N
>

S|
el
i

,\m

A4

- R PERE N R e R e S R

- ~ E PPk (peptide 1 )54 fw P2 $k MCF-7 ‘w¥2 13 7% 5 2. B2 58

$7 313K 37425 (peptide 1 : Fmoc-Gly-Tyr-Aib-Asn-NH, ) 5 f o
% $AMCF-7 ‘w375 5 2 B2 488 » #-3 3 4 x10° cells/mL %75 4o
2 1DMEM 3 % % » 3 & P 31243 % 12 % 42 (200 puL/well) ¥ -
fe » 7 Jr kR Zpeptide 1 (% E& 5100~75~50~25 &1 uM) > I ®
v P o gk Y B R 2 * Zdoxorubicin (¥ 4 positive control
(Jayaprakasam et al. 2003) §vDMSO ¥ Z negative control’ 5% CO, ~
37 CentE i T 5 & w3 % 24~482372 ) pFis > WMTT ™ 2 PliE - Bl4.1-1
B2EFIE > A¥Mediumi ¥R 22 T 0 FLk e MCF-7 A
peptide 1 /224 P&ET > % 55 5 275 uM 2100 uM £ 5 B ¥4
e AEICs); ft248 ] FFT o dmfe 35 S 450 uUM~T75 UM 22 100 uM

T REFE B AFICs T2 ) BET 0 b i3 iE S 250 uM -
75uM #2100 UM £ 3 BF 1 0 ® 8 A EICs 0 7 ¥ 6 5
AR o e B A AL FEM > @ E 2 ARk g

dE R RFBpEGFHEF A T d BE (L) wDMSO #iw

2, 2 o A x
REFERFERE



- v ahakrk (peptide 1) 7R dn 72 th MDA-MB-453 fm % T3 7% &

-
7. e
= R —lﬂi

7 313K 394 2x(peptidel : Fmoc-Gly-Tyr-Aib-Asn-NH, ) ¥t 5 & fo
"2 YAMDA-MB-453 % 5% 5 2. B2 58 774 x10° cells/mL % #E
g m e I DMEM 3 % % 0 35 & fm %2 32 243C fm e 33 % 47 (200 pl/well)
¥ 4o x 7 ok 2 peptide 1 (3B R 5100 ~ 75 ~ 50 ~ 25 221 pM) »
2o pow gk (Y B 2 * Zdoxorubicin ¥ % positive control fr
DMSO {7 % negative control> #5% CO,~37°C eif & 7 » 4 %33 %24 ~
488372/ pFis > IMTT ™ /2 P& o Bl4.1-2.3 % % 3 > ¥ Medium 2
¥R fet 2. T o U dm e MDA-MB-453 fipeptidel rd224-| PET
W G E S ASOUM HT75 UM £ B FN 0 w8 A EICs ; AIT48
JPET S e A S S0 UM ~ 75 uM #2100 uM B G R E M o (e J_
7R EICsy 5 EIRT2 ) PET s M 35 5 250 UM ~ 75 UM #2100 uM

B4 REM > B A EICs o 4 B % (L) E eDMSO w5

M
54

‘ERREEFMLR

Ly

oz
il

s 39425 (peptide 2 ) ¥ 54 dm"e $h MCF-7 ‘w7 13 7% 5 2 B2 50

$F 313K 334 PR (peptide 2 © Arg-Gly-Asp-Glu- Tyr-Aib-Asn-Arg-Gly-

39



Asp-NH, )44 5% & ‘m# hMCF-7 'w% 53 /& 5 2 58 > #-%

Y
N
X
—
o

o)

cells/mL A #F ' s im " 1/ DMEM 32 % it > 32 % 4w "6 222430 'moe 12 %
4 (200 uL/well)® »4e » % F &k & 2 peptide 2 (¥ & & % 100~75~50 £
25 uM) o & ¥ 2 p o §sk 14 B i * #Zdoxorubicin (T % positive
control f*RGD & 7|34 X% 5 negative control > %#5% CO, ~ 37°C i1i%
T S 2448872 BFRS 0 UMTT S 2 BleE - Bl4.1-3% %
IR ¥ Medium 3 ¥R e 2T > 5L e MCF-7 fpeptide 2
BJE2A ] BT s e A S0 UM ~ 75 UM 2100 UM F B 4 B ¥
Mo £ 2 1C5)=96.26 UM ; AIEAS | BT > m s 37 35 & & 50UM ~ 75 UM
#2100 UM, £ F B ¥ 14 > [Csp=64.96 UM ; FJZT2/| T » fm¥e 3% 7%
ES50 uM~75 uM 2100 uM & 5 B F 10 IC50=45.72 uM > d 55 % (2

H45) 1@ RGD $im% 75 8 % R A F LR P -

2~ 2K PR (peptide 2 ) ¥ 5 R w2 $RMDA-MB-453 fmPe 3 iE 5 20

2y

-
&

FF 713K 322k (peptide 2 : Arg-Gly-Asp-Glu-Tyr-Aib-Asn-Arg-Gly-
Asp-NH, ) 54 &, 'm #2 tikMDA-MB-453 ‘w2 3 & 52 25 %73 4
x10° cells/mL  * #5 5% % 072 1V DMEM32 % % > 32 % w5 312430 ¥

£ % 42200 pLiwell)® > 4c » 7 e 3k B 2 peptide 2 (% 3k & % 100 ~ 75
40



#50 M) > I 2 0up o Rkt F 52 * % doxorubicin ¥ 5 positive
control §vRGD 7 #|5+7% {¥ % negative control > #5% CO, ~ 37°C #hif
BT A u3 A024 488272 BELE 0 IMTT ™ 2 B3 - Bl4.1-45 %

2

#F IR0 @ Medium 5 R e 2T > UK e MDA-MB-453 &
peptide2 fad224 | FFT 5 w2 3 A AS0 UM ~ 75 uM 2100 uM ¥
L4 BFM > ¥21Cs=90.84 UM ; 248 | BFT > e 35 i F 250
UM~T75 uM 22100 pM & § B ¥ 12 1Cs50=67.53 UM ; g2 72| BF T

% 376 5 (50 UM~ T5 UM 2100 UM £ § A7 F 42 IC5=4743 uM -

d 2% (L) T wRGD Hwe i3 a2l F BT

41



B8 RPLREN R R R B2 B

- ~ KPR (peptide 1 )54 K fm P2 4k MCF-7 fmPe 3| s 22 B2 58

#£ 313K 34 17K (peptide 1 : Fmoc-Gly-Tyr-Aib-Asn-NH,) ¥t 54 & Jm 52
HMCF-7 ‘w7 4] fi 2. 8258 > %5 § 4 x10° cells/mL 4 #7 5 Jm ¥ 12
DMEM 3 % i » 32 % % 3t243% ¥z 32 % 45 (200 uL/well)® > 4e >
100 uM  z_peptide 1 » & %[3z %24 ~ 48272/ pFis » 1L ig) = 3N i L

M B % e 3 2 1 -

33+ 927k (peptide 1)$ 5 B in % MDA-MB-453 m* 3| f§ 2§

[Z]

$7 313K 322K (peptide 1: Fmoc-Gly-Tyr-Aib-Asn-NH,) ¥+ 54 f ‘o e
MDA-MB-453 ‘w4 fi 2 B85 -5 5 4 x10° cells/mL 4 % 5% S ‘m
2 DMEM 3 & % » 3 & w2 31243 Pz 12 & 4 (200 pL/well)® >
e~ 100 UM 2_ peptide 1 » & W32 %24 ~ 488372 pEis » 1L g2 N 2

AR B R me A a2 B o

30
o=

K HIEPK (peptide 2 ) ¥4 R dw Ptk MCF-7 ‘w¥e 3 fi 2. B2 58

%313k 2H 9475 (peptide 2 : Arg-Gly-Asp-Glu-Tyr-Aib-Asn-Arg-

Gly- Asp-NH,) ¥t 5% &% ‘w72 $xMCF-7 fw% 7| fi 2. 288 » #-3 § 4 x10°
42



cellssrmL A g5 % mre U DMEM 3 %% > 32 & W% 30243  me 12 %
4 (200uL/well)® > 4c »~ 100 uM  2_peptide 2 » 4 %] 32 %24 ~ 482272

PEis > g2 N L R L R e A 2 g o

T~ 2K PRk (peptide 2) ¥ 54 dm P MDA-MB-453 ‘w7 A i 2. B2 5

F 313k 39 < (peptide 2 Arg-Gly-Asp-Glu-Tyr-Aib-Asn-Arg-
Gly- Asp-NHy) ¥f 54 # o ¢ $kMDA-MB-453 ‘m#e 4| i 2. F2 585> #-5 5 4
x10° cells/mL % #F 5 & %2 N DMEM 32 % % > 12 % ‘n & 32243 n e
¥ % 45 (200 uL/well) ¥ > 4c ~ 100 uM  2_peptide 2 » » %] % 24 ~ 48

BT2 PR i S L AR R e A 2 R

43



L

2 R e P A TR

— ~ AR (peptide 2 ) ¥ im7e 4k MCF-7 ‘w2 3 322 72 5%

FF 713K 322k (peptide 2 : Arg-Gly-Asp-Glu-Tyr-Aib-Asn-Arg-Gly-
Asp-NH, ) 74 s %2 th MCF-7 ‘w4 122 82485 %3 3 4x10°
cells/fmL * $g5 g bmie 17 7 2 & 57 DMEM 35 &% > 3 % e 3t
24 3 w0 e 15 % 42 (200 uL/well )® > 4v » % e ik B 2 peptide 2 ( % ik
B i 10075502 25uM ) > 5% CO, ~ 37 Cenig 27 » & w3 %
2448 &2 72 - pE{S > 1% LDH 2 ZRlE o d Bl 43-1 85T &
2 Medium % /R 2t 2. T o U e MCF-7 % peptide 2 g2
24 ~48 T2} PET o W F R R & PR il 4e MCF-7 chine 3 5E2

Hi e o 4 7 peptide 2 $+ 54 2w MCF-7 .2 ‘w3 [2ehro

» 3% 32 PK(peptide 2) ¥t 5 B o e MDA-MB-453 ‘w2 F 322 §5 %5

3]

F7 313K 322K (peptide 2 : Arg-Gly-Asp-Glu-Tyr-Aib-Asn-Arg-Gly-
Asp-NH, ) ¥t 5 ‘m*2 $k MDA-MB-453 ‘m®z 4 322 4 47 5 4
x10° cells/mL % 455 Fpsm®e 13 5 £ & FHDMEM 32 % % > 32 % b
¥ 4t 24 3 dn¥e 12 % 43 (200 pL/well )# > 4c » % e jk B 2 peptide 2

( BERE 10075502 25uM ) 5% CO, ~37Cenig =™ » &

44



|32 2448 8 72 [ pE(S 5 1% LDH = 2Rl o J B 432 8%
7o 3 Medium % ¥R et 2. T o FL g w2 MCF-7 % peptide2
R 2448 ~T2 ] PFT 0 REF R R B PR s 4 MCF-7 ihlne 4 |2

NE2 Hi 4 0 4 77 peptide 2 ¥ 5 B i MDA-MB-453 €2 4 'wm* % |2

45



B 1T R o REFSHR LA R et 8 2 B
— S e REETIR LA (peptide 2)# 5 fn % th MCF-7

e F P 2 AR

F 313k 39 < (peptide 2 : Arg-Gly-Asp-Glu-Tyr-Aib-Asn-Arg-Gly-
Asp-NH, )$+ 5 fm %2 $AMCF-7 fm¥e ik ) 2. 328 » #-3 3 1x10°
cells/mL A %7 5% # "% 1/ DMEM 32 % i% > 32 % 'm¥2 3263 tme 32 % 4
(ImL/ well)® > 4c » % F Jk & 2_peptide 2 (¥ )k & % 1007550 £ 25
uM)> & 2 v p o gk i B R 2 * & doxorubicin ¥ % positive control
5% CO, ~ 3T CenifE 2T > 32 H 24/ PF{S > TUFF B 22 #-ln e 4o
BJR s nimie ) He o BF S (Flow cytometry) @ £ & {7 PI
Zd o &d N RE Pkl o Bl44-18 Bl44-28 % T

Medium % ¥+ Pe ‘et 2. T > 5Lk e MCF-7 fpeptide 2 fad2 24

F_L

O PET SR B 4o o sub-G 1§ B F e o o 3 35U R m 2 MCF-7

enim Pz iF 8P ie F .Gl phase °

=~ U R e R K X (peptide 2)%t 5 % @ % k. MDA-

MB-453 'z ix Hp 2. J2 5

B

FF 313K 334 PR (peptide 2 : Arg-Gly-Asp-Glu-Tyr-Aib-Asn-Arg-Gly-

46



Asp-NH, )$5* & m % tk MDA-MB-453 m#% 8 2. B8 > #-7 %
1x10° cells/mL % #F 5 & 0% 12 DMEM 3 % % > 32 % w6 3t iw
2 3% % 4 (ImL/well)® >4 > 7 I )k & 2 peptide 2 (¥ JE & % 100~75 ~
50 2 25uM) > ¥ P o fRsk (Y B 2 * % doxorubicin 1T A
positive control » & 5% CO, ~ 37Cenig 2T » 32 % 24 -] P55 » 1F
MR TE R A BB S e Y E A BF S (Flow
cytometry)# » £ & {7 PL 4 ¢ » %’%‘é TN dm e R B e % Hp o [B] 4.4-3
BBl 4.4-4 5% B ¥ Medium 5 BB L 2T 0 5Lk e
MDA-MB-453 % peptide 2 fJ2 24 -] BF T > 5§ ¥ Jk & 73 v > sub-Gl
F OB FE 0 4 o T FUR e MDA-MB-453 chim e i 8 1% § & Gl

phase °

47



I8 JI*F > EE 2 (Western) #5373 K 3529475 F 8 2. Fv

4 e Bel2 3k R0 2 4

#F 313K 39 PR (peptide2 : Arg-Gly-Asp-Glu- Tyr-Aib-Asn-Arg-Gly-
Asp-NH,) %t 5 % 'm e tk MCF-7 4p B 30 F 43R > %3 3 1x10
cells/mL * %5 % n% 2 DMEM 1 % % 8 % w¥% > 5cm’ dish ® >
dv o 7 Fe kB2 peptide 2 (¥ kA 5 100~75~50 ¥ 25 uM) > & 5%
CO, ~37Cenif =™ » A wlsz 4 3] pris » 12 P-MER lysis buffer #-
e h Fed Fch A4l BSAKREY R E - Ad B x kA 100 uM
FedLF [ 30 A dBdh PR 1 Fov B0 d  BEEE & IR Bel-2 2 Bax

Fov A R o

Z SR (peptide 2)#F 5 % m P2 $k MDA-MB-453 2 Bel-2 £ Bax

B FEARPE

F 713k 39 < (peptide2 : Arg-Gly-Asp-Glu- Tyr-Aib-Asn-Arg-Gly-
Asp-NH,) $f 54 g fn 7z $ MDA-MB-453 4p B 3-v F 43 > #-7 3

1x107 cells/mL % #F5* B i 12 DMEM 3 %% > 3 % w% * 5cm’
48



dish ¥ »4c » % Jo Jk & 2. peptide 2 (¥ k& 5 100~75~50 ¥ 25 uM) »
B 5% CO37°Cenig 2™ w32 % 3] pFis > 11 P-MER lysis buffer
MmN 39 B X BSARE Y R Ad B A ER 100
UM EJE# 1E 30 A 44 B AJL 1S 39 B0 0 S BhE 2 R IR Bel2 &

Bax 3-v %‘r%\ TR o

49



&5 F

120
—®— 24 hours
—»— 48 hours
100 —»— 72 hours
o
g 80 o
[&]
E *
é B0 4 *
£
E
[
= 40
T
@]
20 ~
U T T T T T

Figure 4.1-1 Human breast cancer cells MCF-7 were treated with O ~ 1 ~

25~ 50 ~ 75 and 100 uM of design peptide 1 (Fmoc-Glu-Tyr-Aib-Asn

-NH,) for 24, 48 and 72 hours. Cell viability was determined by MTT

assay.

* Significant different at p <0.05 level compared with medium control.

Data are presented as the mean + SD (n=3)
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Figure 4.1-2 Human breast cancer cells MDA-MB-453 were treated with
0, 1, 25, 50, 75, and 100 uM of design peptide 1 (Fmoc-Glu-Tyr-Aib-
Asn-NH,) for 24, 48 and 72 hours. Cell viability was determined by MTT

assay.

* Significant different at p <0.05 level compared with medium control.

Data are presented as the mean £ SD (n=3)
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Table 4. 1. The cell ability of breast cancer cell line MCF-7 was treated

with peptidel.
MCEF-7 control 1pM 25 um 50 um 75 uM 100 uM  IC50
24 hours 1000 84.7t4.6 81.7+3.0 82.3+7.1 61.2+4.0* 57.318.1* N.A.
48 hours  100+0 90.5£10.8 82.0+2.4 70.8+5.5* 51.8%3.1* 59.1+3.1* N.A.
72 hours 1000 80.1+3.3 75.9#8.9 63.9+5.3* 56.9£10.0* 61.1£7.6* N.A.
* Significant different at p <0.05 level compared with medium control.
Data are presented as the mean + SD (n=3)
N.A. non-avalible
Table 4.2. The cell ability of breast cancer cell line MDA-MB-453 was
treated with peptidel.
MDA-MB-  control 1uM 25 um 50 uM 75 uM 100 pM  ICsp
453
24 hours 100+0 94.5+2.2 85.6+1.0 83.3+2.9 81.9+6.8* 87.3x1.7* N.A.
48 hours 100+t0 87.1+2.3 78.8+0.3 73.9+1.6* 68.7+1.0* 74.9+1.6* N.A.
72 ours 100+t0 81.4+0.9 71.945.0 67.2+3.3* 57.2+3.1* 61.1+5.8* N.A.

* Significant different at p <0.05 level compared with medium control.
Data are presented as the mean + SD (n=3)

N.A. non-avalible
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Figure 4.1-3 Human breast cancer cells MCF-7 were treated with 0, 25,
50, 75, and 100 uM of design peptide 2 (Arg-Gly-Asp-Glu-Tyr-Aib-
Asn-Arg-Gly-Asp) for 24, 48 and 72 hours. Cell viability was determined
by MTT assay.

* Significant different at p <0.05 level compared with medium control.

Data are presented as the mean + SD (n=3)
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Figure 4.1-4 Human breast cancer cells MDA-MB-453 were treated with
0, 50, 75, and 100 uM of design peptide 2 (Arg-Gly-Asp-Glu-Tyr-Aib-
Asn-Arg-Gly-Asp) for 24,48 and 72 hours. Cell viability was determined
by MTT assay.

% Significant different at p <0.05 level compared with medium control.

Data are presented as the mean + SD (n=3)
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Table 4.3. The cell viability of breast cancer cell line MCF-7 was treated

with peptide 2.

MCF-7 control 25 puM 50 uM 75 uM 100 um 1Cso
(nM)

24hours 100+0 97.5%#1.1 81.1#5.1* 57.5+7.5* 48.9+5.3* 96.8
48hours 100+0 89.1+2.0 66.5+2.8* 39.0+4.1* 25.0+4.8* 65
72hours 100+0 91.1#3.5 41.5+7.0* 41.4+4.3* 29.7#3.9* 45.7

* Significant different at p<0.05 level compared with medium control.

Data are presented as the mean + SD (n=3)

Table 4.4. The cell viability of breast cancer cell line MDA-MB-453 was

treated with peptide?2.
MDA-MB control 25 uM 50 um 75 uM 100 uM 1Cso
-453 (um)
24 hours 1000 96.4+1.6 77.7t1.6* 57.7£3.1* 45.616.5* 90.9
48 hours 1000 94.2+3.6 62.3+0.5* 44.8+1.7* 37.6x1.1* 67.6
72 ours 1000 93.610.8 44.9+1.6* 25.9+3.6* 21.3%6.3* 47.4

* Significant different at p <0.05 level compared with medium control.

Data are presented as the mean + SD (n=3)
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Figure 4.2-1. Human breast cancer cells MCF-7 were treated with 100
UM of design peptide 1 (Fmoc-Glu-Tyr-Aib-Asn-NH,) and medium
control for 24, 48 and 72 hours. Cell morphology was determined by
inverted fluorescence microscopy.
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Figure 4.2-2. Human breast cancer cells MDA-MB-453 were treated
with 100 uM of design peptide 1 (Fmoc-Glu-Tyr-Aib-Asn-NH,) and
medium control for 24, 48 and 72 hours. Cell morphology was
determined by inverted fluorescence microscopy.
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Figure 4.2-3. Human breast cancer cells MCF-7 were treated with 100
UM of design peptide 2 (Arg-Gly-Asp- Glu-Tyr-Aib-Asn-Arg-Gly-Asp)
and medium control for 24, 48 and 72 hours. Cell morphology was
determined by inverted fluorescence microscopy.
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Figure 4.2-4. Human breast cancer cells MDA-MB-453 were treated
with 100 uM of design peptide 2 (Arg-Gly-Asp-Glu-Tyr-Aib-Asn-
Arg-Gly-Asp) and medium control for 24, 48 and 72 hours. Cell
morphology was determined by inverted fluorescence microscopy.
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Figure 4.3-1-A. Human breast cancer cells MCF-7 were treated with 0,
25, 50, 75, and 100 uM of design peptide 2 (Arg-Gly-Asp-Glu-Tyr-Aib-
Asn-Arg-Gly-Asp) for 24, 48 and 72 hours. Cell viability was determined

by cell cytotoxicity assay.

* Significant different at p <0.05 level compared with medium control.

Data are presented as the mean + SD (n=3)
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Figure 4.3-2 Human breast cancer cells MDA-MB-453 were treated with
0, 25, 50, 75, and 100 uM of design peptide 2 (Arg-Gly-Asp-Glu-Tyr-
Aib-Asn-Arg-Gly-Asp) for 24, 48 and 72 hours. Cell viability was

determined by cell cytotoxicity assay.

* Significant different at p <0.05 level compared with medium control.

Data are presented as the mean + SD (n=3)
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Table 4.5. The cell cytotoxicity of breast cancer cell line MCF-7 was

treated with peptide 2.
MCF-7  control 25 uM 50 uM 75 pM 100 pMm
24 hours  100%0 101+4.4 101+3.6 117.6+15.0*  121+8.5*
48 hours 1000 118+1.0 117.742.9  125.3+12.0* 170.74£21.1*
72 hours 1000 124.7+2.3*  1384£12.5*% 166+3.5* 250.716.6*

* Significant different at p <0.05 level compared with medium control.

Data are presented as the mean + SD (n=3)

Table 4.6. The cell cytotoxicity of breast cancer cell line MDA-MB-453
was treated with peptide 2.

MDA-MB control 25 um 50 pM 75 pM 100 um
-453

24 hours 1000 106.4+4.5 113.74£3.2 126.7+4.6* 136.7+1.7*

48 hours 100+0 124.5+7.1* 129.845.7*  146.2+3.5*  155.9+5.8*

72 ours 100+0  128.74#3.8* 151.6+11.6* 158.0+9.2* 171.9+11.2*

* Significant different at p <0.05 level compared with medium control.

Data are presented as the mean + SD (n=3)
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Figure 4.4-1 Human breast cancer cells MCF-7 were treated with 0, 25,

50, 75, and 100 uM of design peptide (Arg-Gly-Asp-Glu-Tyr-Aib-Asn-

Arg-Gly-Asp) for 24 hours. Cell cycle progression were determined by

flow cytometry.
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Figure 4.4-2 Human breast cancer cells MCF-7 were treated with 0, 25,
50, 75, and 100 uM of design peptide 2 (Arg-Gly-Asp-Glu-Tyr-Aib-
Asn-Arg-Gly-Asp) for 24 hours. Cell cycle was determined by flow

cytometry.

Significant different at p<0.05 level compared with medium control.

Data are presented as the mean + SD (n=3)
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Figure 4.4-3. Human breast cancer cells MDA-MB-453 were treated
with 0, 25, 50, 75, and 100 uM of design peptide (Arg-Gly-Asp-
Glu-Tyr-Aib-Asn-Arg-Gly-Asp) for 24 hours. Cell cycle progression

were determined by flow cytometry.
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Figure 4.4-4. Human breast cancer cells MDA-MB-453 were treated
with 0, 25, 50, 75, and 100 uM of design peptide2 (Arg-Gly-Asp-Glu-
Tyr-Aib-Asn-Arg-Gly-Asp) for 24 hours. Cell cycle was determined by

flow cytometry.

Significant different at p<0.05 level compared with medium control.

Data are presented as the mean £ SD (n=3)

66



Table 4.7 The cell cycle of breast cancer cell line MCF-7 was treated

with peptide 2.

MCF-7 control 25 um 50 um 75 uM 100 uM

Sub-G1 3.20+0.18 4.84+2.07 7.19+0.72 10.11+1.84* 21.41+4.91*
G1 76.01£1.58 78.58+8.57 60.81+3.50* 62.18+2.84* 56.60+3.64*
S 8.12+0.83 7.43+0.29 12.91+0.61 13.27+0.40 12.54£1.04
G2/M  12.45+0.47 12.34+0.29 16.91+1.54 14.8+4.23 9.67+0.22

* Significant different at p<0.05 level compared with medium control.

Data are presented as the mean + SD (n=3)

Table 4.8 The cell cycle of breast cancer cell line MDA-MB-453 was

treated with peptide 2.

MDA-MB  control 25 uM 50 uM 75 uM 100 pM
-453

Sub-G1 0.41+0.25 4.43+0.53 5.32+0.42 7.19+2.41* 11.31+0.88*
Gl 76.02+1.59 78.58+8.57 60.81+3.50 62.18+2.84 56.60+3.64
s 8.12+0.83 7.43+0.30 12.92+0.61 13.27+0.4 12.54+1.04
G2/M 12.45+0.47 12.33+0.29 16.91+1.54 14.844.23 9.67+0.22

* Significant different at p<0.05 level compared with medium control.

Data are presented as the mean + SD (n=3)
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Figure 4.5-1. Effect of Peptide 2 (Arg-Gly-Asp-Glu-Tyr-Aib-Asn-
Arg-Gly-Asp) 0, 25, 50, 75 and 100 uM on apoptosis pathway
protein-bcl-2 in human breast cancer cell line MDA-MB-453.
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Figure 4.5-2. Effect of Peptide 2 (Arg-Gly-Asp-Glu-Tyr-Aib-Asn-
Arg-Gly-Asp) 0, 25, 50, 75 and 100 uM on apoptosis pathway protein
-bax in human breast cancer cell line MDA-MB-453.
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