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A P P E N D IX

T A B L E S  O F  E X P E R IM E N T A L  R E S U LT S

Table 2 The percentage of H460 cell viability determined by MTT assay after 

treatment with various concentrations of TCS (0-10 pM) for 24 h

The concentrations of TCS 

(pM)

Cell viability (%) 

(Mean ± SE)

0 100.00 ± 0.00

1 101.87 ± 0.27

2.5 99.70 ± 1.03

5 100.36 ± 2.52

7.5 97.20 ± 3.59

10 74.94 ± 0.32*

Data present the experimental values and means of three independent 

experiments ± SEM. ^refers significant difference versus non-treated control (P < 0.05) 

determined by One-way ANOVA and Tukey’s test.
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Table 3 The percentage of apoptotic cells determined by Hoechst33342/PI staining 

assay after treatment with various concentrations of TCS (0-10 pM) for 24 h

The concentrations of TCS 

(pM)

Cell apoptosis (%) 

(Mean ± SE)

0 1.00 ± 0.15

1 1.31 ± 0.50

2.5 1.41 ± 0.51

5 1.07 ± 0.30

7.5 1.03 ± 0.19

10 26.82 ± 0.96*

Data present the experimental values and means of three independent 

experiments ± SEM. ^refers significant difference versus non-treated control (p  < 0.05) 

determined by One-way ANOVA and Tukey’s test.
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T a b le  4 T he p e rcen tag e  of H460 cell viability d e te rm in ed  by MTT assay after

tre a tm e n t with various non -con cen tra tion s o f TCS (0-7.5 pM) for 0, 3, 6 , 9,

12 or 24 h in d e ta c h e d  condition

Time (h) TCS (pM)

0 2.5 5 7.5

0 100.00 ± 0.00 100.00 ± 0.00 100.00 ± 0.00 100.00 ± 0.00

3 68.82 ± 2.32 66.91 ± 4.76 69.50 ± 1.60 63.45 ± 1.87

6 60.25 ± 3.75 65.53 ± 2.92 65.08 ± 2.05 34.43 ± 3.42

9 51.89 ± 2.36 52.26 ± 3.53 54.93 ± 2.79 49.95 ± 3.09

12 49.35 ± 3.03 52.41 ± 4.50 54.21 ± 2.51 52.98 ± 3.33

24 47.98 ± 2.34 45.95 ± 1.61 47.63 ± 3.53 43.04 ± 04.19

Data present the experimental values and means of three independent

experiments ± SEM.
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Table 5 The percentage of AR cell viability determined by PrestoBlue assay after 

treatment with various concentrations of TCS (0-7.5 pM) for 12, 24 and 48 h

Time (h) TCS (pM)

0 2.5 5 7.5

12 100.00 ± 0.00 103.87 ± 1.75 102.92 ± 1.59 103.36 ± 2.84

24 100.00 ± 0.00 98.27 ± 0.81 93.56 ± 2.13 93.71 ± 3.65

48 100.00 ± 0.00 99.62 ± 2.81 99.11± 2.40 95.42 ± 2.46

Data present the experimental values and means of three independent 

experiments ± SEM.
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Table 6 The percentage of aggregate size of AR cells determ ined  by image analyzer

after trea tm en t with various concentrations of TCS (0-7.5 pM) for 24 h in

d e tach ed  condition

The concentrations of TCS 

(pM)

Aggregate size (%) 

(Mean ± SE)

0 100.00 ± 0.00

2.5 63.23 ± 0.58*

5 41.45 ± 0.40*

7.5 37.63 ± 0.60*

Data

experiments

present the experimental values and means of three independent 

± SEM. *refers significant difference versus non-treated control (p < 0.05)

d e te rm in ed  by O ne-w ay ANOVA and  T ukey’s te s t.
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T able  7 The p e rcen tag e  o f aggregate n u m b er of AR cells d e te rm in ed  by image

analyzer a fter tre a tm e n t with various co n cen tra tio n s  o f TCS (0-7.5 pM) for

24 h in d e ta c h e d  condition

The concentrations of TCS 

(pM)

Aggregate number (%) 

(Mean ± SE)

0 100.00 ± 0.00

2.5 28.95 ± 0.58*

5 8.77 ± 0.38*

7.5 7.02 ± 0.33*

Data present the experimental values and means of three independent 

experiments ± SEM. *refers significant difference versus non-treated control (p  < 0.05) 

determined by One-way ANOVA and Tukey’s test.
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T able  8 T he relative protein  of N-cadherin d e te rm in ed  by w este rn  b lo t analysis after

AR cells w ere  tre a te d  with TCS (0-7.5 pM) for 24 h in d e ta c h e d  condition

The concentrations of TCS 

(pM)

Relative N-cadherin level 

(Mean ± SE)

0 1.00 ± 0.00

2.5 1.39 ± 0.23

5 2.04 ± 0.22*

7.5 2.41 ± 0.18*

Mean data  from in dep end en t experim ents are norm alized to  th e  level of (3-actin

protein. Values are m eans of th ree  in dep end en t triplicate sam ples ± SEM ^refers

significant d ifference versus n o n -trea ted  co n tro l (P < 0.05) d e te rm in e d  by O ne-w ay

ANOVA and  T ukey’s test.
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T ab le  9 T he relative pro te in  of E-cadherin d e te rm in ed  by w este rn  b lo t analysis after

AR cells  w ere  tre a te d  with TCS (0-7.5 pM) for 24 h in d e ta c h e d  condition

The concentrations of TCS 

(pM)

Relative E-cadherin level 

(Mean ± SE)

0 1.00 ± 0.00

2.5 1.00 ± 0.09

5 0.60 ± 0.04*

7.5 0.34 ± 0.09*

Mean data from in dep end en t experim ents are norm alized to  th e  level of P-actin

protein. Values are m eans of th ree  independen t triplicate sam ples ± SEM. ‘ refers

significant d ifference versus n o n -trea ted  co n tro l (P < 0.05) d e te rm in ed  by O ne-w ay

ANOVA an d  T ukey’s te s t.
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T able  10 T he relative protein  o f vim entin d e te rm in ed  by w este rn  b lo t analysis after

AR cells  w ere  tre a te d  with TCS (0-7.5 pM) for 24 h in d e ta c h e d  condition

The concentrations of TCS 

(pM)

Relative vimentin level 

(Mean ± SE)

0 1.00 ± 0.00

2.5 1.21 ± 0.02*

5 1.26 ± 0.03*

7.5 1.35 ± 0.04*

Mean data from in dep end en t experim ents are norm alized to  th e  level of (3-actin

protein. Values are m eans of th ree  in dep end en t triplicate sam ples ± SEM. ^refers

significant d ifference versus n o n -trea ted  con tro l (p < 0.05) d e te rm in e d  by O ne-w ay

ANOVA and  T ukey’s te s t.
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T ab le  11 T he relative pro te in  o f slug d e te rm in ed  by w este rn  b lo t analysis a fter AR

cells w ere  tre a te d  with TCS (0-7.5 pM) for 24 h in d e ta c h e d  condition

The concentrations of TCS 

(pM)

Relative slug level 

(Mean ± SE)

0 1.00 ± 0.00

2.5 1.23 ± 0.13

5 1.30 ± 0.12

7.5 1.47 ± 0.10*

Mean data  from in dep end en t experim ents are norm alized to  th e  level of P-actin

protein. Values are m eans of th ree  independen t triplicate sam ples ± SEM. ^refers

significant d ifference versus n o n -trea ted  con tro l (P < 0.05) d e te rm in e d  by O ne-w ay

ANOVA and  T ukey’s test.
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Tab le  12 T he relative protein  o f snail d e te rm in ed  by w este rn  b lo t analysis a fter AR

cells  w ere  tre a te d  with TCS (0-7.5 pM) for 24 h in d e ta c h e d  condition

The concentrations of TCS 

(pM)

Relative snail level 

(Mean ± SE)

0 1.00 ± 0.00

2.5 1.06 ± 0.02

5 1.24 ± 0.04*

7.5 1.36 ± 0.08*

Mean data  from in dep end en t experim ents are norm alized to  th e  level of (3-actin

protein. Values are m eans of th ree  independen t triplicate sam ples ± SEM. *refers

significant d ifference versus n o n -trea ted  con tro l (P < 0.05) d e te rm in ed  by O ne-w ay

ANOVA and  T ukey’s te s t.
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Table 13 The percentage of colony number of AR cells determined by image 

analyzer after treatment with various concentrations of TCS (0-7.5 pM) for 

10 days in colony formation assay

The concentrations of TCS 

(pM)

Colony number (%) 

(Mean ± SE)

0 100.00 ± 0.00

2.5 111.11 ± 2.41

5 125.77 ± 2.71*

7.5 151.66 ± 6.36*

Data

experiments

present the experimental values and means of three independent 

± SEM. *refers significant difference versus non-treated control (p < 0.05)

d e te rm in ed  by O ne-w ay ANOVA and  T ukey’s test.
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Table 14 The percentage of colony size of AR cells determined by image analyzer 

after treatment with various concentrations of TCS (0-7.5 pM) for 10 days in 

colony formation assay

The concentrations of TCS 

(pM)

Colony size (%) 

(Mean ± SE)

0 100.00 ± 0.00

2.5 91.10 ± 2.37

5 60.77 ± 2.37*

7.5 56.87 ± 2.87*

Data

experiments

present the experimental values and means of three independent 

± SEM. ^refers significant difference versus non-treated control (p < 0.05)

d e te rm in ed  by O ne-w ay ANOVA and  T ukey’s test.



'2
0

8
6

4
8

7
0

2

118

Table 15 Relative cell migration of AR cells determined by transwell migration assay 

after cells were pretreated with non-toxic concentrations of TCS (0-7.5 pM) 

for 24 h in detached condition and then subjected to transwell assay for 

24 h

The concentrations of TCS 

(pM)

Relative migration (24 h) 

(Mean ± SE)

0 1.00 ± 0.00

2.5 1.19 ± 0.07

5 2.38 ± 0.06*

7.5 3.70 ± 0.13*

Data present the experimental values and means of three independent 

experiments ± SEM. ^refers significant difference versus non-treated control (p < 0.05) 

determined by One-way ANOVA and Tukey’s test.
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Table 16 Relative cell invasion of AR cells determined by transwell invasion assay 

after cells were pretreated with non-toxic concentrations of TCS (0-7.5 pM) 

for 24 h in detached condition and then subjected to transwell assay for 

24 h

The concentrations of TCS 

(pM)

Relative invasion (24 h) 

(Mean ± SE)

0 1.00 ± 0.00

2.5 1.25 ± 0.05

5 1.95 ± 0.11*

7.5 2.06 ± 0.14*

Data present the experimental values and means of three independent 

experiments ± SEM. ^refers significant difference versus non-treated control (P < 0.05) 

determined by One-way ANOVA and Tukey’s test.
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Table 17 T he relative protein  of pFAK/FAK d e te rm in ed  by w este rn  b lo t analysis after

AR cells  w ere  p re tre a te d  with TCS (0-7.5 pM) for 24 h in d e ta c h e d  condition

and  th e n  a tta c h e d  on con ven tio nal cu ltu re  dishes for 4 h

The concentrations of TCS 

(pM)

Relative pFAK/FAK level 

(Mean ± SE)

0 1.00 ± 0.00

2.5 1.44 ± 0.04*

5 1.54 ± 0.03*

7.5 2.37 ± 0.05*

Mean data  from in dep end en t experim ents are norm alized to  th e  level of (3-actin

protein. Values are m eans of th ree  in dep end en t triplicate sam ples ± SEM. *refers

significant d ifference versus n o n -trea ted  con tro l (P < 0.05) d e te rm in e d  by One-w ay

ANOVA an d  T ukey’s test.
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Table 18 T he relative protein  o f pAkt/Akt d e te rm in ed  by w este rn  b lo t analysis after

AR cells  w ere  p re tre a te d  with TCS (0-7.5 pM) for 24 h in d e tach ed

condition  and  th e n  a tta c h e d  on co n v en tio n a l cu ltu re  d ishes for 4 h

The concentrations of TCS 

(pM)

Relative pAkt/Akt level 

(Mean ± SE)

0 1.00 ± 0.00

2.5 1.07 ± 0.02

5 1.25 ± 0.03*

7.5 1.39 ± 0.02*

Mean data  from in dep end en t experim ents are norm alized to  th e  level of (3-actin

protein. Values are m eans of th ree  independen t triplicate sam ples ± SEM. *refers

significant d ifference versus n o n -trea ted  co n tro l (p < 0.05) d e te rm in ed  by O ne-w ay

ANOVA and  T ukey’s te s t.
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T ab le  19 T he relative protein o f Racl-GTP d e te rm in ed  by w este rn  b lo t analysis after

AR cells  w ere  p re tre a te d  with TCS (0-7.5 pM) for 24 h in d e ta c h e d

condition  and  th e n  a tta c h e d  on  con ven tio na l cu ltu re  dishes for 4 h

The concentrations of TCS 

(pM)

Relative Racl-GTP level 

(Mean ± SE)

0 1.00 ± 0.00

2.5 1.01 ± 0.01

5 1.54 ± 0.06*

7.5 2.00 ± 0.10*

Mean data  from in dep end en t experim ents are norm alized to  th e  level of (3-actin

protein. Values are m eans of th ree  in dep end en t triplicate sam ples ± SEM. *refers

significant d ifference versus n o n -trea ted  con tro l (P < 0.05) d e te rm in ed  by O ne-w ay

ANOVA and  T ukey’s te s t.
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Table 20 T he relative protein  of RhoA-GTP d e te rm in ed  by w este rn  b lo t analysis after

AR cells w ere  p re tre a te d  with TCS (0-7.5 pM) for 24 h in d e ta c h e d  condition

an d  th e n  a tta c h e d  on con ven tio nal cu ltu re  d ishes for 4 h

The concentrations of TCS 

(pM)

Relative RhoA-GTP level 

(Mean ± SE)

0 1.00 ± 0.00

2.5 1.02 ± 0.01

5 1.07 ± 0.02

7.5 1.06 ± 0.02

Mean data from independent experiments are normalized to the level of (3-actin 

protein. Values are means of three independent triplicate samples ± SEM.
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