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TE: BB AT BKM120 3397 8 A2780 2m e e K45 Bt 25 9P A% A2780/ Taxol a6y 47 #4E A S J73% RN MTT k460 A2780 F=
A2780/Taxol 2 & 5 &ty oL, ik 5 A s B A %8 D.Q.0).@ .6 .©. @2 (BKM120 K E 4 # % 0,0.1,0.3,1.0,3.0,10.0,
30.0,100. 0 pwmol /1) o PT 3 ¥ 2m i ) 47 64 5~ A5 Hr 0L ; TUNEL 58 % % &40 ) 4 I, 08 =5 9L, 5K ) Western blot &4 8 =48 % & &
FK KT PR R [T 48 (DDP) 28,10 wmol /L] &7 5 & 41 A= 5286 A, B,C,D 2L (BKM120 %% % %14 0,0.3,1.0,3.0,10. 0 wmol /L),
ER LHuaradmrani,f10.0.@.65.©. D4 A2780 F A2780/Taxol A f3§ 4 47 4] & 2 % 7+ % (P <0.01 & P<0.05);
BKM120 % A2780 #= A2780/Taxol %a il ¥ £ 47 4] 5 B 4 1 A (2. 25 £0. 13) umol /L A= (4. 17 0. 43) wmol /L, 55 7 7 3¢ BB 40 b 82, 52 3
C,D 2L G2 #1 A2780 F= A2780/Taxol Z8J8 2 %3 % (P <0.01 & P <0.05);DDP 242 5% A,B,C,D 2L A2780 #= A2780/Taxol 74 =2
AR EXW % (P<0.01 3 P<0.05);5% 5% C4.D 4 A2780 F= A2780/Taxol 40 il Bel — 2, Pro — caspase 3.P —gp & & K kK FF2 P -
Akt/ Akt 2F AP <0.01 & P <0.05) 2518 BKMI120 T M A& 5 45 B ot 26 99 A& A2780/ Taxol 2m Ao 89 76 5, JLALH] 7T fit &5 47 )
A2780 F= A2780/Taxol 48 it 643558, T P - Akt & P —gp &G KA KT F F B =H %,

KA BKM120; 97 SE 55 5 % 26 25 5P — Ak o AS B 25 97 SE% A2780 / Taxol 2m AL ; 34 4] 45 A

B 525 :RI65;RI79. 1 XHRAR SR : A XEHES 1006 —4931(2021)22 - 0051 - 06
Inhibitory Effect of BKM120 on Paclitaxel — Resistant Ovarian Cancer Cells
LIN Chengjiang , CHEN Bing
( Department of Pharmacy, Ruijin Hospital Affiliated to Shanghai Jiao Tong University School of Medicine, Shanghai, China  200025)

Abstract: Objective To research the inhibitory effect of BKM120 on ovarian cancer A2780 cells and paclitaxel — resistant ovarian
cancer A2780/Taxol cells. Methods Methyl thiazolyl tetrazolium (MTT) assay was used to detect the survival of A2780 and A2780/
Taxol cells,and the solvent control group and experiment groups D,2,8,d,5,®,and @ (the concentrations of BKM120 were 0,
0.1,0.3,1.0,3.0,10.0,30.0,100.0 wmol/L, respectively) were set up. Pl single staining was used to detect the distribution of the
cell cycle, TUNEL fluorescent staining was used to detect cell apoptosis, Western blot was used to detect the expression levels of apop-
tosis — related proteins, and the positive control groups [cisplatin (DDP) group, 10 wmol /L], solvent control group and experiment groups
A,B,C,D(the concentrations of BKM120 were 0,0.3,1.0,3.0,10.0 pmol /L, respectively) were set up. Results Compared with those
in the solvent control group,the proliferation inhibition rate of A2780 and A2780/Taxol cells in experiment groups 2,0,®,5,®,
and @ significantly increased (P < 0.01 or P < 0.05).The ICso of BKMI120 on A2780 and A2780/Taxol cells were (2.25 =+
0.13) pmol/L and (4.17 £0.43) pmol /L, respectively. Compared with those in the solvent control group,the number of A2780 and
A2780/Taxol cells in the G2 period in the experiment groups C and D significantly increased (P < 0.01 or P < 0.05),the number
of A2780 and A2780/Taxol apoptotic cells in DDP group and experiment groups A,B,C,and D significantly increased( P < 0.01 or
P < 0.05), while the expression levels of Bel =2, Pro — caspase 3, P —gp protein and the P — Akt/Akt of A2780 and A2780/Taxol
cells in DDP group and experiment groups C and D significantly decreased (P < 0.01 or P < 0.05). Conclusion BKMI120 can re-
duce the survival rate of paclitaxel — resistant ovarian cancer A2780/Taxol cells. The mechanism may be related to the inhibition of the
proliferation of A2780 and A2780/Taxol cells,and the down —regulation of P — Akt and P —gp protein expression levels to induce cell apoptosis.

Key words: BKM120;o0varian cancer;multidrug resistance ; P — Akt;paclitaxel — resistant ovarian cancer A2780/Taxol cells;inhibitory effect
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30% "' RARST — R AW F BN AR SR
254 . 2 25 25 1 (MDR ) /2 48 Ji %o —Fh 25 4 ™ A= it 24
P [T BT %o JH At 45 g AR P A 6 28 (Ul A AR ] Py 7
JELY PR AR 25 8 P - B (P - gp) it FikJe:
W5 e 2 1) —Fh 2 25T 25010, 02 =B AR T (ATP)
WKEPE 237, ZFh 2 251t 245 4H M 3 v 3 B 3R 5K P —gp,
HOK ST 25 T2 B A 5  YANG 250V 30, P — gp T
U8 T AH 56 28 11 2 26 3K 55 01 5L 96 20 6 X 58 A2 B 1Y it
2R 5 BENR BENLEE - 3 — Y (PI3K) {5 538 % H A
WYL b T2 R IRE S SR N £
21 2510121 BKM120 Ji@ 11 IRz 1 %1 PI3K 41 il 31 , 1
FHF pl10a, pl10B, pl103 F pl 10y, 411 20 L Y Akt (1)
WEFRAL , FEAAR PR MM 22 B0 i 40 M A A 112 101 S8 S B
T 245 B SR 98 4 2 LA K] s 58 A2 B A T T B0 39
A2780 4 i 5 £ 57 1 HAT U SR AS A 24 M A0 i Ak, R
A2780/Taxol 41l il . f: A 2 i FX BKM120 Xt B 5L 5
A2780 4l it 35 FE AT BH S A B AR R Y {EL e TG S8 A e
20N 5% A2780 / Taxol 21 L E FH#E o ASF 52 R
T BKM120 %} A2780/Taxol 4 s it 41 il 4/ FH K2 A R HL
il BARE R

1 #MRl57%

1.1 MBI AHS5HME

L1 L8

CX23 BG2Af8 B A (H AR Olympus 4] );371 5
SER COo, [H IR B 748 (3£ E Thermo Electron 23 7] ) ;
FACSCalibur % 37t =X 21 i1 1% ( 2% [E Becton Dickinson 2%
] ); Sp — 100UV B 58 4043 5 B 1 (35 [E Unicam 2
7] ) ; Power Pac 200/ MINT %38 ] B, 7k {X . MINI — Protean
T, UK A8 Trans — Blot SD B2 %5 54 (2 [ Bio Rad
3] s BX43 RIS IE B B A (H A Olympus 24 A])
Tanon 4600 HBIEERE R /AT (v [E]_Fif RRERHE A PR
Al )51 - 14K 5 AU =2 VR 250 L (P Sigma 24
F);SW - CJ - 1B ¥k TAE S (h E RN &) o
1.1.2 &%

BKM120 (3£ [E MCE A w]) ; 41 (DDP, 576 il 2547
BRAFD ; HRECTH S REA) ), 4% K CGEMT
F2 A BRI ) 5 SRAZEE (W IR = B2 B A A R
H]) ; DMEM 15959 . RPMI — 1640 55354 (3£ Gibeo 24
Al s B A s (FBS, R HE T W0 A= W il BB A FR A
A] ) s LA (DMSO) (BLAE Y BE (PT, 52 [ Sigma 2
F)) s MTT 3550 & TUNEL 20 08 A8 I 3 75 & (v 3
= REVFARARRAED ;P - Akt Hidk Akt Lk Bel -2
PR | Pro — caspase 3 PUIK P —gp HLIK B - actin HTLIK
(3£ [# Santa Cruz Biotechnology /A ] ) ; SDS ¥ (dL 52 &R
KERHEARAHD .

52

1.1.3 @

N L9 A2780 il M | 55 A2 B 2 O SE R 40
A2780/ Taxol (R B AR R BA R A D
1.2 Ak
1.2.1 sk

B A2780 4 i i, 3555 T1% 10% FBS.100 U/mL
T8 K 100 pg/mL 4 5 R 1) DMEM H5 3% 8 5 B
A2780/ Taxol 4 i & , 55 5% T°1% 10% FBS.100 U/mL
HHE 100 pg/mL § % K 800 ng/mL %42 BE 1)
RPMI - 1640 X5 72 1 .2 P4 i 4 7€ 37 °C & 5% CO»
R FRAA TR B R T 2 IRAEACAL B
1.2.2  BKMI120 x4 g 3% 7 6 % H

R MTT 25 o ORI R Y 2 Fh 20 e, 43 ) i)k
BN 10° mL-' A MR, A T 96 Lk, B AL
0. 1 mL, WHERIXHAFMLED.Q.0.@.6.©.D
A HE 37 °C I 5% COx B R/ TP 1% 24 h J5 finA
2 RPMI - 1640 15 7 A B 1Y) BKM120 , H 289 12 43 531)
3 0,0.1,0.3,1.0,3.0,10.0,30.0,100. 0 pwmol /L, 24
YIYER 24,48,72 h )5, BALINA 10 pL 0. 5% MTT ¥%
W, AREEREFE 4 ho BEFLINA 100 WL 10% SDS ¥, B
37 °C J 5% CO» 553746 P B 373 1 o SR FHIER 62 iz ot
FEALAE 570 nm P A ALK I BEE ( OD) S FATHAE
3K, IR AN S R [ (1 = OD sexpm) / OD e x
100% 1o FEIFEEEEM KR EE (1C50) o
1.2.3  BKMI120 x4 fg B 1 64 % v

HOS BRI 2 B i, o A4 A 20 6 L
Mo, 3G IRk 4, W BE B R BRZH AN SE 55 AL B C
D # J% DDP 4, 73 B DLW EE S 0,0.3,1.0,3.0,
10. 0 pmol /L Y BKM120 F1 10. 0 wmol /L DDP 5 57X
YEF 24 b, B2 40 A, FH T34 %) B3 i 5k 2% b ik (PBS) Uk
W3, 70% L FEAE - 20 °C R [ @ a7 o B L,
5L EW L ARG T PBS PEA A G R E TS
100 pg/mL A PI,50 wg/mL ¥ RNA i, 0. 1% A9 Triton
X - 100 f) PBS 1,37 °C , ), Y8 30 mino R FH X
R ASCAGI , BE AR AR AR 10° A1, 25 2R ] ModFit
AT AT 038 AT ERAE 3 WK
1.2.4  BKMI120 xf 8 j 8 Tt % o

B2 Fpanpe (3.5 x 105 A~/ 4L) , 40 Bl 3 Fp &
fe R K B i 3% 1Y 6 L3 57 AR U RE L A L
P L 2.3 3R, mARR®E(0,0.3,1.0,3.0,
10. 0 wmol /L) ) BKM120 #1 10 wmol/LDDP,{EF 24 h J5
FEEBEFRMPBS P 1 IR 4% 23 B & 5E 45 min,
0. 1% Triton X — 100 VK 2 ~3 min, PBS P % 2 %, I
A 50 pL TUNEL £ ¥ , 37 °C k68 F 60 min, LU
50% HmE R, WA R HOR 200 S ANIEIE &S F 40
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HROPATERE 3 1K
1.2.5  BKMI120 {48 j ¥ 48 % & & k34 0 %

K Western blot 3 ¥ 2 Fhgup (10° 4> /FL) 2 Fh
F 6 LA A R 1. 2. 3 R A RV B
(0,0.3,1.0,3.0,10. 0 wmol /L) BKM120 #1 10 pmol /L
DDP 4B 24 h W R 3% 559 , PBS hisk , k¥ PBS, 1L
HIA 100 WL Trizol , vK 24 20 min, WAELNM, B 1. 5 mL
EP & 1,4 CF 12000 g &0 5 min, W, LA
Lowry IR AR 3% 1 o 45 2L 50 e BFE MRGE R 4
T# LA 8% 5 12% SDS - PAGE HL ¥k 5 2 T 5 , 56 =
PVDF [ |, 5% B fg 0545 (455 0. 1% kiR 20) = 5 344
Lh, A —4T 4 CH AW T LR, TBST iHVE 4 I, HIK
8 min AR L A ALY B bR 108 BT, RS 2 h,
[l —HT, & 0. 1% 36 20 () TBST 5 ¥k 4 K, BK
8 min, I A ECL k2% &G , # PVDF A IS &
W R B XA BUE IR B G B 8 B TR DLBEIE
BUGAAT , 430 H I 2571 5 N 2 451 1K B LA, B
45 H I AR R B 7K
1.3 Sit=4E

K] SPSS 22. 0 Gt 2 M TR, X £ 5
FOR AT R T 250 f LSD - ¢ K25 P<0.05 A
ERAGEE L

&R
2.1 BKMI120 %40 A3 58 #3046

FH 0.1 ~100 wmol /L ) BKM120 4L ¥ A2780 4 Jifl
1 A2780/ Taxol 411Jit 24,48,72 h, 1 wmol /L BKM120
JH 24 h A B 00 1 58 0 4, L BE S I TR] A SE < A
JH B4 58 BKM120 XF A2780 40 il fY ICso b (2.25 =
0. 13) pmol /L, % A2780/Taxol 41 ML H) ICso Fy (4. 17 +
0.43)umol /L FERLZ 1,
2.2 BKMI120 X3 4ARaFE R 220

A2780 4 i3 F1 A2780/ Taxol Z i 7E BKM120 1
24 h JE HEE G1 ANk b, G2 AR A, HLEA R K
AN 3.0 mol /L T4, S35 2H 5 570 % B2 G2 1)
MR BELS(P<0.01) JERFE 2. K 1,
2.3  BKMI120 SAATRFESIER

BKM 120 1E i+ A2780 4il fifd 1 A2780/Taxol 4l il
24 h 5, O SE 20 DNA & ARS8, Ko 3' - OH i 55
R, AT TR R I B SE A% IR AL A BEVE N T S o R bR
IE M dUTP, BB T WA 2 B4k @ 2ot (LB 2),
BKM120 175 5 200 A ] T 42 50 S OB PE , 28 LSD - ¢ K,
M 0. 3 pmol /L FF Uy , S 56 21 5 95 550 % B AL ) A b 2 22
F(P<0.01) 3EW# 3,

®1 FEABMEEMFRLER(X £5,%,n=3)

Tab.1 Comparison of the inhibition rate of cell proliferation in each group (X + 5,% ,n=3)

g R A2780 #m i, A2780/Taxol #m i,

(pmol /1) 24 h 48 h 72h 24 h 48 h 72h
) 5 R4 0 0 0 0 0 0 0
3! 0.1 0.00 +0. 00 6.08 +3. 87 0.90 +1.01 0.80 +0. 80 2.81+1.41 0.80 +1.01
£ QM 0.3 0.43 +2.48 16.31 £3.71" 3.20 £3.54 3.01£4.27 9.68 3. 84" 1.101.34
E QM 1.0 14.50£9.96°*  30.25+1.58""  26.57+14.70"" 7.12£0.37° 19.80+3.81"" 13.52£4.41"*
K@ 3.0 27.92+3.10°°  58.58+1.86""  62.94x11.61""  14.71x1.02°°  42.73%6.56""  51.53+9.50""
E3 G| 10.0 39.25+6.55°°  78.18+1.87°°  86.02%6.65"" 11.49 +5.83" 58.15+3.26"°  70.83£0.72""
FHROA 30.0 34.72+4.22°F  76.24+1.40°*  81.15+7.88"" 10.81£5. 11 55.20+1.30"*  73.73+1.60"*
DM 100.0 41.09+5.40" "  81.29+2.05°°  88.92x6.42"" 25.02+5.07°°  64.66+4.36""  79.58+1.78""

E B E A AR, P<0.05,"* P<0.01., FA&R,

Note : Compared with those in the solvent control group,” P < 0.05," " P < 0.01,as well as the following tables.

®2 SHBHRBAYEFERER(X £5,%,n=3)

Tab.2 Comparison of cell cycle arrest in each group (X =

$,% ,n=3)

3 I A2780 %A fe A2780/Taxol 28 1
(pmol /L) Gl S G2 Gl S G2
prEibeg 0 84.67 3. 66 9.72£1.69 5.60 £2. 82 51.11+6.31 29.14 £6.50 19.75 £9. 86
SH AWM 0.3 87.47 £0.96 8.02 +0. 61 4.51£0.89 51.03+7.63 31.43 £5.49 17.54 £8.53
S4B 1.0 91.23+1.26 5.08+0.71° 3.69 £0.56 56.33 +11.66 28.18+7.16 15.50 +6. 42
%% C M 3.0 46.61 £5.81° "  12.45+6.05" 40.93£3.71°°  21.72£8.10°"  18.19+4.84°*  60.09£6.23""
%% DA 10.0 49.30£5.40" " 10.33£2.33 40.38£6.12°"  21.17+7.84"" 8.53+1.54°"  70.29£6.30""
DDP 41 10.0 56.63+8.34" " 40.31£6.83"" 3.06+1.52 25.50+5.87°"  53.15+15.84°°  21.37+10.42

53



F HFEE -
Pharmacy Articles

¥ &%

China Pharmaceuticals

2021 4F 11 H 20 H 45 30 %45 22 1)
Vol. 30, No. 22, November 20, 2021

AU EL /A~ YA A~
1600 4
1200

o AE A
[ JES
1200 3 = o

m sl

900 [= NER ]

600

300 4

DNA fit/
0 - mL™! 0

800 4
400

iR A A
o AR o M

=mci 1600 1 =l
m s m sl
(= NOR ] 1200 + [= RS2
800
400 A
e DNA &t/ DNA &t/
Y T T g omL! 04 L

ng ¥ ' ng
0 30 60 90 120 150 0 30 60 90 120 150 0 30 60 90 120 150
a b ¢
0 i K /A~ MK /A 0 i K /A~
(=R [=E Iy (= )y
500 3 (= o bt o AR
= cl il 600 m cl 600 1 L_Xog]
400 3 m sl ms ] m s
= N ¥ 062 - (= MO ]
300 400 A 400 1
200 3
200 A 200 7
100
DNA &t/ DNA &t/ DNA &t/
0 T T T Y pg ol 0 T Y T 1 opgcoml! 0 T T T T pg + mlL-!
0 30 60 90 120 150 0 30 60 90 120 150 0 30 60 90 120 150
d e f
A
4 H /A~ gl 0k o i) 0k o
o 4R [= R0 = RE
[= s8¢ = RSS Y = I3
160 - oy 1200 i 2007 - Aghg
O O e ] O G2
120 900 150
80 600 100
40 300 A 50
DNA F it/ DNA F it/ DNA F it/
0 T T T pg + mL! 0 T T T ¥ pg * ml! 0 T T T pg * ml!
0 30 60 90 120 150 0 30 60 90 120 150 0 30 60 90 120 150
a b c
i) 0k o K /A i) 0k o
(= o AEE o AR A
160 4 o Ed = IPES o Bt
= Gl 200 m cli m Gl
m s m s 60 m s
120 oc2 M o e (= R
150
] 40
80 100
40 1 501 207
DNA &t/ DNA &t/ DNA &t/
0 g+ ml! 0 T pg * ml! 0 v v ian pg * ml!
0 30 60 90 120 150 0 30 60 90 120 150 0 30 60 90 120 150
d e f
B
a. BEAEA b-e EIA,B,C,DA . DDPLA

A. A2780 a it
B 1

B. A2780/Taxol %8 2,
MRS E

a. solvent control group b —e. experiment groups A,B,C and D f. DDP group

A. A2780 cells

B. A2780/Taxol cells

Fig. 1 The distribution figures of cell cycle

2.4 BKMI120 40 a1 X & A FRIEHIHNE1ER
BKM120 A R P — Akt 2K A0 R ik, IF Bk K
P 03 mol /L BKM120 1 1 T A2780 4 ifi Fl A2780/
Taxol 4/l 24 h A . FFAIK P — Akt 25 3K K (B
Akt B 36K K ISR ; BKM120 7] i 35 FEAIK Bel -2 F
Pro — caspase 3 25 FAZ&5/K -, 5W] BKM120 GEFIH] Bel -2
AR EHE caspase 3 FEFAFIATEILIE 3. 4,
2.5 BKMI120 X} A2780/Taxol ZRffich P -gp EA K
KR H I 4E A

BKM120 T P —gp & 1 1Y 335 , I 5 vk B AR

54

£ .3 pumol /L BKM120 1l T A2780/Taxol Zi fifd 24 h
RER 3 N P —gp BEFIRIR EILIE 3 .55 4.
3 iFig

PI3K iy —Ffr (3 15 W7 5032 p85 B p101 FIE Ak L
B p110 2L s 0 , 3 2 i Ak Prp2, 4 H & A
BR Ak, Ak PIP3, OIS T iF Akt 48180 Akt BEFR LT 1k
i 22 86 1 B R 1L , VA YT 40 L 35 h 9T 3, PI3K/
Akt 15 53 [ AE 2 B0 MR v 2R GR FR, W OP S
FLIRE TE A0 i B e TS B Uk LR 45 L E PIBK/
Akt 5538 % b ke 24~ FE A, 4 PIK3CA, Aktl, PTEN
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a. A xR
A. A2780 %a e
2

b c
A

b c d
B

b-e %3 A,B,C,D4
B. A2780/Taxol 2 i,
2 B S 5

f. DDP 28

a. solvent control group b - e. experiment groups A,B,C and D f. DDP group

A. A2780 cells

B. A2780/Taxol cells

Fig. 2 Light micrograph of cells

®3 BHAMBTERER(X £5,%,n=3)

Tab.3 Comparison of the apoptosis rate in each group()? +5,%,n=3)

ik % & (pmol /1) A2780 4m it A2780 /Taxol #m J.
7 A R 2 0 1.56 0. 66 4.50 £1.59
Fh A4 0.3 15.09 +3.34* 12.29+6.07"
e 1.0 23.76 +£3.78" 18.20+3.55"
EkhCca 3.0 42.00+£3.84"°  29.58+4.33""
FHDA 10.0 43.28 £2.22*" 30.79 £4.54" ¢
DDP 41 10. 0 19.92+2. 14" 17.69 +2.03"

GRERARN B

AW 5T 45 B F W, BKM120 411 ] A2780 41 Jitg Al
A2780/Taxol 40 fitd ity 3% 4, HoAE A 52 77 1 0 Bsf 8] 44 46
P, 1Cso YR, Da I HGE 46 A A5 P e B8 AR, T A7
BT 22 4 5 20 ) S RS M 45 SR 22 1 BKM 120 W fi
KB4y A2780 ZMIIAN A2780/ Taxol 4HALFLHE T G2 1,
e AT 982 400 7 180 B 56 2% s TUNELL 5% 56 2 £ 28 5L 7%

P- Ak - e —— =

AR e e e e . e Akl e

-2

Bel =2 N e — -3

Pro — caspase 3 ey Pro — caspase 3 = —
B m ACHD  ———— —— B —actin  ——

a b c d e f 1

A
a. EA AR
A. A2780 mfie
&3

a. solvent control group

A. A2780 cells

b-e %3 A,B,C,DZ
B,C. A2780/Taxol 2m Ae.
EBHBIKE

b — e. experiment groups A,B,C and D

B,C. A2780/Taxol cells

BKM120 755 A2780 4 g A1l A2780/ Taxol ZHMEHYJH T,
FF IR AR, AT 2 R A% IR A0 i 5 Western blot S
R85 R R, BKM120 NI T Akt 2 A BE R 1L K, 5%
BEE P -gp MPTIT-E T Bel -2 1£ A2780/Taxol 4l
g Hp 3R K BRI o 55 41, caspase 3 OIS ALTE IR T2 & 4
() 2k A v e 5 25 T B A9 B, BKM120 R 1
Pro — caspase 3 &5 H 23k , & H BKM120 i@ 15 6] Akt
HHE BRI, Bel -2 B9 R I8 FI PTG caspase 3 5 S
A2780/ Taxol il L8 T, [ B ik A3 R ] T 4% 32 8 A
P — gp MYFRIK, W Ul T 52 BT 24 i 3 44t L ) 245 40)
SMHEVER 0 2Z 5 I & T 25 S it T ARG 1 25 14

25 ARk, BKM120 A #1H A2780 41 itL 1 A2780/
Taxol 41 g AYHEFE , Fl 3 ™ Akt 25 A B FR 1k /K F-
NG 2 85 H P - gp MIFRIK, BEAL Bel -2 FEHFRIA
IV Wi caspase 3 15 A ML T2 A5 R ARG IR
fd I BKM120 J677 1 24 P S it 17— i e ik

P — AKL - e e — —

— — . e Pogp e a——— — -
- — B ACHDN o o e — — —
c d e f a b ¢ d e f

C

f. DDP 21

f. DDP group

Fig. 3 Protein electrophoresis
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x4

BEEARIEKFELLK(X £5,%,n=3)

Tab.4 Comparison of the expression levels of protein in each group( X+s5,%,n=3)

3 W A2780 % it A2780/Taxol 21 Jie
(pmol /L) P - Akt/ Akt Bel -2 Pro - caspase 3 P - Akt/ Akt Bel -2 Pro - caspase 3 P-gp
BRI TR 0 100.00£0.00  100.00+0.00 100.00+0.00 100.00+0.00 100.00+0.00  100.00+0.00  100.00 +0.00
K AM 0.3 80.24 +4.05 98.57+2.76 97.94+1.26  102.10 +6. 64 94.78 +1. 04 95.62+£2.51 97.02+1.33
%H B4 1.0 84.77+6.96 85.68+3.17  96.99+1.77  97.60+5.96 102.80+1.72 88. 15 £2. 61 98.19+1.70
FECA 3.0 67.67+5.21°" 75.79x2.09" 81.74+2.31" 54.26+2.16"" 74.37+2.20° 75.24+0.64"" 83.12+2.31"
FEDA 10.0 43.20+3.74""  63.64£3.46" 73.19+4.31"" 46.15+1.46"" 72.81+1.57"" 79.36+1.92"" 81.59+3.45"
DDP 28 10.0  82.57+3.28 60.38£8.64"° 81.33£7.34" 84.44+2.98 89.77+1.49 77.82+2.14* " 80.44 +£3.30"
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