1.876+0.327, ¥1P<0.05). %8
foAz 2 /1l 2 2 OM &84 2 i Matrigel Ak
# 2m i 4k . K T controlZA(325 1 64.43, 206
+84.76, 124+46.78 vs 498+ 78.54, P<0.05),
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1.1 A OCTUIG 2 3 0 1 R AR BE R I 27
WFFUIT; RPMI 1640557730 H Gibco A 1]; OM
I H 1E KR A 7], VEGFHIEIE H Santa Cruz 2y
#]; Trioll¥ HInvitrogen’s #]; PCR Marker. RT-
PCRIAFN G H KZER AW A 7 Matrigel iR
EBD Biosciences/A ] Transwell/)» %) 5 Mil-
lipore A7)~ VEGF5 |4 Bl A Invitrogen )
FARAF].

1.2 7%

1.2.1 Zmpe 35 SW 199048 i ph B AT o K27 3
fili 27 Be 4 p rpo R A, 40 4B K T 100 mL/L
AN FIDMEME: FR 0, B T-37 CTL 50
mL/L CO, 155 5 4 X R 95%) Hh #5 9%.
1.2.2 228 BENL A0 AL FIOMZH. 2 FiisE g

K, BOMAL FFRENL T M 1, 2, 4 g/L 341, B H &
100 mL/L FBSIJRPMI 16405 45577 5E, 40010
Ko TR 3B 70%-80% I, FH0.25% i 4k 11 1
F10.03% EDTA(L : D)HAEARAR, BOG$ A4 K 30
A i FH T 525
1.2.3 RT-PCR: T Trioliak 71 M 40 i b 2 B
RNA, FrMRNA K] & BRI (A 45/A 25 = 1.8-2.0).
LT %30 R Vit Jie L Uk 25 7 L 58 3 PR (28 S AT 18S
RNAZ EUAE =2.0). 1 pgdl i S RNABE T
#exk, PCRI N AR 1.
1.2.4 @ fedz 2% 5= 5 WOAR AT EUAE K 40 e, 2391
& HPBSCHRA), A1, 2, 4 g/L OMKJDMEM
R SRR IR A0, I X 10/ m L) 541 R,
2 HE 20 A= 22 D e A7) A U P P R . a A
NEWNEFR48 hE, Jdf i, B T
2F I IR A0 M g, TE b ) B DY R S A (X
400)5: N PLET 40 Bk, v

St AT K R A SPSS11.548 o0 Hrdk
PEREAT AL B, T 7550{E Plmean = SDFR R, 411)
R T Z 0 M ek 6, P<0.05 0 B 4827

2 B8

2.1 OMSW1990%8 it % VEGF mRNA # %
v 25 H R IRS W 199041 i 7E 5L K /K -7 VEGF
mRNAPZFRIL. AFIREOM(L, 2, 4 g/L)fE

WA B A i
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A AR B TR
4 L SW1990
7€’ R VEGF B-actin
ZOMAFSW1990
PVEGFE & A FP: 5'~CTACCTCCACCATGCCAAGT-3' FP: 5'-TGTTTGAGACCTTCAACACCC-3'
mRNA & ik 69 % RP: 5'-TCTCTCCTATGTGCTGGCCT-3' RP: 5'-AGCACTGTGTTGGCGTACAGG-3'
A, W OMY i E3505 b - E3540 b
SW1990% sz % 4 o . P 4 OC)#EQ P
s T AR 6 94 °C, 1 min 94 °C, 1 min
e, AP HOM 61°C, 45 s 58 °C, 30 s
78 T R Bk SR A 72 °C, 1 min 72 °C, 1 min
[
R 30 BHR 30 TEH

1
DNA Marker; 1—4: B—actin®/ii, 1 g/L. 2 g/LF14 o/LZH (540
bp); 5-8: VEGEXIA ., 1 g/L. 2 g/LH14 g/L OMZ (505 bp).

PCRINOMXYSW19904BFBPVEGF mRNABIRZIE. M:

VEGF/B-actin

a
0.4f a
0.3
0.2}
0.1}
0.0 ‘ ‘ ‘ ‘

MEBZH 1g/L 2g/L 4g/L

B 2 REREOMMVEGF mRNAFISZE. *P<0.05 vs X HRZH.

FF IR 40 IS W 1990 24 h, VEGF mRNA
RIR T 5 A LE 2 35 B (0,648 £0.043,
0.39540.012, 0.31740.031 vs 0.889+0.028, 1
P<0.05,1, 2).

2.2 OMXFSW19904m it P VEGF & & &34 4 %)
AR BE IO MAE T I 4 I SW 1990 24 h
Jii, VEGH 1318 5 0 FEAH LA I 25 11 (1.668
+0.212, 1.52340.345, 1.388+0.187 vs 1.876+
0.327, ¥JP<0.05, K13, 4).

2.3 OMAFSW1990%8 it 4 % 7 #9 % v OMAL B
SW19904ii {448 hJi, 1228 7l & B m A [l &
OMZH 12 285 41 fgMatrige Vi 1 40 i % &5 251K T
ST HR1(325 £ 64.43, 206+84.76, 124+46.78 vs
498 +78.54), OM &2 M4 fiuf= 28 35 B 2K T

XHEA 4g/L

- .

2g/L

- .-
practin N

B 3 Western blotRAREREOMITSWI9904RIRCPVEGFER
SESN0EA

a
a

1.5}

1.4} a

13}

121

11f

1.0 ‘

XHEZH 4 g/L 2g/L 1g/L

1g/L

VEGF

VEGF/B-actin

B 4 RNEREOMIMIVEGFEBRIFZIA. P<0.05 vs X HHAH.

700 -

600 -

500 -

400 a

300 a

200 - a

100 - ﬁ
0

*FHRZH 1g/L 2g/L 4g/L

il 24 (!

N

B 5 REREOMXISWI990LRIBIRZENBVEAE. ‘P<0.05 vs
XSHAZH.

B A1 (P<0.05). OM#% 41 HE N AL N 119 40 it
Bt BT I 41(385+58.9, 287+79.8, 186
+60.9 vs 586 +85.8, ¥4JP<0.05, |45, 6).
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6 REIHSLIE TREEIECI09MDIBIRIE BHIER x 200). A: MFHEL; B: 1 ¢/L OMZH; C: 2 g/L OMZH; D: 4 g/L OM4H.

2 KT R IMIE, IR i e A ol o B2 2%, Hop
VEGF X ML AE e It 45 45 P ok, FLARE Sk
U, A bR It A B R AR KRS RS
B AR, e R I A e P S5 I
A FE R R A0 MR B L IR A
AL T (extracellular matrix, ECM)R#f# . P B2 41
MUER . EALL “CHZE” 157 S8 OE 4N
I, ARG Z A KT ECM
g5y BIUKMEERANRE M) TSN RS
IR A e R R A, PO A A A o T IR g
N IR NTTE G} St e SRS L2 s A (D]
YT O o L A A Y,

H A Sk T -TIHI PRI 1 45 2E
AT PR, o B EVEGFANEIF, furkl ih 7%
FERTAMI(TNP-470. SU6668. SU5416%%), DL K
B B 2T 4 4 26 Db, iR, &
NAS S AT — Le I A0 A . B AT 2
YIIRAERE S 2 . XS S A IR R AT &
MIH — e PR 228, BB, KRR
K WIVEGFHHIFIT 808ty LAVEGF A HE s
PR 0L B AR VR T R H BT B ARSI
ANEA 2 TSR SE N HHVEGFHUR . VEGF%Z
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WANERAR, FEAE G W PRy i 2 e B,
Eb Gt S e 26 K (R TR, 25 2 10 K 1E i 41
SURINNLAE, AL O I . WM RIS R4, W
bevacizumab(F i 4 Avastin)®7 488 i g s
AT 5 I 2 FLA S I fE ™, HLRE A
T BB IN, AN R N T s DR R — ol
B ARG JB M A2 2B 56 B 0 HL B /NI b 45 28
DESL7/REEE S NIE k=il HZRANIERIB 598

OM1L %5 7 3 C sH, N, 0,, I 5 F i
1282, e S M AW ) FEIE VRN, Abt
W P PR PR, bukii. s i
A IO YA AR K 1 SRR IO M)
DL R 40 e ) . e B, ST
) 1EH A a4k, B HUM R R R, oM
TEAR S 7K1 8 40 i e 2B 52 e, e ok 3 1 4
it JEE DRLRI R SE DRI (V) 3R, 3 M 41 M ) A R, 1
N

AR S0 HE 5T R B O MO N B B g 4N i
SW1990 1A A 1EH. OfF KEMIFITIEN, 75
Jige JI S 4L 2R it TP A7 E V EGF I Ry 6 A0,
HVEGFR I T B R 2 % DIAH ¢, 34T
FIAIE I8 IRIE L, ESW 199041 iy 1 47 /EVEGFIH)
Ik, 8 I RIR A E B O M AT L IH S 40 )
i 98 40 B TR T RS 66 0, LA KSR 40 T 356 i i
2535 . OMAE FISW199041 248 hJ&, VEGF
mRNA KR (IRIEY S N, HREEoMIk
FEBEK, HLRR B BEAR. $e7mOM AT LUl i
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