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[ Abstract ] Objective: To evaluate the effects of curcumol on LoVo cells-planted xenogaft tumors in
nude mice with colorectal cancer (CRC) and to investigate the possible mechanism. Method;: Human CRC LoVo
cells were implanted in BALB/¢ nude mice, then, tumor-bearing mice were randomly divided into five groups: blank
group, model group, curcumol low dose group, middle dose group and high dose group (20, 40, 80 mg -kg ',
respectively). The drugs were administered by intragastric injection (21 days), then the expressions of vascular
endothelial growth factors ( VEGF) and cyclooxygenase-2 ( COX-2) in these tumor tissues were determined by
reverse transcription-PCR ( RT-PCR) and immunohistochemistry. Result; Compared with the model group,
curcumol high dose group, middle dose group and low dose group significantly inhibited the tumor volume, tumor
weight, and expressions of VEGF and COX-2 in a dose-dependent manner. The anti-tumor rate was 25.73% ,
42.08% , 66. 88% respectively in curcumol low dose group, middle dose group and high dose group. There was
statistical difference in expression of VEGF between model group and all curcumol groups (P <0.05). There was

statistically significant difference in COX-2 expression between model group and curcumol middle and high dose
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groups (P <0.05). Moreover, VEGF and COX-2 expressions were positively correlated with each other (r =
0.874, P <0.01). Conclusion: Curcumol significantly inhibited tumor growth in CRC implanted mice, probably

associated with down-regulating expressions of VEGF and COX-2, and may have a role in treating human colorectal

cancer by the signal pathways of COX-2/PGE,/VEGF.
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2.1 EERLAIAMAL R REOT RN R B A K
45 A % LoVo 40 B 19 25 (1 9 Ak, Wl B2 h 22 o
W (PBS) PE U 4 M, 250 5 I 5% 20 i v B2, JH PBS 1R
51 A AN MR M (2.5 x 1074 /mL) o g i £ G Y
LoVo 4l i 2% L 0.2 mL/ = iF 5 B2 5P T 48 B A M
s o AN B2 R o R O S R B AL 43 AR A
(HH) A, 3R B S P AR5 & (80,40,20 mg-
ke ™)AL, AL AL 10 Ho a8 AR S A M.
B H bR ic B B, T A RIF R ig 45 245,0.2
mL/ H

2.2 WMEAEAR A MR R RURBI(V) V= (R
KA x I AR ) /2 B R KA i, 4
PR A R 2 425 21 d SR 2GR H AN SE S W,
B B2 T R MR, BRIV PR R = (Y
T .y — IR E ) /PR E L, x 100%
fiff ¥ B B, MRS R S o BV B, B DR A TR
A,

2.3 iSRG SR RN (RT-PCR) Kl VEGF Al
COX-2 B LIk Bl A b RAFHAWE 5 | 1% 1]
Trizol 8 B 5 $2 B RNA | 8K Ji5 e 300 4% 5% il ik 77 &
Ul B A5, 36 5% S L cDNA, 51 ¥ )7 51 R H] Primer
Premier 5. 0 4% it . VEGF 3|4 )% %), L iF 5'-
CACTGGACCCTGGCTTTACT-3", F {if 3'-ATGTC
CACCAGGGTCTCAAT-5', COX-=2 8| ¥ J¥ %, I Wif
5'-TACAATGCTGACTATGGCTAC-3', F i 3'-
GTCGTGAAGTGCGTAGT-5', ##18 PCR ¥ 14 i) {& &
IIABEHR cDNA, 59,2 x PCR J2 W IR & ¥ Ak,
PCR X [ 1) 95 °C 3 min,94 °C 30 s,60 °C 40 s,72
C 1 min,30 NMEEF,72 C 7 min ZAEff, FEATH 3,
P 1G I HEAT SRR B S P K, BE I AR R Ge AT BT
38T o

2.4 AR VEGF,COX-2 I RIE Ak
Y1 R Wi b /K AL TG, 2R A SP a5 & i WA 45 52 1l A 28 41
e o & 20 B8, PBS AU — ik A X #R, VEGF
FCOX-2 ¥ 3= 2L A0 T 40 ML, PLAN A S ) B0 A%
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(AN TR 43 311 3% il One-Way ANOVA F1 Pearson #f 3¢
ST, P <0.05 BERAHRIT¥E X,

3 #R
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Table 1 Effect of Curcumol on expressions of VEGF and COX-2, tumor weight and anti-tumor rate (x +s,n =10)

G HeHE/mg-kg ! VEGF Hi X 3k 5t COX-2 AR ik i T/ g IR/ %
% - - - - -
A - 6.00 £1.22 5.00 £1. 41 6.32+0.78 -
AR B 20 4.20 £1.30" 3.80 +0. 84 4.69 £0.98" 25.73

40 3.00 £1.41% 2.40 1. 347 3.66 £1.06% 42.08
80 1.80 0. 84% 1.80 0. 84% 2.09 0. 74% 66. 88

e SRR Y P <0.05,Y P <0.01,

107 — #A4A
— AW 20mg . ke’

— FHARBE 40mg kg’
64 — BARE 80mg.kg'1

o
M

PRI B/ cm®

1357 911131517 19 21
t/d
SRR B P<0.05,7 P <0.01(& 2,3 [[])
Bl FAEMALEBE Lovo ARERBEBHNINEER (22
s,n=10)
Fig.1 Effect of Curcumol on inhibiting growth of CRC xenograft

tumors(x £s,n=10)

3.4 FEARBEXT S5 H B LoVo 41 g #f L VEGF,
COX-2 BEPH ik m AR T WAL RS , bl % 3¢
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R . VEGF 5 COX-2 7845 H W J# LoVo 4

veor [ 15 b»
1 2 3 4

B-actin 245 bp

150 - R4
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Y P<0.05
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Fig.2 Detection of VEGF and COX-2 mRNA expressions in CRC

xenograft tumors
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Fig.3 Detection of VEGF and COX-2 protein expressions in CRC
xenograft tumors (IHC, x400)
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