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The aberrant activation of c-Src regulates multiple func-
tions during tumor progression. This study was conducted
to investigate the role of c-Src suppression in epithelial to
mesenchymal transition (EMT) process in human breast
carcinoma cells. c-Src suppression by PP2 (a Src-family
kinase inhibitor) or small interfering RNA (siRNA) was
carried out in MCF-7 and MDA-MB-231 cells. Cell
migration was analyzed by wound-healing assay. The
transcription and protein levels of EMT markers and
transcription factors were evaluated by reverse transcrip-
tion-PCR and Western blot analysis, respectively. The
changed cell morphology was photographed by light
microscope. c-Src suppression by PP2 or siRNA reversed
the mesenchymal-like phenotype in MDA-MB-231 cells.
E-cadherin was upregulated in MCF-7 and MDA-MB-231
cells after c-Src suppression, whereas vimentin was down-
regulated in MDA-MB-231 cells. Slug and SIP1 were
downregulated after c-Src suppression in MCF-7 and
MDA-MB-231 cells, whereas Twist was unchanged. These
results suggest that c-Src suppression by PP2 or siRNA
may inhibit EMT through regulation of different tran-
scription factors in breast carcinoma cells that have differ-
ent metastatic potential.
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Introduction

Epithelial to mesenchymal transition (EMT) is one of the
key processes involved in cancer invasion and metastasis.
During this process, epithelial cancer cells lose cell–cell
contact and planar polarity, and acquire mesenchymal cell
phenotypes, including high motility, invasiveness, and
elevated resistance to apoptosis [1,2]. These cancer cells
release from their neighbors, breach the basement mem-
brane barrier, and invade neighboring tissues [3]. Loss of

the epithelial cell adhesion marker E-cadherin and acqui-
sition of the mesenchymal marker vimentin are the impor-
tant hallmarks of EMT. Several transcription factors,
including Slug, SIP1, and Twist have been reported to be
involved in the regulation of EMT [4,5]. Expression and
activation of these transcription factors could repress tran-
scription of E-cadherin and induce EMT with the help of
other transcription factors.

c-Src is a 60-kDa non-receptor tyrosine kinase and its
activation is significantly associated with tumor progression
and aggressive features [6–8]. Tumors with high
phospho-Src (Y419) were found to be poorly differentiated
and were characterized by finger-like invasive fronts [9].
Recent studies demonstrated involvement of c-Src acti-
vation in the downregulation of E-cadherin and EMT trans-
formations [10,11]. As a selective c-Src inhibitor [12], PP2
has been reported to induce c-Src inactivation and
E-cadherin upregulation in hepatocellular carcinoma cells,
and head and neck squamous carcinoma cells [9,13,14].
PP2 was also shown to abrogate SIP1 upregulation induced
by endoplasmic reticulum stress in the thyroid cell line
PC-C13 [15]. The effect of PP2 on breast carcinoma EMT
is not well understood.

Based on estrogen receptor expression, cellular phenotype
(i.e. epithelial as opposed to mesenchymal markers
expression), and invasion capacity breast cancer cell lines
can be divided into epithelial-like cells of low invasion
capacity, such as T47D and MCF-7, or mesenchymal-
like cells exhibiting high invasion capacity, such as
MDA-MB-231 [16]. Here, we used MCF-7 (low metastatic
potential) and MDA-MB-231 (high metastatic potential)
cells to study the relationship between c-Src suppression and
EMT, and to provide insights into possible mechanisms.

Materials and Methods

Cell culture
All cells were obtained from American Type Culture
Collection (Manassas, USA). Cells were seeded at an
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initial concentration of 105 cells/mL in DMEM (Invitrogen,
Carlsbad, USA) supplemented with 10% fetal bovine
serum (FBS; Hyclone, Pittsburgh, USA), 3.75 g/L sodium
bicarbonate, 100 U/ml penicillin, and 100 mg/ml strepto-
mycin. Cells were cultured at 378C in a humidified incuba-
tor containing 5% CO2.

Wound-healing assay
Cells were plated on the coverslips placed in six-well
culture plates (Costar, Corning, USA) in complete culture
medium and grown to confluence. A wound was made by
scrapping with a sterilized 200 ml pipette tip in the middle
of the cell monolayer. Cells were then cultured with fresh
complete culture medium containing DMSO as control or
with 10 mM PP2 for 12 h. After that, complete culture
medium was changed without PP2 and cells were allowed
to migrate to denuded area for 6 h. Cell migration was
visualized at 100� magnification and photographed using
Carl Zeiss (Berlin, Germany) light microscope.

Reverse transcription–PCR (RT–PCR) analysis
Total RNA was extracted by Trizol reagent (Invitrogen)
based on the suggested protocol. RNA (5 mg) was used to
synthesize the first-strand cDNA with the superscript first-
strand synthesis system (Invitrogen) for RT–PCR accord-
ing to the manufacturer’s recommendation. Gene-specific
primers for RT–PCR analyses were synthesized commer-
cially by AuGCT Biotechnology (Beijing, China) as
shown in Table 1.

Western blot analysis
Cell lysates (20 mg) of each sample were separated by
12.5% SDS–PAGE. Proteins were transferred onto PVDF
membrane (Millipore, Billerica, USA) and incubated with
primary antibodies at optimal dilution at 48C overnight,

followed by incubating with secondary antibody (according
to different primary antibodies, HRP-conjugated goat anti-
mouse, anti-rabbit, and rabbit anti-goat IgG were used,
respectively, Jackson ImmunoResearch, West Grove, USA)
at 378C for 1 h. The immunoblot was visualized with
Enhanced chemiluminescence detection kit (Vigorous,
Beijing, China).

Polyclonal antibodies to phospho-Src (Y419), phospho-
FAK (Y576/577), and FAK (focal adhesion kinase) were
obtained from Cell Signaling Technologies (Cambridge,
USA). Monoclonal antibodies to c-Src and vimentin were
obtained from Cell Signaling Technologies. Monoclonal
antibody to Slug was obtained from Santa Cruz
Biotechnology (Santa Cruz, USA). Polyclonal antibodies
to E-cadherin and SIP1 were obtained from Santa Cruz
Biotechnology. Monoclonal antibody to glyceraldehyde-
3-phosphate dehydrogenase (GAPDH) was obtained from
Proteintech Group (Chicago, USA).

c-Src silencing by RNA interference (RNAi)
Small interfering RNAs (siRNA) were synthesized by
Genepharma Company (Shanghai, China). The target
sequences for c-Src siRNAs were: 50-AACAAGAGCAA
GCCCAAGGAT-30 (52–71 bp) and 50-AAGCACTACAA
GATCCGCAAG-30 (607–628 bp). Scramble siRNA
duplexes were used as a negative control. Cells were trans-
fected with 100 nM c-Src siRNAs or control siRNA using
Lipofectamine 2000 reagent (Invitrogen) according to the
instructions of the manufacturers, and transfection was
carried out for 4 h. After that, culture medium was replaced
with complete DMEM supplemented with 10% FBS. Cells
were collected after transfection for 48 h and silencing
effects were evaluated by Western blot analysis. The mor-
phology of cells was visualized at 200� magnification and

Table 1 Primer sequences used in this paper

Gene Accession No. Primer sequence (50 ! 30)

E-cadherin NM 004360.3 (F) TTCCTCCCAATACATCTCCC

(R) TTGATTTTGTAGTCACCCACC

Vimentin NM 003380.2 (F) CTCTTCCAAACTTTTCCTCCC

(R) AGTTTCGTTGATAACCTGTCC

Slug NM 003068.3 (F) CGCCTCCAAAAAGCCAAAC

(R) CGGTAGTCCACACAGTGATG

Twist NM 000474.3 (F) GGAGTCCGCAGTCTTACGAG

(R) TCTGGAGGACCTGGTAGAGG

SIP1 NM 014795.2 (F) AGTCCATGCGAACTGCCATCTGAT

(R) CTGGACCATCTACAGAGGCTTGTA

GAPDH NM 002046.3 (F) GGGAGCCAAAAGGGTCATCATC

(R) CCATGCCAGTGAGCTTCCCGTTC

F, forward primer; R, reverse primer.
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photographed using Carl Zeiss light microscope. All the
experiments were repeated at least three times.

Statistical analysis
All statistical analyses were performed using SigmaStat
software (version 3.5). Differences between different
groups were assessed by one way ANOVA. *P , 0.05 was
considered to indicate statistical significance.

Results

PP2 inhibits phosphorylation of c-Src in breast
carcinoma cells
Previous research indicated that PP2 inhibited cell prolifer-
ation in a dose-dependent manner, but we detected no sig-
nificant difference in cell viability when treated with
10 mM PP2 (data not shown). Thus, MCF-7 and
MDA-MB-231 cells were treated with 10 mM PP2 for the
subsequent experiments. Phosphorylation of c-Src was
greatly inhibited by PP2 in MCF-7 and MDA-MB-231
cells [Fig. 1(A)]. In contrast, the total c-Src levels did not
change after PP2 treatment.

PP2 inhibits migration of MCF-7 and
MDA-MB-231 cells
A wound-healing assay was carried out to assess how PP2
affected the migration of cells. After treatment with 10 mM
PP2 for 12 h, cells were allowed to migrate into the
denuded areas for 6 h. The migration in both cell lines was
inhibited, as fewer cells migrated to the wound after
10 mM PP2 treatment compared with the control
[Fig. 1(B)]. It is well known that FAK expression and acti-
vation is linked to migratory activity and its phosphoryl-
ation at Y576/577 by c-Src is important in mediating
downstream signal pathways [17]. PP2 inhibited phos-
phorylation of FAK in both cell lines [Fig. 1(C)].

Changes in the expression of epithelial and
mesenchymal markers caused by PP2 treatment
In the wound-healing assay, high metastatic MDA-MB-231
cells became compact and tended to cluster with each other
after PP2 treatment. But low metastatic MCF-7 cells treated
with the same concentration of PP2 maintained the same
epithelial morphology [Fig. 1(B)]. The morphological
changes indicated a possible role of PP2 in EMT process
in MDA-MB-231 cells, but not in MCF-7 cells. We further
examined the expression of the epithelial marker
E-cadherin and the mesenchymal marker vimentin after
PP2 treatment in the two breast carcinoma cell lines. The
human embryonic kidney epithelial cell line HEK293 was
used as a control epithelial cell. PP2 significantly induced
E-cadherin at the transcriptional and protein levels in
MCF-7 and MDA-MB-231 cells, but PP2 reduced

E-cadherin in HEK293 cells [Fig. 2(A,B)]. In addition,
vimentin was downregulated after PP2 treatment in
MDA-MB-231 cells, whereas it was undetectable in
MCF-7 and unchanged in HEK293 [Fig. 2(A,B)].

Figure 1 PP2 inhibited phosphorylation of c-Src and cell
migration (A) Western blot analysis of phospho-Src (p-Src) and c-Src

after PP2 treatment in MCF-7 and MDA-MB-231 cells. Cells were

collected before or after 10 mM PP2 treatment for 12, 24, and 30 h. Total

protein lysates (20 mg) were separated by SDS–PAGE followed by

Western blot analysis using antibodies specific to phospho-Src (Y419)

and c-Src. (B) A wound-healing assay was performed to determine the

effect of PP2 on cell migration. After treatment with 10 mM PP2 for 12 h,

cells were allowed to migrate to denuded area for 6 h. Cell migration was

visualized at 100� magnification and photographed with Carl Zeiss light

microscope. Scale bar ¼ 100 mm. Results are the representative of at least

three separate experiments. (C) Western blot analysis of phospho-FAK

(p-FAK) and FAK after PP2 treatment in MCF-7 and MDA-MB-231

cells. Western blot results were quantified by densitometry analysis. Data

were calculated as the mean optical density of treated samples as a

percent of untreated cells normalized against the total protein level of

c-Src and FAK, respectively.
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PP2 affects transcription factors that involved in EMT
To study the upstream effectors that regulate transcription
of E-cadherin and vimentin, we focused on three well-
known transcription factors, Slug, SIP1, and Twist. We
chose Slug because it has been proposed to be a likely in
vivo repressor of E-cadherin when compared with Snail in
breast carcinomas [18,19]. In MCF-7 cells, Slug and SIP1
were decreased at the transcriptional and protein levels
after PP2 treatment, whereas Twist was undetectable. In
contrast, only Slug was downregulated after PP2 treatment
in MDA-MB-231 cells, whereas SIP1 and Twist were
mainly unchanged [Fig. 2(C,D)]. In addition, Slug was
also slightly decreased by PP2 in HEK293, whereas SIP1
and Twist were unchanged.

Suppression of c-Src by RNAi
To confirm the relationship between c-Src suppression and
EMT, we used siRNA strategy to deplete c-Src. Western

blot analysis demonstrated that c-Src was significantly sup-
pressed in two siRNA clones in all cell lines. But there
was no difference between parental control cells and mock
cells [Fig. 3(A)].

Knockdown of c-Src by RNAi inhibited EMT and
affected expression of transcription factors
After knockdown of c-Src by RNAi, we observed morpho-
logical changes of MDA-MB-231 cells from elongated and
spindle shape to rounded and epithelial-like shape
[Fig. 3(B)]. In contrast, no obvious morphological changes
were observed in MCF-7 and HEK293 cells. Further
studies showed that knockdown of c-Src induced
E-cadherin in both MCF-7 and MDA-MB-231 cells, but
significantly inhibited vimentin in MDA-MB-231 cells
[Fig. 3(C)]. In HEK293 cells, vimentin was unchanged
after c-Src silencing, whereas E-cadherin was downregu-
lated. In addition, Slug and SIP1 were down-regulated after
c-Src silencing in MCF-7 and MDA-MB-231 cells, but
mainly unchanged in HEK293 cells [Fig. 3(C)].

Discussion

In this study, we used two well-characterized breast carci-
noma cell lines to study the relationship between c-Src and
EMT. MCF-7 cells displayed an epithelial morphology,
whereas MDA-MB-231 displayed typical mesenchymal
morphology. After Src inhibition by PP2, the migration of
both cells was inhibited and the phosphorylation of FAK
was suppressed. In addition, MDA-MB-231 cells became
compact and tended to cluster with each other after PP2
treatment. This morphological change indicates that c-Src
suppression by PP2 may inhibit EMT.

The following study on epithelial and mesenchymal
markers revealed that PP2 affected the expression of
E-cadherin and vimentin in breast carcinoma cells.
E-cadherin is an important protein for cell adhesion and is
required for the formation of epithelia in the embryo and to
maintain epithelial homeostasis in adult. Loss of E-cadherin
increases tumor cell invasiveness in vitro and contributes to
the transition of adenoma to carcinoma in animal models
[4]. Vimentin is a predominant intermediated filament
protein in mesenchymal cells and plays key roles in
maintaining cytoarchitecture and cell migration [20]. c-Src
suppression by PP2 or siRNA induced E-cadherin and
inhibited vimentin in breast carcinoma cells. Restore of
E-cadherin by PP2 was also observed in other cancer cells
[13,15,21]. An indirect immunoperoxidase procedure was
used for E-cadherin expression in MDA-MB-231 cells.
After PP2 treatment or c-Src silencing by siRNA,
E-cadherin was up-regulated on the cytomembrane in
MDA-MB-231 cells (Supplementary Fig. S1). But
E-cadherin was downregulated after c-Src suppression in

Figure 2 PP2 affected transcription and expression of E-cadherin,
vimentin, Slug, SIP1, and Twist (A) and (C) MCF-7 cells,

MDA-MB-231, and HEK293 cells were incubated with 10 mM PP2 for

indicated times. Following incubation, cells were harvested. The indicated

gene transcription was analyzed by RT–PCR. GADPH was used as

internal control. (B) and (D) Following incubation with 10 mM PP2 for

indicated times, cells were harvested and lysates were separated by SDS–

PAGE. Proteins were detected using indicated antibodies. GADPH was

used as internal control. The accompanying graphs under each figure

show the relative amounts of Western blot bands measured by

densitometry. Data were calculated as the mean optical density of treated

samples as a percent of untreated cells normalized against GAPDH.
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HEK293 cells and the mechanism needs to be further
studied.

The transcription factors that regulate E-cadherin and
vimentin were further investigated. Slug is a mediator of
EMT in mouse and human invasive carcinoma cells [22].
SIP1 is a zinc finger protein and has similar repressor
effect in E-cadherin transcription as Slug. Twist was
recently shown to induce EMT through firstly repression of
E-cadherin and increase of vimentin [5]. Both Slug and
SIP1 were downregulated after c-Src inhibition by PP2 or
RNAi in breast carcinoma cells. But Twist was invariant in
MDA-MB-231 and HEK293 cells while undetectable in

MCF-7 cells. These results suggest that c-Src inhibition
may regulate E-cadherin and vimentin through Slug and
SIP1 in breast carcinoma cells. Twist may not involve in
the c-Src-mediated EMT in breast carcinoma cells. It was
reported that c-Src might regulate EMT though Slug in
Slug-overexpressing MDCK cells [23]. c-Src-dependent
activation of FAK is required for delocalization of
membrane-bound E-cadherin through Snail [24]. Twist and
Snail were independently regulated, but exerted inhibitory
effect to suppress E-cadherin transcription [25]. The poss-
ible mechanism of the results is that these transcription
factors may be regulated through different pathways.

Figure 3 Knockdown of c-Src by siRNA inhibits EMT (A) c-Src knockdown by siRNA. Western blot analysis indicated that c-Src protein levels

were suppressed in two siRNA clones compared to that of parental cells (no treatment) or mock cells (scramble siRNAs). (B) Morphology of cells after

c-Src siRNA transfection was visualized at 200� magnification and photographed with Carl Zeiss light microscope. (C) Western blot analysis for

E-cadherin, vimentin, Slug, and SIP1 after c-Src silencing. GADPH was used as internal control. The accompanying graphs under each figure show the

relative amounts of Western blot bands measured by densitometry. Data were calculated as the mean optical density of treated samples as a percent of

parental cells normalized against GAPDH.
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MAPK acted as the upstream of Snail/Slug and is required
for the GSK3b-mediated Snail protein stabilization [26],
whereas MAPK is the direct downstream of c-Src. In
Drosophila, a NF-kB-like transcription factor named
Dorsal was known as upstream regulator of Twist, and
Twist may be the downstream target of NF-kB in
mammals [27]. But NF-kB does not always act in the same
direction as c-Src [28]. The different signaling pathways
may contribute to the different changes of Snail, Slug and
Twist after c-Src inhibition.

In conclusion, c-Src may play important roles in EMT
process in metastatic breast carcinoma cells. c-Src suppres-
sion by PP2 or siRNA inhibited EMT and reversed the
mesenchymal-like phenotype in high metastatic MDA-MB-
231 cells. The results of these studies provide the first
characterizations of molecular and biological effects of c-Src
suppression on EMT in metastatic breast carcinoma cells.

Supplementary data

Supplementary data is available at ABBS online.

Acknowledgements

We thank professors Yuxian Zhu and Zhenquan Guo
(College of Life Sciences, Peking University, Beijing,
China) for guidance in accomplishing this work.

Funding

This work was supported by the grants from the National
Natural Science Foundation of China (No. 30571711) and
Beijing Natural Science Foundation (No. 5092012).

References

1 Polyak K and Weinberg RA. Transitions between epithelial and mesenchy-

mal states: acquisition of malignant and stem cell traits. Nat Rev Cancer

2009, 9: 265–273.

2 Zeisberg M and Neilson EG. Biomarkers for epithelial-mesenchymal tran-

sitions. J Clin Invest 2009, 119: 1429–1437.

3 Geiger TR and Peeper DS. Metastasis mechanisms. Biochim Biophys Acta

2009, 1796: 293–308.

4 Thiery JP. Epithelial-mesenchymal transitions in tumor progression. Nat

Rev Cancer 2002, 2: 442–454.

5 Kang Y and Massague J. Epithelial-mesenchymal transitions: twist in

development and metastasis. Cell 2004, 118: 277–279.

6 Wheeler DL, Iida M and Dunn EF. The role of Src in solid tumors.

Oncologist 2009, 14: 667–678.

7 Irby RB and Yeatman TJ. Role of Src expression and activation in human

cancer. Oncogene 2000, 19: 5636–5642.

8 Masaki T, Igarashi K, Tokuda M, Yukimasa S, Han F, Jin YJ and Li JQ,

et al. pp60c-src activation in lung adenocarcinoma. Eur J Cancer 2003, 39:

1447–1455.

9 Mandal M, Myers JN, Lippman SM, Johnson FM, Williams MD, Rayala

S and Ohshiro K, et al. Epithelial to mesenchymal transition in head and

neck squamous carcinoma: association of Src activation with E-cadherin

down-regulation, vimentin expression, and aggressive tumor features.

Cancer 2008, 112: 2088–2100.

10 Karni R and Levitzki A. pp60(hcSrc) is a caspase-3 substrate and is essen-

tial for the transformed phenotype of A431 cells. Mol Cell Biol Res

Commun 2000, 3: 98–104.

11 Avizienyte E, Wyke AW, Jones RJ, McLean GW, Westhoff MA, Brunton

VG and Frame MC. Src-induced de-regulation of E-cadherin in colon

cancer cells requires integrin signalling. Nat Cell Biol 2002, 4: 632–638.

12 Hanke JH, Gardner JP, Dow RL, Changelian PS, Brissette WH, Weringer

EJ and Pollok BA, et al. . Discovery of a novel, potent, and Src family-

selective tyrosine kinase inhibitor. Study of Lck- and FynT-dependent T

cell activation. J Biol Chem 1996, 271: 695–701.

13 Lin CY, Lin CJ, Chen KH, Wu JC, Huang SH and Wang SM. Macrophage

activation increases the invasive properties of hepatoma cells by destabiliza-

tion of the adherens junction. FEBS Lett 2006, 580: 3042–3050.

14 Yang SZ, Zhang LD, Zhang Y, Xiong Y, Zhang YJ, Li HL and Li XW,

et al. HBx protein induces EMT through c-Src activation in SMMC-7721

hepatoma cell line. Biochem Biophys Res Commun 2009, 382: 555–560.

15 Ulianich L, Garbi C, Treglia AS, Punzi D, Miele C, Raciti GA and

Beguinot F, et al. ER stress is associated with dedifferentiation and an

epithelial-to-mesenchymal transition-like phenotype in PC Cl3 thyroid

cells. J Cell Sci 2008, 121: 477–486.

16 Lacroix M and Leclercq G. Relevance of breast cancer cell lines as models

for breast tumors: an update. Breast Cancer Res Treat 2004, 83: 249–289.

17 Parsons JT. Focal adhesion kinase: the first ten years. J Cell Sci 2003,

116: 1409–1416.

18 Hajra KM, Chen DY and Fearon ER. The SLUG zinc-finger protein

represses E-cadherin in breast cancer. Cancer Res 2002, 62: 1613–1618.

19 Martin TA, Goyal A, Watkins G and Jiang WG. Expression of the tran-

scription factors snail, slug, and twist and their clinical significance in

human breast cancer. Ann Surg Oncol 2005, 12: 488–496.

20 Leonard M, Chan Y and Menko AS. Identification of a novel intermediate

filament-linked N-cadherin/gamma-catenin complex involved in the estab-

lishment of the cytoarchitecture of differentiated lens fiber cells. Dev Biol

2008, 319: 298–308.

21 Nam JS, Ino Y, Sakamoto M and Hirohashi S. Src family kinase inhibitor

PP2 restores the E-cadherin/catenin cell adhesion system in human cancer

cells and reduces cancer metastasis. Clin Cancer Res 2002, 8: 2430–2436.

22 Nieto MA. The snail superfamily of zinc-finger transcription factors. Nat

Rev Mol Cell Biol 2002, 3: 155–166.

23 Sivakumar R, Koga H, Selvendiran K, Maeyama M, Ueno T and Sata M.

Autocrine loop for IGF-I receptor signaling in SLUG-mediated epithelial-

mesenchymal transition. Int J Oncol 2009, 34: 329–338.

24 Cicchini C, Laudadio I, Citarella F, Corazzari M, Steindler C, Conigliaro

A and Fantoni A, et al. . TGFb-induced EMT requires focal adhesion

kinase (FAK) signaling. Exp Cell Res 2008, 314: 143–152.

25 Yang MH, Chen CL, Chau GY, Chiou SH, Su CW, Chou TY and Peng

WL, et al. . Comprehensive analysis of the independent effect of twist and

snail in promoting metastasis of hepatocellular carcinoma. Hepatology

2009, 50: 1464–1474.

26 Marchetti A, Colletti M, Cozzolino AM, Steindler C, Lunadei M,

Mancone C and Tripodi M. ERK5/MAPK is activated by TGFbeta in hep-

atocytes and required for the GSK-3beta-mediated Snail protein stabiliz-

ation. Cell Signal 2008, 20: 2113–2118.

27 Sosic D, Richardson JA, Yu K, Ornitz DM and Olson EN. Twist regulates

cytokine gene expression through a negative feedback loop that represses

NF-kB activity. Cell 2003, 112: 169–180.

28 Baek JE, Yang WS, Chang JW, Kim SB, Park SK, Park JS and Lee SK.

Fatty acid-bearing albumin induces VCAM-1 expression through c-Src

kinase-AP-1/NF-kB pathways: effect of L-carnitine. Kidney Blood Press

Res 2010, 33: 72–84.

c-Src suppression inhibited epithelial to mesenchymal transition

Acta Biochim Biophys Sin (2010) | Volume 42 | Issue 7 | Page 501

D
ow

nloaded from
 https://academ

ic.oup.com
/abbs/article/42/7/496/875 by guest on 10 April 2024

http://abbs.oxfordjournals.org/cgi/content/full/gmq043/DC1

