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Effects of Qizhu Anti—Cancer Recipe on Epithelial-Mesenchymal Transition

of Liver Cancer Cells
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Abstract: Objective To explore the effects of Qizhu Anti—Cancer Recipe (QAR) on the epithelial-mesenchymal
transition (EMT) of HepG2 cells. Methods HepG2 cells were divided into blank control group, tumor growth
factor 1 (TGF-B1) group, TGF-B1 plus QAR 1 mg/mL group, and TGF-B1 plus QAR 2 mg/mL group. The
changes of cell morphology were observed under the microscope after 24 hours of treatment. The cell migration
ability in 24 hours was detected by scratch test. Western blotting assay was used to detect the expression of EMT-
related protein E—cadherin, N-cadherin, Vimentin, Snail and Fibronectin. Results After the HepG2 cells were
dealt with TGF- 1, the EMT-like polymorphic changes were seen. The scratch test results showed that the
percentage of scratch wound healing in TGF-31 group significantly was increased as compared with that in the
blank control group(P < 0.05), while the percentage of scratch wound healing in the two QAR groups significantly
was decreased as compared with that in TGF-B1 group (P < 0.05). Western blotting assay results showed that the
expression level of E-cadherin was decreased and expression levels of N—cadherin, Vimentin, Fibronectin and
Snail were increased in TGF- 1 group as compared to those in the blank control group, in which there was

significant difference in Fibronectin expression level between the two groups (P < 0.05). Compared with the TGF-{1
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group, the expression level of E—cadherin was increased and expression levels of N—cadherin, Vimentin, Snail

and Fibronectin were decreased in the two QAR groups, among which there were significant differences in the

expression levels of Vimentin and Snail between QAR 1 mg/mL group and TGF-B1 group(all P < 0.05), and there

were significant differences in the expression levels of N—cadherin, Vimentin, Snail and Fibronectin between

QAR 2 mg/mL group and TGF-B1 group(P < 0.05 or P < 0.01). Conclusion QAR has an inhibitory effect on TGF-

Bl-induced EMT in HepG2 cells.

Keywords: (izhu Anti—Cancer Recipe; liver cancer; epithelial-mesenchymal transition (EMT) ; metastasis;
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BXN P04 CUKFEIR, BEE XN =40, Bt
5. EME T K Image—Lab BT B VK 257
JRIEAE T, 4525 LA H RS 5 WS 8 H (B-actin
o GAPDH) JKEE {ELI FU LR AR o

1.8 Sitrik SRHISPSS 22.0 it R F2E1 T4
O3M, THEEIE R LR 2 AREE (v 2 ) TR, £
HILHE R BE R T 200, LML,
75 2255 R ] LSD K, J7 22 A8 55 R ] Games—
Howell ki35, PAP <0.05 WZEFA 5120 L,

2 ZXR

2.1 FBHHepC2 MR ASTILE KI145RE
/N: HepG2 UM A TGF-B1 )5, Al WANMEIE AR
YK ZIEAE ) T R AL AR (i Sk k), T A AR

A TGF-B1 10 ng/mL+
25 % R

%

24 h

PUes 7 RS 2RI, T DA S, 4
FRREIER .
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d. TGF-B1 10 ng/mL+
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c. TGF-B1 10 ng/mL+
TEARBUE T 1 mg/mL 41

E1 &4 HepG2 AT LB (%40)
Figure 1 Comparison of the morphological changes of

HepG2 cells in various groups(x40)
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Figure 2 Comparison of the migration abilities of HepG2 cells in various groups
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A. E-cadherin ., N-cadherin, Vimentin . Snail A% £5 [ % EJ 6 B, 9Kk 25 71F ;3 B. Fibronectin A9 25 [ 6 38 B 6 B, K 25717
C. E-cadherin; D. N-cadherin; E. Vimentin; F. Snail; G. Fibronectin
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Figure 3 Comparison of the expression of EMT proteins in HepG2 cells from various groups
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