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The Effect of Carboplatin on Endometrial Cancer Cell Line Ishikawa
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2 ARFIE RN R R A4 /E T Ishikawa 40 ifE 48h, Western blot 32 A & I -k 41 4b ¥ )5
Ishikawa 2l ffi ¥k FP bel-2 \bax 85 F 323k 192846 ; Annexin V -PE 3¢ (45 3t 2 40 i 430K 00 200 it 1) 94
T B0 P2 €4S I 41 it J&] 400 25 4K s Tranwell fifR 42 2% 52 00 46 00 40 12 22 B T 9281k, (45 5]
REAVER T Ishikawa 40009 1Cs, oA 31.86pe/ml, REAFEH 48h Ji , A N bel-2 B H 8T,
bax K M #i5 _E#(P<0.05), 407 5 % Ishikawa 400 T, 25 HW B T2 % R 3.2%+0.3% ,
AR TR R 17.3%+2.8% A1 51 &= R 1L 1 50.0%+3.7% (P<0.05) , R 4E11EH 5 40 i
JE R G, BHBH M | 2% (% BRZ G, 3 HL 4] 28.75%24.29% , W AR K50 = R 414110 57.74%=
6.42% M i 74K 4A2H 1 78.64%+6.38% (P<0.05 ) ;Ishikawa 20 i 12 28 A€ J1 32 B, AR T 2%
FXF R L IR R AT I RN 62.00% , = F R A1 4L A0 R N 81.33%(P<0.05), [45iE] &
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U bel-2 BrgBEHUA /NPT bax B FCREHUA S
Santa Cruz A Al i o /NPT B-actin B vd BEHTIA
=40/ B HRP bRic f ik S BERHE W5 A R4S A 7
o Annexin V-PE J T2 &, BCA & H & w ke
R G IR /7

EZAE A E R AR I (Promega 24 F] ), Uit
XA (BD 27 ),C0O, K5 7744 311 4 (Thermo
Forma Scientific) , ¢t # PCR X (B!*5 7500, & [E
ABI 2~ ],
1.2 #H &
12.1 @ik

NF B NI Ishikawa 408 AT & 5 77 ) E 9
JE R SR, KA RN T 10% K 06 A 1 1Y
DMEM = #5485 32 W h & 37°C,5%CO,, 1 F B 1)
FE SR AR R RS TR 4 A O RE 2R K 0.25% R I I L
(A
1.2.2 MTT #&

O A K1Y Ishikawa 400, 5 %5 40 i 2 K
W R R 96 LIS SR AR, BAL 2000l I BE 5 B
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I, MAAREHRERE1(0.2.4.8.16 .32 64,128 g/
ml) 4k £E 85 5% 48h J5 , A 20l MTT % # (Smg/ml,
A1 0.5%MTT) fEH] 4h J5 55 FIH W, 150m] — H1 5
WEARAEF 10min, AR G228 K A 570nm Ab I 4
S AL W GAE [R5 A AL (B R %L MTT,
FEVAR ), X HEFL (40 R [ o B2 110 245 0 5 fifk A I
Fi AW MTT , R EAN ) o JH5 M i R = O B 20
W GAE -2 A WG ) (45 25 WO (-2 AL
FEAH) /0 BRI (25 P WM< 100% ., T840
A AR =52 00 FL OD fH/ X &L OD {Ex100% , LA
JE—AEAE M ARAE R R R RO i B (IC0)
1.2.3 Ishikawa %8 j& &9 25 4 4 22

A A Xt 50 A K ST A L 8 0 R VR VAR R, -
F 6 fLt, BEFL 2.0ml, 1x10° 4~/4L . K5 5% 24h J5 A
HURE Y 53R R AW, 2 0T IR a5 &
R (0.5 15 1Cs) i 3t R 41 (1Cs) , 4k 22 35 5%
48h., WA AL B S A0 M AT E— A S
1.2.4  Western blot # 2w o ¥ & & fi & ik K -F

W AR FrT AL B A 40 A UK PBS PRk 2 1k, i,
B, R L R e I AR R EAT AR
SE R R R A AR PR NS R T B
R, &0, 7E SDS-PAGE "R fEA T HL YK , HEL YK A 5 T
M JE TP R, IMARYR 6,40
B B 25015 F Quantity One BXUF 31T %5 5 1485 43
Bro HIVEHA A5 N2 B-actin 1Y A HZ LLHD
Sk R R A 26 3R 7K F-
125 A= 2

TR A0 MO N 1 10%ml, B 500p] BA-41 fifd &
WET Sml fiaUE T, BESMA 1ul Annexin V-
PE, M5 ECE 15min J5, B 5 40 B A b o A7 4n
I 9 T A A 44T
1.2.6 Zmfe A Aml 2

2594 H 48h J& , B0 (2 000r/min, 5min ) Ji5 , UK
L AN PBS VEVR IS, R A0 M VR JE R 1x10%ml;
70% £ 15 7€, il 100p] RNase A 37°C/K ¥ 30min
Je, A 400wl BEAE I RE (PT) Yeta, X 40 AR
(FCM) 5341 40 i Jo] 34
1.2.7 Transwell M & 12 & 48 A

TC ML YE H5 #7235 Matrigel JE I (3:1) 1R 2T, 4%
ENA 30wl 5L IEF 0.5~1h EREE, HLZ
Py Ak 35 240 B G 05 B R B PR 3 Uk TR R A
W (3x10°/ml), TGI8 55 37 FE Uk Matrigel 3 5 I8 U6
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1 RJG, BFLINA 100l iM%, FREZEHmA
600l %3 10%FBS #& b RE 323 . 37°CRE #4717
B 24h; U Transwell /N2 )5 F PBS ¥E 2 # , 10% H
Pt [ 7 10min; PBS ¥ 2 K, IMAZE 5458 (0.19%) 4
@, %6 0.5h,PBS ¥k 2 i , BB FER,
1.3 SitZ4eE

N GE T F SPSS 18.0 17483204, Bl LA
VIR ehRfE 22 oK%, ) 22 7Pk LU ACR 7 22 03 0
oK, P<0.05 A ERAGIFE XL,

2 5 R

2.1 F4$H1ERE T Ishikawa @AEHI 1Cs
AN TR BE R FAE FH 8 40 B 48h 5, MITT il &
ARG Ishikawa 4004 KAHIZ UL Table 1, 4R
I A0 A= A A RIR B, 22 il v A A7 i 48 (Figure 1),
RHIVE T Ishikawa 4L 1Cs 24 31.86pg/ml,
2.2 Western blot &l 2B A bel-2F0 bax FRiEKFE
A AL B Ishikawa 201/ 48h 5 , 401 bel-2 Al
bax 5 1 BRI K K AEBE (Figure 2),bel-2 Kk

Table 1 The cell proliferation inhibition rate of
carboplatin on Ishikawa after treated 48h

Carboplatin concentration (pg/ml) Inhibition rate (%)

0 0
2 4.35
4 16.19
8 30.97
16 39.61
32 49.71
64 61.31
128 71.00
0.8
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Figure 1 The dose-proliferation curve of carboplatin
on Ishikawa after treated 48h
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Figure 2 The bcl-2 and bax protein expression levels before and after treated 48h with carboplatin
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HUI R & AR A e 25 5 (P<0.05) 5 1M1 bax
ikt B, A SR 22 5 (P<0.05) , H A
PEMAIE  IE— 2T 52 3R W, bel-2/bax HRBEAE R 4
S T v i k2R i (P<0.01)
2.3 i a4 AE A T 40 AELE T

AN TR) e B R AA AL BE Tshikawa 400 48h &, it
29 e 4SO I 235 SR S 7 45 2EL A0 M 0 TR T R A B
7 5% (P<0.05)(Table 2), KX} Ishikawa 40 i A4 T
5RO 1 T AR A
2.4 if s 4 AR AS Y £ BE FE) HA

22 REALL B Ishikawa 40 48h J5, U4 LY
G0 5 261 248 Bt ] 39 78 Atk R R BAL 2R A Gy
A ML, G, S 40 ML 5 3G 22 (Table 3), ¥R G2 1t 7%
25 (P<0.05), RK4A7] LUK Ishikawa 40 A8 B3 7 G,
191, L BEL T 500 5 v R RS
2.5 Transwell MEEZEE

RAEAAL P Ishikawa 20 Al 48h J5, TS5 = 40

Table 2 The apoptosis rates of Ishikawa cells treated
with carboplatin

Group Apoptosis rates
Control group 3.2+0.3
Low-dose carboplatin group 17.3+£2.8"
High-dose carboplatin group 50.0+3.7

*;(:()mparc with control group,P<0.05

Table 3 The cell cycles of Ishikawa cells treated with
different concentration of carboplatin

TS F0 50 B 4 7 2 B S Y Transwell /N%E | 24h J5
FH 2 1 2, G 0 3 2o Sl o B0 L 5 4 2 o i L RS
B s I O O e = DO 5 e S S 2 EN R
20 L4001 R 62.00% , i 751 IS 0 2L 17 25 5 A48 4
iR R 81.33% , 525 (AT B A b, Y94 e i o 22
5(P<0.05) (Figure 4) ,

Group Gi(%) S(%) G2(%)

Control group 44.92+4.82 26344346 28.75+4.29
Low-dose carboplatin group 13.57+2.16" 28.69+4.64" 57.74+6.42"
High-dose carboplatin group ~ 4.64+2.02" 16.71+ 2.86" 78.64+6.38"

“:compare with control group,P<0.05
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Figure 3 The ratio of bcl-2 and bax protein expression
levels treated with carboplatin
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Figure 4 The migrations of Ishikawa cells treated

with carboplatin
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WMo A e T WA T RCR AN R R, Tifky7
TEIX L6 (8 FIR YT A A B AR U
R ER TR R R B S A5 b R R T E
HRIE RN i Rz A = 4 ok, R ARTE F
BN R AT T B Tz ] B ARBIESE
L, REAXT T E N BEE Ishikawa 4000 AT 32 8 B9 &
KAEH, I B2 500 s HOR P | T0 i 2 e 0] Bl 2 I
IR RE I B S 75 N R Ishikawa 20 i1
T, SRS A G, SIRH A, AT 400 il ek e 400 e f0) A= 4
Jt HL AT AR e 4 i (= 22 68 T .

2D WF S R IR AT DSOS i g 40 P bel -
2 Ml bax I8 FE4 T REAALFE 48h J&5 |, i IR 410 i 46
ToHR RN, IR 40 P bel-2 8 R IARE
% ,bax T H R A THE , bel-2/bax LR T, bel-2 Al
bax 7E 6 i T vb & 456 SEAE I, A2 R 08 T
T bel-2 AMEYUHT-AEM, R 2 2R Al
Ji 52 B S0 SR RE PR AP A ML S T 0 T T bax J2
F2 41 BT 8 45 5 bel-2 Fl bax J& — X 1E 11
T, BT DT RS, bel-2 5 bax /Y
CBIE T & A 5%, Sakuragi 55 Pl i
PCR #illl & B8 bel-2 Fl bax fE34~ H & WA Rk,
HLAESS WA bel-2/bax HE AR B T4, 4 bel-2
5 bax fE R M TR ATRES 5 1 IEH 5 W
AV A AT MAE 75 N R B 58 P[RR 2 B, bel -
2 10 B S5 A R R TE T DA R 1 g A e AR v R A
JH Bt g 0326 g bel-2 (A B 3k i/ % 38
55 T o A ] P 0 A R s o L 85 5 A B T A G
Vaskivuo 55 7/} Amalinei 55 B0 5% 45 % W 7R bel-2/
bax ARTEF 5 A B & & 78 BRI T IE w1
B PN R T DA R AR RE R K o R R AR
FHF 59 5195 A 0F 58 B 278 bel-2 bax 338 5 0P
HLIR R AT B 0 245 1 % U0 AH O& ™, 3 T i i
M bel-2 bax 7 8 191 5P 5298 B35 b R84 0 197 i
TNk B TUR IR BRT S MR FEIESE bel-2/bax H A
e g XEIR YT B OB L bel-2/bax B 26 i AT
AT OB T 52 ) i PR A2 bel-2/bax HE A
VERARZR 251 R B HUR AR Z — X T T8
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