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Effect of the Total Flavonoid of Clerodendron bungei Steud on the Epithelial Mesenchvmal

Transition Related Proteins in A549 Cells
YU Nd!, MA Sijing, ZHU Kejian*
(I. Hunan University of Chinese medicine, ChangSha, Hunan 410208, China;
2.Hunan Academy of Chinese Medicine, Changsha, Hunan 410006, China)

(Abstract] Objective To observe the effect of the total flavonoid of Clerodendron bungei Steud (CMD) on the
epithelial mesenchvmal transition related proteins in A549 cells. Methods Building the [ -catenin overexpression vector and
transfected AS549 cells. The cells can be divied into empty vector group, B—catenin overexpression group, empty vector group
+ CMD group, B—catenin overexpression+CMD group. The proliferation inhibition of the total flavonoid of Clerodendron bungei
Steud with different concentrations on A549 cells in vitro was detected by MTT method. The expression of B-catenin mRNA
was determined with real -time PCR, and the protein expression of {3 —catenin, E—Cardherin, Vimentin was detected with
Western Blot. Results MTT showed that the A549 cells vitality were significantly inhibited with the increasing concentrations
of the CMD, the IC50 was 2.1mg/mL. Compared with the empty vector group, the expression of B-catenin and vimentin was
significantly higher, the E-cardherin was lower in B—catenin overexpression group. The total flavonoid of Clerodendron bungei
Steud can reduce the expression of B—catenin, increase the expression of E-cardherin, and slightly reduce the expression of
Vimentin protein in empty vehicle and the B-catenin overexpression groups. Conclusion the total flavonoid of Clerodendron
bungei Steud has a certain proliferation inhibition effect on A549 lung cancer cells in vitro. The possible mechanisms is that,
it can regulate some related proteins to reverse the EMT phenomenon through B—catenin cell signaling.
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W [ 25 KA AT RT-PCR 5904 [ Invitrogen
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P& Western Blot #1554 H Sigma Aldrich,
G4 1075 , DMEM 35520, RS B gibeo A F]
B PR ECHETR R 5 R 4 P R 2T e R s B 2
iR R PHE 2 22 4 rh B 2 S e rh 25
FEIRI, RIS 51%,1 ¢ M2 T2 30 ¢,
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& BALETRL R 4 pe, 5TCIMTE DMEM IR5)E A
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AGGTCTTTGCGGATGTCCACGT,CTNNB1 —qPCR -F,
CACAAGCAGAGTGCTGAAGGTG,CTNNB1 —qPCR —
R,GATTCCTGAGAGTCCAAAGACAG , 455 %Mk
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ETE S 5% G W5 85 (%) TBST ¥ W b = 1 3 14
1 h, RGNS A Wi BE—3T (Anti-B—catenin1:5 000,
Anti-E—cadherin 1:1 500 vimentin 1:400, N2 An-
ti-B-actin1:5 000),4 CT k%M F i %, TBST %
WPEG G A 1:2 000 i B 10 R AR 1o S Ak ) Ty
(HRP) MBI AA S g i (AR I 2 11 A9 1T\ 5% Wi B
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22 KOG N IR
2.7 BTk

K] SPSS 16.0 Geiti sttt gt o0t it
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WeFE mg/mL 0.0 0.2 0.4 0.6 0.8 1.0 2.0 3.0 4.0 5.0
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H AR (%) 0 6.21 8.01 13.46 20.28 323 40.62 61.83 73.77 78.34
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