] |cm K

PGS RGE 201357 A% 24 5% 4 B +329-

SERFINE Lewis A KNMHIE AR LS FHHBHE

O, MR, YR, T, REA L, BAE, RMR2, B (L NPES KSR
BEBE, J7A4 )TN 5104055 2. BRI AEIERE B AABE, T4 )TN 510006)

BE. BY WELREH TR Lewis i A K ag3ph /A Z A0 X605 F AR . Fik ¥ 50 2 Lewis i
WD RSAERET G P RN T, KB (CTX)M, EAM; L2354 et &m0 RT3 ik
JRE., WRE, MEADESERRES L, KR L REANEFKRN &L Lewis A > K49 pl20ctn &8 A&
RhoA. Cdcd2 ki, #5R LHAAME, 2RLHFTH AR CTX A8 BARR 2 2 RE(P<0.05); 4
AGZHT . w R EAR CTX 4/ R 44 B 08,V (P<0.01, P<0.05); £248%% 7 H E8% CTX 4149
p120ctn 775 & ik 40 o 2P0 28, Y (P < 0.01, P<0.05); 24347 7 & 404 CTX 4169 RhoA. Cdcd2 #95+% &
RmBE A R Y (P<0.01), i 24827 LA 4R Lewis Wi £ KBRS G4ER, LA TRE 9
#) p120ctn #95F % &k, #mApH) RhoA F= Cded2 #9537 Rkt %,

K &45%F; MJE; pl20ctn; RhoA; Cdcd2

hESES: R2855  XEEREME: A XEHS: 1003-9783(2013)04-0329-05

doi: 10.3969/j.issn.1003-9783.2013.04.001

Inhibitory Effect of Jinfuan Decoction on Mice Lewis Lung Cancer and Its Molecular Mechanism
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Abstract: Objective To observe the inhibitory effect of Jinfuan decoction on Lewis lung cancer in mice and to
explore its molecular mechanism. Methods Fifty mice transplanted with Lewis lung cancer were randomly divided into
model control group, Cytoxan(CTX) group, and high-dose, middle-dose and low—dose Jinfuan Decoction groups. The
average tumor mass weight, tumor—inhibitory rate, pulmonary metastasis foci, and anti—metastasis rate were calculated
in each group. The expression levels of p120ctn, RhoA and Cdc42 were examined by immunohistochemical method.
Results The tumor mass weight was statistically lighter in CTX group and middle-dose Jinfuan Decoction group than
that in the model control group(P < 0.05). The number of pulmonary metastasis foci and cells with abnormal expression
of p120ctn were statistically less in CTX group and middle—dose Jinfuan Decoction groups than those in the model
control group (P <0.01 or P<0.05). And the abnormal expression RhoA and Cdc42 was also statistically de
creased in middle-dose Jinfuan Decoction group (P <0.01). Conclusion Jinfuan Decoction has inhibitory effect on
the growth and metastasis of Lewis lung cancer in mice, and its therapeutic mechanism is probably related with the
inhibition of abnormal expression of p120ctn, RhoA and Cdc42 in mice.
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Table 1 Effect of Jinfuan decoction on tumor—inhibitory rate of

Lewis lung cancer mice

20 51 no R/ grke AR /e TR /%
HETIL 10 2.950 +0.972

CTX 41 10 0.02  1670+0811" 4339
SRLHIGIRA 9 2145 281120872 4.94
SRZHBPHIEA 9 85.80  2.011+0.643" 31.83
B LETEAEA 9 171.60  2.811+0.925 4.94

VE: SR, P<0.05.
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Table 2 Effect of Jinfuan decoction on the numbers of metastases

in Lewis lung cancer mice

415 no FE gkgt BERSAACR PUEEA %
FERIZ 10 14.80 +3.43

CTX 4 10 0.02 8.10£3.67" 4527
SREHIGEA 9 21.45 13.67 +3.67 7.66
StELH Rl 9 85.80 8.11+3.82" 45.20
EREGENEG 9 171.60  10.56 +3.61" 28.68

e SRR, P<0.05, “P<001,
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Table 3 Effect of Jinfuan decoction on the the abnormal p120ctn

expression in Lewis lung cancer mice
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CTX 4 10 0.02 312.86 +29.701"
SR LB A 9 21.45 335.43 +59.941
SREG A 9 85.80 254.43 £55.716"
SRR A 9 171.60 357.86 = 62.240

AR PR
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Figure 1 The expression of p120ctn in different groups (immunohistochemical staining Sp method x 200)
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Table 4 Effect of Jinfuan decoction on the the abnormal RhoA

expression in Lewis lung cancer mice
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HIZ0E (x+s)

Table 5 Effect of Jinfuan decoction on the the abnormal Cdc42

expression in Lewis lung cancer mice

25 n i /g-kg™! SEH IR AL ZH 5 n i /g kg™ SRR
TEEAIZH 10 316.14 £ 96.510 AL 10 306.43 + 62.498
CTX 21 10 0.02 175.00 = 83.815™ CTX 4 10 0.02 167.14 £ 97.888™
BAR L ART 2H 9 21.45 260.00 + 60.828 E R ivnli e 9 21.45 252.86 + 69.693
SARLE TR 9 85.80 152.14 + 86.499™ SRR 9 85.80 157.14 £ 92.864™
ARG 9 171.60 243.57 + 118.417 SR ZG A 9 171.60 238.57 +90.264

B SRR, TP<0.01.

X
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VE: SIS, TP<001,

Figure 2 The expression of RhoA in different groups(immunohistochemical staining Sp method x 200)
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Figure 3 The expression of Cdc42 in different groups (immunohistochemical staining Sp method x 200)
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