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Fig. 1. Light microscopic images of the
RT4 cell lines. Cells were incubated with
different concentrations of ferulic acid
for 72 h. (A. 0 mM, B. 0.25 mM, C. 0. 5
mM, D. 0.7 mM, E. 1 mM, F. 2.5 mM, G.
4 mM, H. 5 mM) (magnification 500x,
scale bar = 0.1mm)
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Fig. 2. MTT assay for cell viability of
RT4 (2.5%10"
treatment with ferulic acid. All values of
OD are relative to the OD at 0 h. The

ratio of OD at 570 nm are shown for at

24 h intervals during an incubation time
of 72 h. RT4 cells treated with DMSO
and ferulic acid at 0, 0.5, 0.7, 1, 4 mM,
respectively. Results are mean + S.D. for
n=3. Different superscripts (a-d) mean
significantly different (p<0.01) with 0
mM at 72 hr.

cells/mL) following

Fig. 4. Light microscopic images of the
T24 cell lines. Cells were incubated with
different concentrations of ferulic acid
for 72 h. (A. 0 mM, B. 0.25 mM, C. 0.
5mM, D. 0.7 mM, E. ] mM, F. 2.5 mM,
G. 4 mM, H. 5 mM) (magnification 500x,
scale bar = 0.1mm)
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Fig. 3. MTT assay for cell viability of
T24  (5x10°  cells/mL)
treatment with ferulic acid. All values of
OD are relative to the OD at 0 h. The

ratio of OD at 570 nm are shown for at

following

24 h intervals during an incubation time
of 72 h. T24 cells treated with DMSO
and ferulic acid at 0, 0.5, 0.7, 1, 4 mM.
Results are mean + S.D. for n=3.
Different  superscripts  (a-c)
significantly different (p<0.01) with 0
mM at 72 hr.
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Fig. 5. The flow cytometric analysis of
RT4 cells were treated with different
concentration of ferulic acid for 72 h as
indicated. Significant cell arrest occurs
at phase G1 by ferulic acid (A. 0 mM, B.
DMSO, C. 1 mM, D. 4 mM).
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Fig. 6. Cell cycle distribution identified
by flow cytometry. RT4 cells were
treated with different concentration of
ferulic acid for 72 h as indicated. Cell
cycle distribution was quantified by
ModFIT LT 3.0 software. Results were
averaged from triplicate experiments and
expressed n=3.
cSignificantly different (p<0.01) from
the 0 mM.

in mean =+ S.D.
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Fig. 7. The flow cytometric analysis of
T24 cells were treated with different
concentration of ferulic acid for 72 h as
indicated. Significant cell arrest
at phase G2 by ferulic acid (A. 0 mM, B.
DMSO, C. 1 mM, D. 4 mM).
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Fig. 8. Cell cycle distribution identified
by flow cytometry. T24 cells were
treated with different concentration of
ferulic acid for 72 h as indicated. Cell
cycle distribution was quantified by
ModFIT LT 3.0 software. Results were
averaged from triplicate experiments and
expressed in mean =+ S.D. n=3.
“Significantly different (p<0.01) from
the 0 mM.
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Fig. 9. Fluorescence images of T24 cells
stained with JC-1. Cells were

incubated with McCoy‘s 5A medium
and ferulic acid (0, 1, 4 mM) for 72 h.
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Fig. 10. The zymograms of MMP-2 and
MMP-9 on the cell lines. T24 cells were
incubated in the presence of c ferulic
acid for 72 h. The bands for pro MMP-2
are all observed at 72 h as indicated,
while active MMP-9 significant reduced
in dose-dependent at 72 h post
incubation.
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