5522 %5 11 ) FEXEAFFEHRE Vol. 22, No. 11
2016 4= 6 H Chinese Journal of Experimental Traditional Medical Formulae Jun. ,2016

A T B 4 5 B RO BB 4

Bimk, A, hkE, ik, INEAEA, AR
(AFRFYEBXRFE F—GREFR, THAEFPEHGAMNBWHRAMIH P, &% 210023)

[(FE] B WS T 3 X H22 fa 9 /s B8 A < 5 38 i 3kl VR D, 00 AR FIAL R . 75 3% TCR /N R Fh H22
JHF-96 S LA , 8 57 H22 8 /N RABERY oK H22 far g /) BRUBE AL 4 S RSB 20 A 20 o T v R R A B R H g AR
A R ER KRR SRR g B OF (36,18 gokg ') L AAZEAE B ip WA (2 mgrkg ') o AHELLAZ T A, A BRI
ANER, R R PR TR, 3 A ST SRR o SR T G g 2 A R W) Jie 938 2 28 e ot A P R AR K R (VEGE) 25 1 236, (1 SE i 280
JE fit PCR(Real-time PCR) LA K 2 92 EJ 3 % (Western blot ) 6 I i 20 41 C-X-C #afb R FBL & 12 (CXCLI2) & C-X-C #afk A
T 2R 4(CXCRA) SEH DA K R IK M o 85 w7 ARG i W 3 30 0/ BROH22 7 98 /0y BRI 98 09 A K, 98 o T = )
it 0 EREAR MR A U VEGE 25 13836, Il CXCLI2 Fisz &k CXCR4 (LR R 85 (1 3R3K (P <0.01) o £5i% « 98 I8 °F- i 38 %
H22 Ty g /I B R A6 < e 38 B — 2 il 4 F , LR F AL ) ) e 2 3 ik B AR M R 40 40 VEGF 2 (1 33k DL M i CXCL12/
CXCR4 Wy fafr 410 1 ek 733 5 7%

[R@R ] R TR, MIRR,; fEANLH; C-X-C#fbHFRk 12; C-X-ClafbHF 321k 4

[RESEE] R285.5 [ XHRFRIAFD] A [XEHS] 10059903 (2016)11-0107-04

[doi] 10.13422/j. enki. syfjx. 2016110107

Inhibitory Effect of Aitongping Capsules on Tumor Metastasis and

Its Molecular Mechanism

CHENG Hai-bo, LU Wei, XU Chang-liang, YAO Zhi-hua, SUN Dong-dong, SHEN Wei-xing "
(The First Clinical Medical College of Nanjing University of Chinese Medicine, Jiangsu Province Collaborative

Innovation Center of Chinese Medicine Prevention and Treatment of Cancer, Nanjing 210023, China)

[ Abstract | Objective: To observe the inhibitory effect of Aitongping capsules on tumor growth and
metastasis in H22 tumor bearing mice, and explore its mechanism. Method: The ICR mice were inoculated with
hepatoma cell line H22 to establish H22 tumor-bearing mice models. The H22 tumor-bearing mice were randomly
divided into model group, cisplatin group, Aitongping high and low dose groups. The mice in the model group
received the same volume of normal saline by ig daily, mice in Aitongping high-dose and low-dose group received
36, 18 g-kg ' Aitongping by ig daily, and the mice in cisplatin group received 2 mg kg ' cisplatin by ip daily.
All the groups received continuous administration for 7 d, and then the mice were sacrificed. The tumor was peeled
off for weighing, and the tumor inhibition rate was calculated according to the formula. Protein expression of vascular
endothelial growth factor ( VEGF ) in tumor tissues was detected by immunohistochemistry, gene and protein
expressions of C-X-C chemokine ligand 12 ( CXCL12) and its receptor C-X-C chemokine receptor 4 ( CXCR4) in
tumor tissues by using Real-time PCR and Western blot method. Result: Aitongping high and low dose groups
significantly inhibited the growth of tumors in H22 tumor-bearing mice. Aitongping high dose group significantly

decreased the protein expression of VEGF in the tumor tissues, and inhibited the gene and protein expressions of
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CXCR4 (P <0.01). Conclusion: Aitongping capsules have a certain inhibitory effect on tumor growth and

metastasis in H22 tumor-bearing mice, and its mechanism may be associated with reducing protein expression of

VEGF in tumor tissues and interventing CXCL12/CXCR4 biological axis.
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Table 1  Effect of Aitongping capsule on tumor weight in H22

tumor-bearing mice (n =10)
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B1 fEHETEREN VEGF ZEERIEMFM (b, x400)
Fig.1 Effect of Aitongping capsule on protein expression of VEGF
(IHC, x400)
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Table 2 Effect of Aitongping capsule on protein expression of

VEGF (x +s,n=5) %
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Table 3  Effect of Aitongping capsule on mRNA expressions of
CXCL12 and CXCR4 (x +s,n=3)
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Fig. 2 Effect of Aitongping capsule on protein expressions of

CXCL12 and CXCR4

*4 BEBEEREI CXCLI2,CXCR4 EAREHMHEM (2 +5,
n=3)
Table 4  Effect of Aitongping capsule on protein expressions of

CXCL12 and CXCR4 (x +s,n=3)
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