R EHKRE R

5520 % 4 4] Vol. 20, No. 4
2014 427 J Journal of Tianjin Medical University Jul. 2014 271
X EHES 1006-8147(2014)04-0271-04 .

it &

ANZSBH Re3 A% ERK BEEMEH Lewis /MR AEAER
MRS

BHE,ZEH, K F,THRE
CREEEERI A0 A Py~ 28k =, R 300070 )

HE BHEE AR LI Rg3 & Lewis Ml RAL A A fm B AR AL 69 49 5 AT 5, 383+ ERK 45 5 18 35 B A8 54 2 B J2 30 9 o
VER , Tk S Lewis MB D RATB AR it 04k T2 FAAL, 54 3 A, A nzh s, RSB g ) At
JBARAR, A B Wt HAER T Lewis M 20 i, MTT s AGm) &40 4m 37 ) 0% . Realtime—PCR A% 77 53 5, Dusp6. Bax ., Bel-2
P GA B AL, Western blot 35427 47 9% R, ERK.p-ERK & & 38 T4, S5R: AL L35 Re3 A Lewis M 40 B AT 9 > R A9 I
78 A KA A 24445 (P<0.01). Western blot 27~ ERK /& Rg3 4L 2228 W ¢4 % 34 ) 2 L xF B 4LHK , Realtime-PCR 4 R 277,
B I FEARAT , Dusp6 . Bax 25 I 25 4 40 22 28 b 3 FB 20 35 A (P<0.01) , Bel =2 25 1) 25 4 40 2. 28 vl s R 2B R GA (P<0.01) . 45
AR R Re3 & Lewis MJRAR W SMEA F BLA — & 69 I 75 39 5 20O ERK 42 5 i@ % & Dusp6 A B 5 Re3 a9 4pH4E A A %,
Re3 FF80 0B AL T HAF B e 4E A

XHiR AALH Rg3; ERK; Dusp6; Lewis Ff 5 R

RESHES R7342 MEARSED A

Ginsenoside Rg3 inhibitions Lewis lung carcinoma growth by mediating ERK pathway
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Abstract O bjective: To discuss the ERK pathway and its relative genetic function in Lewis lung carcinoma animal and cell model
through Ginsenoside Rg3 treatment. Methods: The Lewis lung carcinoma mice model was established, After feeding Rg3 by gavage for 3
weeks, then the volumes of the tumor were calculated. The inhibition effect on Lewis lung carcinoma cell line was detected by MTT assay.
The changes in Dusp6, Bax, Bel-2 expressions in tumor model were detected by Realtime—PCR.The changes in ERK and p—ERK protein
expression were determined by Western blot. Results: Ginsenoside Rg3 could inhibit Lewis lung carcinoma cell and animal model (P<0.01).
ERK protein expression was significantly decreased in Rg3 group compared with control group by Western blot assay. Dusp6 and Bax were
over expressed in Rg3 group compared with control (P <0.01) while the Bel-2 was under expressed(P<0.01). Conclusion: Ginsenoside Rg3
exhibits certain inhibition ability in both in vivo and in vitro model. ERK pathway and Dusp6 gene are associated with the Rg3 inhibition
effect, and the apoptosis effect induced by Rg3 is also involved in the inhibition.
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1.2.5 Western blot £l ERK #ik 2 BUAFRE A
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S0 RZE AR i, SRl M R A 2 R ) B-
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k225, GAPDH NS, BfLEE 3 . 519
Bt M AT .

Bax:

Forward : 5'-TAACCAAGGTGCCGGAACTGA-3’

Reverse:5'-GGGAGGAGTCTCACCCAACCA-3’

Bel-2:

Forward : 5'-CTGCACCTGACGCCCTTCACC-3'

Reverse:5'-CACATGACCCCACCGAACTCAA-
AGA-3'

Dusp6:

Forward : 5'~-GAGTCTGACCTTGACCGAGACC-
CCAA-3'

Reverse:5'-TTCCTCCAACACGTCCAAGTTGG-
TGGAGTC-3'

GAPDH:

Forward : 5'~AACGGGAAGCTTGTCATCAATG-
GAAA-3'

Reverse:5'-GCATCAGCAGAGGGGGCAGAG-3'

44295 C, 10 min ; 95 °C, 20 5;60 °C, 1 min,
40 cycles,
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Fig 1 The inhibition effect of Rg3 to Lewis lung carcinoma cell line
in vitro

2.3 Western blot 25 % Rg3 e 7 & 4 MR & 201

p-ERK FRIR BN AL 55, HiEf#4 p-ERK &

SRR 2 5, ULPARE Re3 I %HT ERK &

R HLE (1 2).

Rg3-high Rg3-low control

e
T —

p-ERK12 ==

total ERK1/2 ~

B 2 Western blot il A2 2% Rg3 ¥EA T ERK, pERK &i%
Fig 2 The expression of ERK, p—ERK with Rg3 treatment detected
by western blot
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A 1T Realtime-PCR ¥, Hill%f fE2H \Re3 IG5 &
2H \Re3 =it S AN FS 1Y IR AR A Dusp6 | Bax
Bel-2 N FRIA, 25 WE 3 7R . Bax B Re3 WeEE
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#Z5(P<0.01);Bel-2 B Rg3 e 5 i i 6k P AR,
YR XA A B R (KRR,
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Fig 3 The expression of the Dusp6, Bax, Bcl-2 genes detected by
Realtime-PCR
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