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ABSTRACT: OBJECTIVE To investigate the effect of matrine on Lewis lung carcinoma in C57BL/6J mouse and to explore
its molecurlar mechanism. METHODS The model of mouse with Lewis lung carcinoma was made, the experimental mice

were randomly divided into normal saline group, matrine groups at varied concentrations and cytoxan group. Tumor inhibitory
rate and microvessel density (MVD) were measured; the mRNA and protein expression of VEGF were determined with RT-PCR
and Western blot. RESULTS There were significant differences from inhibitory rates of primary tumor and MVD between

matrine groups and normal saline group(P<0.05 or P<0.01); VEGF mRNA and protein expression levels in matrine groups were
significantly lower than in normal saline group. CONCLUSION Matrine could inhibit the growth of implanted Lewis lung
carcinoma in C57BL/6J mouse at different levels and reduce MVD of Lewis lung carcinoma obviously, which was probably

because that matrine reduced the expressions of VEGF mRNA and protein of Lewis lung carcinoma.

KEY WORDS: matrine; Lewis lung carcinoma; vascular endothelial gronth factor

i CRENH) Wi, w2, . &, L,
HAWE RS XS P H . FEITIHA
Z IR 15 B f(matrine) & T TR I A4
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P 2 B2 B 2 IR I BT B AL
2 HE
2.1 /MR Lewis Ml A=A &2 61 A oy 21
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AN, BRSAEAR I, TC TR UK 451 R R BRI 4141,
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5 s AR ERIKAL L S R i 4 (matrine H,
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CTX #4120 mgkg ™). &4/ T AR T 3R
W, FEH 0.2 mL. FAEMIG S 2 KITIRIE R
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AAGG-3'(sense), 5'-AGATGAGGAAGGGTAAG
C-3'(antisense), ¥ 3 F Bt K/NJy 554 bp: B-actin
51#%)4: 5'-CCCATCTACGAGGGCTAT-3'(sense),
5'-TGTCACGCACGATTTCC-3 ' (antisense), 4 4
HBUR/ANA 145 bpe [REEFIINSEBEE W T :
42 ‘C, 30 min, 99 °C, 5min; ZRJ53EAT 30 4N)E
JY) PCR 91 [ 8%, PCR 9 14 [ N S50 B E W E
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VEGF PCR F=##HX} & i .
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221 dJE, SAEMKA R, NS
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o PR 38 W I T AR B L /K 41(P<0.01 B, P<0.05);
[T SN (11115 == 4 IR N W - < 1 B | )
39.44%, 22.65%, 11.45%. Bi & RAGH 00
R, SAHEKAE, S0 AFED Lewis
fili 5 90 2L 20 MVD B R, 22 R AR W
(P<0.01), ZERMFE 1.

K1 ESWAT Lewis i/ DRKRE. BE. IERX MVD HEH (X Ls)

Tab 1 Effect of matrine on the weight, weight of tumor, inhibitory rate of tumor and MVD in mice with Lewis lung

carcinoma(x £ )

2151 FHE/mg-kg ™! n PREAZ /g IR /g % MVD
AP R KA - 9 2.89+1.47 3.93 +0.57 - 39.96 +2.27
matrine H 41 150 10 2.56+1.85 2.38+0.51% 39.44 20.13 + 1.84%
matrine M 21 100 10 3.03+2.12 3.04 + 0.49? 22.65 26.12 +2.45%
matrine L 41 50 9 2.77+1.63 3.48 +0.56" 11.45 29.37 +3.77%
CTX 4 20 9 —1.55+1.38% 1.54 +0.427 60.81 29.98 +2.347

T HAEELERKA LB, PP<0.05, PP<0.01
Note: Compared with normal saline group, "P<0.05,%P<0.01.

32 BRI Lewis JifijE bR k98 4120 VEGF
mRNA FIHE [R5 57 1

RT-PCR SEH &5 LR W], 543 KA A,
S % 7 R 9O R PR, S A
VEGF JKJ¥5 B-actin N2 K 5 LU AR 5 AR 2 £R K
HH B>, ZREE. Western blot SZ56 45 1
KW, BEE SIS R EALRER &, &4
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2 FHHA Lewis i 48 4 4 VEGF mRNA o
HREWEHn=9, X*s)

Tab 2 Effect of matrine on VEGF mRNA and protein
expressions of Lewis lung carcinoma(n=9, xxs)

#H 5 F4/mg-kg”  VEGF mRNA VEGF % 1
A E R K41 - 1.1340.07 1.73+0.03
matrine H 41 150 0.65+0.04" 0.87+0.02"
matrine M 21 100 0.79+0.02" 1.19+0.02"
matrine L 41 50 0.88+0.02" 1.28+0.04"
CTX 4 20 0.59+0.03" 0.97+0.05"

T SEmEKA K, PP<0.01
Note: Compared with normal saline group, "P<0.01.

M 1 2 3 4

o

2000bp

1000 bp
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1 E 5 Lewis Jiif 7 X8 4122 VEGE mRNA &k
i %

M—#5id; 1-CTX 4; 24 Ff #h/K 4 ; 3—matrine L 4; 4-matrine M 4 ;
5—matrine H 41

Fig 1 Effect of matrine on VEGF mRNA expression in
mice with Lewis lung carcinoma

M-marker; 1-CTX group; 2—normal saline group; 3—matrine L group;

4—matrine M group; 5—matrine H group

1 2 3 1 5

O EDADaE -

B-actin

2 E5HR Lewis i R X8 4.2, VEGF & B &k #y
%

1-CTX 41; 2-E 3 #5 /K41 ; 3-matrine L 41; 4-matrine M 4; 5-matrine
H 41

Fig 2 Effect of matrine on VEGF protein expression in
mice with Lewis lung carcinoma

1-CTX group; 2—normal saline group; 3—matrine L group; 4-matrine M
group; 5—matrine H group

E AR 2% 2011 4F 1 H A 28 455 1 M

PS5, SRR, B BR T ARSI ST
KRR 25 G BB, B0 S
BLHL, kv S0 PR N FH B A — i IR B B
WS R, N S8 nTE Lewis il ¥ C57
ANREOR SRR R G 0, R A SO, 7R
A P D098 255 SR E A B R IR AT 25 CTX 4F s
B5 43 5K L 22 R LA gt 24 e

HRT, B A8 s fn 8 va o7 o0 2Okl
iR ve T I R F B —, SlEA S0h
7 KRG o PUILE A2 BIR Y7 T 2 10 A FH 5k
TR 5 R I AR O R A OB, K il
A O TR AR DG PR EAT F A, AT A 30 ]
JiyR S 5 1Y H . E 8 2 IR LI A A VR I AR
t, LU VEGF f VEGFR 3697 i 51 Nk
Ho XK VEGE K VEGFR 7 I A 1% 1
VR Sk T2, [ i) P 5 70/ 22 b6 40 M % ik Jee
1K= W ) e R K =1 e T P o W 1| = 22
R PR AL R 5 A B ALy s,

R g MVD, e 8 Ji g i 45 R s e i g
I AR B L, L] SR R B RS L AR RN TR
JaPl, AR 25 KW, 5 ST R4 MVD
B BAR T X AL, R S0E— e fRE L
] Lewis filifig PG TE . JE— DML R
By, W20 FHT Lewis il 7 & R4H 4 VEGF
mRNA Fl & ERIL, ] G2 F A s i) AR K 1
ML Z —

REFERENCES

[1] WANG L, LI Q L. Summary of research on anticancer
mechanism of constituent matrine [J]. Anhui Med Pharm J(‘%
BE=2), 2009, 13(4): 360-363.

[21 WEIDNER N. Current pathologic methods for measuring
intratumoral microvessel density within breast carcinoma and other
solid tumors [J]. Breast Cancer Res Treat, 1995, 36(2): 169-180.

[3] SAMBROOK J, FRITSCH E F, MANIATIS T, Translated by JIN
DY, et al. Molecular Cloning: A Laboratary Manual (4T 5 B 5
40F5R9) [M]. Beijing: Science Press, 1996: 881-887.

[4] LI HJ, XIA H B. Regulation of tumor angiogenesis and tumor
therapy [J]. J Mod Oncol( I X Jil' 58 %% ), 2008, 16(7):
1245-1248.

[5] TANAKA F, OYANAGI H, TAKENAKA K, et al
Glomeruloid microvascular proliferation is superior to
intratumoral microvessel density as a prognostic marker in
non-small cell lung cancer [J]. Cancer Res, 2003, 63(20):
6791-6794.

Wk H 0. 2010-05-20

Chin JMAP, 2011 January, Vol.28 No.1 -17-



