PEBEEL ARERE

2002 4% 8 H 5 16(4):299 - 301

+ 299 -

BT & U A X S180 A8 4 4K A 1l B 4 K AR X B F R A R D HI4E A

HET, SREER, RSP, RAE, £

(IARAE BRop oA B e mh PR A WE S, IIAR BF e

WEBHH Atk ® AR 69 A AT 8] KA
(Asp)FABs Fo i 57 M JE A9 ALER . Frik  RAA DR
FEALZ A 5t BB 4EL, 5 Jm S 4L, Asp 50,25,10 mg-kg™!
20, THA SIS0 B mAn)E d 2 s igdh, %4
O d, MLEIPIEF , RN F IR Ay Ty kAT I Asp AF
I I 4R 2R 3R R A B2 (COX-2) R d B AR % A K B F
WAYER ., R Asp 3 ANFIBAEHH —F eI gk
A KA TWHBEA 2. 1%, REEANLEE R T
Asp *TRPJB 2028 6 COX-2 &k A A 2 g 37 H 15 A,
R g A RKAXR T oE RN LERKRRET Hfm
B K B -2 Rk AR TR, AT R 4 S R R
JERA R AR, L5 Asp x4 SI80 BFE A # ) 4E )R,
CA A E 5 e KA K 8 COX-2 49 & ik
I dn i e A K B ) I e AR K A ) i
TG B 0 £ R VT B Asp FRES Fe il 77 IP B 69 MLEL Z

o

IR T 3) I Ak mAe, S180 M JE; w8 AR & Wit
FA S By MR, MERAEK, %, RAEME
A KEF, Bkt

hESES: RI71.1
MERERIRAD: A
X E /2 1000-3002(2002)04-0299-03

AR [ N Shye 3 e B =] DEAK (aspirin, Asp)
H—E IBUIRVER o Asp XA N BUE Y1175 & 1 Bib
T8 SRS RV R R B2 AT o 2 0T 58 2 A5 e g 410
FIVERS -3 EANTHE Asp 51 A g Ak 27 5 555 791
A T Asp AR PE S180 Mg AW I /E T, IF:
3 o XA H PR 4R B -2 (eyclooxygenase-2, COX-2) ,

Yrim B #3:2001-10-29  #3 HHJ :2002-04-26

EEBN ST (1964 - ), &, IWARFEMA, BIFFR
T, B, R AR R ML AT 5 B Mg 2R 5 1
LR R R A

“IERVEF  Tel: (0531)2919608, Fax: (0531)2911586,

E-mail ; xueqingao @ hotmail . com

250062)

M8 P 2 A B F (vascular endothelial growth factor,
VEGF) , 52T 4 21 i A= < Al F--2 (fibroblast growth fac-
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Tab 1. Inhibitory effects of aspirin on sarcoma 180
Body weight/
Group Drug/mg-kg™ ! n Before — After TPIEOI rbibllory
_ . weight/g rate/ %
experiment experiment
Control 5% soluble starch 18 21.8+1.5 27.7+2.8 2.09+0.68 -
Tegafur 3 mg per mouse 13 21.0+1.6 20.0+3.3 0.43+0.29" " 79.4
Aspirin 50 11 20.8+2.1 29.1+4.5 1.65+0.59" 21.1
25 12 21.2+1.4 29.5+3.8 1.74+0.71 16.7
10 12 21.9+1.6 29.6+2.4 1.60+1.09 23.4
On d 1,all the mice were vaccinated S180 cells 2.5 x 10°° =1 0.2 mL. On d 2, the mice were ig 5% soluble starch 0.2 mL( control group),
tegafur(3 mg per mouse) and different dose of aspirin for 9 consecutive days. x +s. “ P <0.05, ** P <0.0l, compared with control group
by one-sided test.
Tab 2. Effects of aspirin on cyclooxygenase-2( COX-2) and angiogenesis
Group Drug/mg- kg~ ! COX-2 score VEGF score FGF-2 score MVD/ count
Control 5% soluble starch 4.4+0.7(6) 5.6+0.7(10) 5.6+0.8(8) 10.1+4.9(10)
Tegafur 3 mg per mouse 3.5+1.8(4) 5.8+0.9(9) 4.9+1.1(7) 7.1+2.3(10)
Aspirin 50 2.7+0.7(5)" 2.3£1.9(9)" " 3.6£0.5(6)" " 9.1+4.5(7)
25 4.3+0.8(7) 3.6+1.1(8)" " 3.9+0.8(6)" " 6.8+2.8(8)
10 3.7+0.9(9) 3.0+2.1(10) " 3.9£0.9(6)" " 6.5+3.6(11)"

See Tab 1 for the treatment. All the tumor tissues were dissected into two parts, one part was sectioned by ice CYTOSTAT for immunohistoche-
mical detection of COX-2. The other part was fixed by 4% formaldehyde and routinely paraffin sectioned for the immunohistochemical detection
of vascular endothelial growth factor( VEGF) , fibroblast growth factor-2(FGF-2) and microvessel density(MVD) . The scores were evaluated by
the method of Rahman, et al™ . The number in bracket implies the number of animals observed. ¥ +s. * P<0.05, ** P<0.01, compar-

erd with control group.
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Inhibitory effects of aspirin on the transplanted sarcoma S180 and

the expression of angiogenesis related factors

GAO Xue-Qin, ZHANG Wei-Dong, SONG Shou-Qin, WU Li-Cun, WANG Li

( Institute of Basic Medical Sciences , Shandong Academy of Medical Sciences , Jinan

Abstract: AIM To investigate the antiangiogen-
esis by which aspirin exterts its tumor chemopre-
ventive and chemotherapeutic effects. METH-
ODS Kunming mice were randomizedly divided
into control group, tegafur (3 mg per mouse) po-
sitive group and aspirin 50, 25, 10 mg* kg™!
groups. One day after inoculation of 0.2 mlL S180
cell(2.5x 10" L™!) suspension, tegafur and as-
pirin was given by gastric intubation for 9 d. The
inhibition rate on S180 was calculated routinely.
The expression of cyclooxygenase-2 ( COX-2 ),
vascular endothelial growth factor ( VEGF ), fi-
broblast growth factor-2( FGF-2) and microvassel
density(MVD) was detected by immunohistoche-
mical staining. RESULTS The growth of sarco-
ma S180 was significantly inhibited by aspirin at
the dose of 50 mg-kg™", with the inhibitory rate
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21.1% . The expression of COX-2 in the tumor
tissue was also inhibited by aspirin. And accord-
ingly the expression of VEGF, FGF-2 and MVD
was also markedly inhibited dose-dependently by
aspirin. CONCLUSION  Aspirin has inhibitory
effects on sarcoma S180, and it decreases the ex-
pression of COX-2 in tumor tissue. There has pos-
itive relation between the expression of COX-2 and
angiogenesis related factor. Antiangiogenesis may
be one of mechanisms by which aspirin exerts its
tumor chemopreventive and therapeutic effects.
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