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(CDDP-R B16F10), JFOFFE A2, ik SRAIGHR fili A A0 N0l B AR 4SS & 19 777475 S CDDP-R B16F10
MBIRE . R DY AR SR [ 3-(4,5-dimethylthiazol-2- y1)-2,5-diphenyl tetrazolium bromide, MTI]i% K| CDDP-R B16F10
AR IEBEAE Ty, T ULZECDDP-R B16F 1040 fitf X CDD PRI AZ BE A UEENE o 44 T-cadherin B kb cDNATH A B 55
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ABSTRACT

KEY WORDS

Objective: To establish cisplatin (CDDP)-resistant melanoma B16F10 (CDDP-R B16F10) cell
line with stable expression of T-cadherin, and to study its biological characteristics.

Methods: CDDP-R B16F10 cell line was exposure to high and gradually increased dose of
CDDP. 3-(4.5-Dimethylthiazol-2-yl)-2,5-diphenyl tetrazolium bromide (MTT) was used to test
the proliferation of CDDP-R B16F10 cell line, and the sensitivity of CDDP-R B16F10 cell line to
CDDP and paclitaxel was examined. The pEGFP-N1-T-cadherin, a plasmid vector encoding human
T-cadherin, was generated by inserting T-cadherin cDNA into a pEGFP-N1 vector. The pEGFP-
N1-T-cadherin was transfected into CDDP-R B16F10 cell line. The expression of T-cadherin
mRNA and protein were measured by reverse transcription polymerase chain reaction (RT-PCR),
Western blotting and immunohistochemistry SP method, respectively. The effect of T-cadherin
combined with CDDP on proliferation of CDDP-R B16F10 cell line was determined by MTT assay.
The sensitivity of CDDP-R B16F10 cell line with stably transfected T-cadherin to paclitaxel was
examined by MTT assay.

Results: The CDDP-R B16F10 cell line was established successfully. There was no difference in
proliferation between the CDDP-R B16F10 cell line and B16F10 cell line (P>0.05). The ICy,
of CDDP-R B16F10 cell line and B16F10 cell line to CDDP were 268.706 and 19.748 mg/L,
respectively, and the resistance index was 13.61. The IC, of CDDP-R B16F10 cell line and BI6F10
cells to paclitaxel were 11.415 and 7.799 mg/L, respectively, and the resistance index was 1.46.
The expression vector pPEGFP-N1-T-cadherin was constructed successfully. RT-PCR, Western
blotting and immunohistochemistry SP method showed that T-cadherin could be transcribed and
expressed. MTT assay showed that T-cadherin combined with CDDP could inhibit the proliferation
of CDDP-R B16F10 cell line (P<0.05). Factorial analysis showed that there was interaction
between T-cadherin and CDDP in inhibiting the proliferation of CDDP-R B16F10 cell line
(P<0.05). T-cadherin combined with paclitaxel could inhibit the proliferation of CDDP-R B16F10
cell line (P<0.05). Factorial analysis showed that there was no interaction between T-cadherin and
paclitaxel in inhibiting the proliferation of CDDP-R B16F10 cell line (P>0.05).

Conclusion: The CDDP-R B16F10 cell line with stable expression of T-cadherin is established
successfully. T-cadherin can reverse the CDDP resistance to CDDP-R B16F10 cell line, and

promote its sensitivity to paclitaxel.

T-cadherin; cisplatin; malignant melanoma; drug resistance
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MR 25 A, HAT SR PR . R % B

T-¥5%5 85 M (T-cadherin) 7 2 (0 ZJj1 Rk Bk,

T-cadherinfig 8% 11 i 58 (4 208 3G 58 AR 2868 07, 12
P T AR 7 X CDD P 2 (1) M 0
B16F10(CDDP-R B16F10)40fiitk, 4% W2<CDDP-R
B16F 1041 il #% X} CDDP K 58 A2 B i Skt . o2 IR
}ﬁﬁKZOOO(lipofectamineTM 2000)4% T-cadherind [K 5% Y4
CDDP-R B16F104 bk, Zi5if575 %418 (geneticin

BI16E104IERE, WELT-cadherindi K 4355 CDDP I
R4S % CDDP-R B16F 1040 fu ki /E H o

1 AR

1.1 #144

PRI B LOF 1040 M bk i 75 ROK 7 R BB IR A
et . CODPHIMTT 4 F 25 [E Sigma/A Wl ; SEAZ[EE
W A 5 A e 25 A R W 5 TRIzol, HYoR&x (5,58
e R #7 (enhanced green fluorescent protein plasmid,
pEGFP)—Nl*ﬂlipofectamineTM 200004 H %Iﬂ_“illnvitrogen
ANy R SR AA MEEE RV (reverse transcription
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polymerase chain reaction, RT-PCR)ifl| & FlTaqfifi 4
A Bl AETAY TERMARAR: G418l HEE
Promega/z}ﬁ‘l; %KTZEQQ{k%(UTﬁ%%KT?ﬂ{h)‘i
JHBT-cadherin—PT 0 H 35 [E Santa Cruz/N &) ; HIE
HALE H B T-cadherin — 3004 AL 2 &0 £
FBARBRAHE; A IE KN (diaminobenzidine,
DAB) it 83055 &5 W A M 358 AR B R R A FRA
A3 B 9 LM (polyvinylidene difluoride, PVDE)
JEEIE H 6 [E Millipore 23 7 5 U A 2L IE 1045 (radio-
immunoprecipitation assay, RIPA)Zf#ZEMIRIA H ik
DU A DR A PR A A

1.2 Fi&
1.2.1 CDDP-R B16F10%8 itk i 2 5
FEB16F 1040 A KR N A 5 10% 1 4 1L 75 (%) 1%
Zﬁiﬁﬂﬁéﬂﬁﬁﬁ%}‘f(RosweH Park Memorial Institute,
RPMI) 164085353, F37 °C, 5% CO,, AR
WEFEFATRIE SR, B H . N IGR &b g b
RO AL AT, BOECE R, F
1 mg/L CDDPAYE;F7 1L N 15 3724 b5 8 A £ CDDPHY
RPMI 16408557 3%, Ak 2 £ KI5 FiNCDDP, &
BiAES, SR AT 7E & 1 mg/L CDDPRYIEFR
FPIEFERK . FRKINA 2 mg/LF4 mg/L CDDP
FIRPMI 1640355358, BRI LALYR, 2 i a0
i fEAE 7E4 mg/L CDDPIHIEEFEIE A IEH AR K
1.2.2 CDDP-R B16F 1048 iLBk 3% 7 A& 77 #  5€
S:543 A CDDP-R B16F104H (S246:4H ) FIB16F1041
(KTHEZH), ML AYBEFE AN & CDDPARYRPMI 16403%
Fk . AMELI2x10°/ mLIY B EEREF P o6 fLk, BRfLn
A100 pLANMEEG . RAMTTE:, £ H &4 e s
LW GRS, HEgkad, ZefilERKihZ.
1.2.3 CDDP-R B16F 108 L #k 3 CDDP #9 A5 2 1) 2.
Sty sra2H, BICDDP-R B16F104H (3535 400
CDDP). B16F104] (¥i3:#L LCDDP). CDDP-R
B16F10+CDDP# . B16F10+CDDPZH . #ififilh2x10°/mL
B R T o6 LR, JG24140r s A, HIgFE
3574 CDDPYE 431 °50.004, 0.040, 0.400, 4.000
#1140.000 mg/LIRPMI-1640855 725 . AR BESAZAL,
BEFLIMA100 pLAR B . 48 hJE R FAIMT T 2 45
CHANML A IO E R . AR R i) 6 JE (half maximal
inhibitory concentration, ICSO)&mﬁ%:‘Fg B
1.2.4 CDDP-R B16F1048 Lk % 45 B3 6y SR M) 2.
SEUsr42H, BICDDP-R B16F102H (JC4EA2E) |
B16F104] (L 4Z%) . CDDP-R B16F10+ 5 AZ 240 Al
BI6F10+2842M54H . 40 i LA 2x10°/mLAY % B 7 T-96
M. Ja2dl4s s s ], HR I & B
WS 4 51°40.001, 0.010, 0.100, 1.0007110.000 mg/L

[IRPMI 16408555 5L, RAWSANEAFL, BFLMA
100 uLAHMI B . T°37 °C, S%CO,, HFIE LT
WEE48 h, RAIMTTERE S ARG
(=N (O AT ETE (¢ 8
1.2.5 T-cadherin FLA4% & 35 B AR 09 M) 22

Sl I s IE . & W s WA B e
5'-CCGGAATTCATGCAGCCGAGAACTCCGCT-
3'[(G+C)%=58.62%]F15'-CGCGGATCCTCA-
CAGACAAGCTAAGCTGAAG-3'[(G+C)%=54.84%].
K TRIzol— 4, #550~100 mgil BATFHL AN T5
S LA SR AR ER v, R 2 2B B B R A
1 mL TRIzol, #EHUERNA, PIFEHAY BRNASKFE S5
cDNAMBEH, FEATREESE, PCRYBE, F=Hy Ikt
4liflk,, K JHEcoR IFBamH W], TR T4 DNAj%E
FEBRRE H L A B AL pEGFP-N1 H A% &
IREART, AR S KA Toplo, /4
B, SR EcoR TF1BamH IEFYI%EE , KM, RS
pEGFP-N1-T-cadherin#Z A A 1)
1.2.6 T-cadherin#% % CDDP-R B16F 1028 LAk & %

B2 1/ # ¥ CDDP-R B16F1041 bk,
ANEPEZMREFRE, 7537 €, 5% CO,, Mg
ERG AT R R . EAfo0%ml & BT AR . R H
lipofectamineTM 2000%1?5{3%[4], 48 hJE A G418
(800 pug/mL), HEATHIGE, 28GR BHME . SR
A BRARBE LB~ CDDP-R B16F 1040 ffibk, S 42 fifi
e AR, PREEPTPEREFRIE(800 ug/mL G418) A=K
K1 CDDP-R B16F 104 il ¥k .
1.2.7 RT-PCR¥& M 4% 4 5 CDDP-R B16F10%m LAk 49
T-cadherin mRNA % i&

Sy N3 KRG R CDDP-R B16F10
41, %% YL pEGEP-N1AJCDDP-R B16F104 I YL
pEGFP-N1-T-cadherinyCDDP-R B16F104 . )i
FHAR 0 & 40 i PR B 4 Y BLRNA, L FE S B
R, PR S Emsl Y
S'-TTCAGCAGAAAGTGTTCCATAT-3'; JZ [ 5]
¥1S'-GTGCATGGACGAACAGAGT-3', WX
HB-actin, TP A B 43S bp, EMTIY
5'-CCCCAAGGCCAACCGTGAA-3"; R n5|¥
5-CGGAATCGCTCGTTGCCAATGT-3', Jz i aAF4n
T 95 CHAES min, 95 CAEME30s, 58 Cilk
30s, 72 CiEffi4s s, #1734 MEARIE, T72 C T4k
FES mine P WG 2% R MEEE R LUK, BEIC SR
ORI AR
1.2.8 %.9% 41HLSP A4 4% 4 )& CDDP-R B16F1048 il
T-cadherin®9 & & Ji &L

SrUEL.2.7. JBEEE TN AL Bl K I CDDP-R
BIGF10ZH i, i BERLik B }1.5%10°/ mLIg 4. T
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A AL 10,2 mLAH A B T, 2 B RE RS
%?ﬁ@i@fi%ﬁ%mﬁﬁ(phosphate buffered saline, PBS)?%
VE3K, WEERE . 3%t Ak A K B N lEME 4k
Yok, /A B EERE PR, INA—dT(1: 1005
FE)4 Cat . PBSIEVE3IR, MIAZ$HI37 C 1h, PBS
THUE3K, VIDABE A, FRARERIYL, 19%Eh BFKS 4
fb, KBrZaRE Gy, HARKMWEES minRiE, T
FiR T, Db MR E R, R R

1.2.9 % & Ji ¥ i ik #4045 4 J5 CDDP-R B16F104m fitl#k
T-cadherin& & Ji & ik

SrdiE 127, W A R AL, LAPBSIE RS
W, HBBEAR, EE(BCAWE) T i m iR
(sodium dodecyl sulfate, SDS)- 5 PN 4 It e 25 e L Ik
(polyacrylamide gel electrophoresis, PAGE)?‘;%HS? EERTIS
(50 ug), KiiE LR BIPVDEIE, swiIgZEUifE N
AW, HALL, MA—P(1:100%8) T4 CIEE
5 MR- = O EER R 2% P (tris buffered saline with
0.1% Tween-20, TBST)EPEISE A ZHL(1:1 000F:
BT EME 1L, DITBSTIEYE R, K10 min, K
FHYa5E k2% & )61 (enhanced chemiluminecence, ECL)
AT 52 SR RS A
1.2.10 MTT %4 M T-cadherinB 4 CDDP % CDDP-R
B16F10% At 38 74 4] % %)

SR e (A6 E L) A IR IRAL (R
HYLH)CDDP-R B16F1041i8) . pEGFP-N14H (%% Y
pEGFP-N1fJCDDP-R B16F104fffi) . pEGFP-N1-T-
cadherinZ (4% J*pEGFP-N1-T-cadherin[¥) CDDP-R B16F10
4iiffl) . CDDP4L(CDDP¥J¥4 mg/L). pEGFP-N1EtA
CDDPZ (CDDP¥ 4 4 mg/L) FllpEGEP-N1-T-cadherinfk
4 CDDPZ (CDDPH 4 mg/L) . 545 53 7 11 i ik
SR MR T 96 FLAR N, HEfL100 yLAHfEA W . T
37 C, S%COYEFHAMTIEFE48 h, RHAMTTIEKLN,
BB 490 nm AL W S FE A1
1.2.11 MTT %4 M T-cadherin®t 4% 44 B <F CDDP-R
B16F10%a ftL 38 74 4] % %)

BG4y RO (6N AL) . & PN IR
pEGEP-N14]. pEGFP-N1-T-cadherin4] . 4£AZM4 (4
KB E1 mg/L) . pEGFP-N 1A A2 B4 (A2 B
WJE1 mg/L) . pEGFP-NI1-T-cadherinli 5 A2 M40 (4
BRI mg/L). [Al1.2.10 08 Ko, 4Lt
FE1H

1.3 GEitFAbiE

AL R HISPSS 1708 HEA T 48153 H7 -
ORI AR R R (xs) R, PIFEAS LLBOR
g, A AT E A RS AR . 4L PSR
PR T 22504, 4118 2 5 LEBOR FHLSD-thG 56

P<0.0SHERAG =R X,

28 B

2.1 ZEZEJECDDP-R B16F104 Atk 1Y & 37 K 18 54
BE AR E

SR FH R 2 o 0328 25 14 0 7)1 AH 45 A 1 T
2, Vit 240d, HAHNAT#E4 mg/L CDDPR; 773
W AR K R S T 2 R, A 44 N CDDP-R
BI6F104I/fikk . MTTIEZ R /R : fEA 54 CDDPHY
RiFidt,  CDDP-R B16F 104 iUtk FIB16F 1040 Uk i1
s 2= S g R L (P>0.05, K1),

35

301 —— CDDP-RB16F104]
-+= B16F10£H

g
(=}
T

D(490 nm)
b
T

=
[=)
T

e
n
T

i) /d

1 CDDP-R B16F104 Atk i) 158 AE
Figure 1 Proliferative ability of CDDP-R B16F10 cell line

2.2 CDDP-R B16F104 i #% Xt CDDPHI B B i ZE

CDDP¥J£0.004 mg/Lif, CDDP-R B16F10
4. B16F1041. CDDP-R B16F10+CDDP4] .
B16F10+CDDPA iYWt B A (437l 2 2.14+0.16,
2.07£0.15, 2.09+0.12, 2.01+0.06) % F G075 X
($1P>0.05) . CDDPHkJE 40.040, 0.4007%14.000 mg/L
¥, CDDP-R B16F10+CDDPZ (W6 & {5 43 5
2.09+0.17, 2.08%0.16, 2.04+0.16). CDDP-R B16F10
ZHMIB16F 1041 WO Bl 25 7 ¥ T it 2 i L (3
P>0.05), {HI4%E TB16F10+CDDPZH (W OGRS 5 A
1.68+0.18, 1.45%0.06, 1.03%0.10)(3JP<0.05), CDDP
W1 4740.000 mg/LHY, CDDP-R B16F10+CDDPZH
JE {8 (1.5£0.15) 7 T B16F10+CDDP4 (0.52+0.02), KT
CDDP-R B16F104H FlIB16F104H, 25511 %5E X
(¥JP<0.05)., CDDP-R B16F104H fiti #4 F1B 16F 1041 /il bk
X CDDPHYIC,, 7351 41268.706 mg/LA119.748 mg/L, it
RN 13.61,

2.3 CDDP-R B16F 104 Atk Xt 8 A2 B2 O B R 14 U 72
EAZBEH S 0.001 mg/L(CDDP-R B16F104 .
B16F1041 . CDDP-R B16F10+4$42M54H . B16F10+
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LA BEL B WO FE (4391 1.14£0.06, 1.21£0.08,
1.19+0.1211.15%0.16) F10.010 mg/L (4141 AW FE A
19 A1.14+0.06, 1.21£0.08, 1.15£0.11F11.19+0.13)
BF L 44 2 B W0 BEE 22 S B T G it 2 i (3
P>0.05). LA E #0.100 mg/LE, CDDP-R
B16F 10+ 58 A2 I 20 (W Y B2 (B (1.19£0.08) /5 T'B16F10+

pEGFP-N1/{JCDDP-R B16F102H ¥ 1 BAME: . 782K 115
IKAFIEA T-cadherin bUIF4 %4 T CDDP-R B16F 1041l it
(K3, 4).

o S N 600 by
SIS (0.9820.05), %A Gt X (P<0.05), bp
S N 500 .
{H 5 CDDP-R B16F104] F1B16F104 F 4% 2 53 640 i1 400 bp Practin

277 L (34P>0.05) . EAZBEHE 4 1.0004110.000 mg/L
i}, CDDP-R B16F10+ %42 BEA 1 W' 1B (43 51y
1.02£0.0410.71+0.08) 24 % T B16F 10+ 4 A2 i 2H (W01
JEAES5°40.76£0.06/10.5+0.01), 2ZRIA S ¥
X (#4P<0.05), CDDP-R B16F104 itk F1B16F 104 Jifg
FRX A2 BERYIC,, 53 1 M 11.415 mg/LAN7.799 mg/L, it
RN 146,

2.4 RT-PCR¥ML/FCDDP-R B16F104f @
T-cadherin Y mRNAR A F R

PRI G4187f ) CDDP-R B16F 104 fits i)
mRNA, JEfTRT-PCRY 1, % YpEGFP-N1-T-cadherin
fYJCDDP-R B16F1041 nJ § 34 H fp Sk 25ty , HAR/N K
208 bp. AFEY[JCDDP-R B16F104H filf% YL pEGFP-N1
A CDDP-R B16F 1040 ¥y 2 [ o 78 3 P 7K Pk B
T-cadherin i 21 5% : CDDP-R B16F10411 i (1€12) .

2.5 AT LT-cadherinfICDDP-R B16F 104 ffl ik
T-cadherinfIE B R RIEE R

BT Bk M e P A EE R R . AER
pEGFP-N1-T-cadherin ) CDDP-R B16F1041 H' T-cadherin
HEEHPEES, RE YA CDDP-R B16F 1040 Fl%% Yt

300 bp

200 bp T-cadherin

100 bp

E2 PCRAEHIHIERIK S

Figure 2 Electrophoresis analysis of PCR products

M: 100-600 bP marker; 1: Untransfected CDDP-R B16F10
group; 2: Transfected CDDP-R B16F10 with pEGFP-N1 group; 3:
Transfected CDDP-R B16F10 with pEGFP-N1-T-cadherin group

1 2 3

T-cadherin

El3 =] A FENEEK N T-cadherinf R 1%

Figure 3 Expression of T-cadherin measured by Western blotting
1: Untransfected CDDP-R B16F10 group; 2: Transfected CDDP-R
B16F10 with pEGFP-N1 group; 3: Transfected CDDP-R B16F10
with pEGFP-N1-T-cadherin group
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\ j‘,\:o € .b‘p e "‘ ° & Qzﬁ‘s / - & s '
L & Y. J-?." = la-i@¥B C

El4 GEHENLSPERNT-cadherinf 3R IE(x200)

Figure 4 Expression of T-cadherin by immunohistochemistry SP method (x200)

A: Untransfected CDDP-R B16F10 group; B: Transfected CDDP-R B16F10 with pEGFP-N1 group; C: Transfected CDDP-R B16F10 with
pEGFP-N1-T-cadherin group
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2.6 MTTE# M T-cadherinBt & CDDPXfCDDP-R
B16F 103 58 A 21

J7 2553 BT 245 5 7 6 41 (R W' (B AS 4 A [R]
2R A5 FE X (F=30.76, P<0.05)., &4H%
HIL#, pEGFP-N1-T-cadherinfk A CDDPA W
J¥ 41K T pEGFP-N1-T-cadherinfll, % %A %1%
B Y (LSD-t=-4.90, P<0.05). pEGFP-N1-T-cadherin
KT a5 (A R4 (LSD-t=-4.55) . pEGFP-N14
(LSD-t=-4.25) . CDDP#{(LSD-t=-5.2) FllpEGFP-N 1}k
4 CDDPA (LSD-t=-3.91), 2Z5¥H G H%5E L (P
P<0.05, Els). B934T /R T-cadherin 5 CDDPHE 5
XFCDDP-R B16F 103 48 A1 il 45 28 HAEH (F=19.80,

P<005) o

D(490 nm)

o &@‘&% S Cpov% S
\% < $®‘&f\% ‘\04&%
@6@@' .
s
9

5 T-cadherinBX & CDDPX{CDDP-R B16F103E5E 1540
Figure 5 Effect of T-cadherin combined with CDDP on
proliferation of CDDP-R B16F10

*P<0.0S vs the pPEGFP-N1-T-cadherin group

2.7 MTTE# M T-cadherinBt & £ £ E2 3 CDDP-R
B16F 1038 3E A 25
T3 2553 AT 48 S 7w 6 41 ] WO FE A AS 4= A ]
Z S G E X (F=11.89, P<0.05)., &4 %
T, pEGFP-N1-T-cadherinff & 5 A2 B4 WO
F*Ffﬁffﬁ?pEGFP N1-T-cadherinZ (LSD-t=-3.15) .
LR (LSD-t=-3.05) . pEGFP-N1E& L B4
(LSD—t=—3.25) ZRA G FE X (H¥P<0.05);
pEGFP-N1-T-cadherinZl W % B {E IR T 25 10 4L
(LSD-t=-3.47) . pEGFP-N14{(LSD-t=-3.12), Z%H
Qﬁl‘[‘MﬁX(Pﬁj<0.05); pEGFP-Nl-T—cadherin?ﬂ”ﬁ)Iﬁ
J¥ A 5 A2 B 40 MIpEGFP-N L& S5 A2 B 40 25 %

it X (LSD-t43 3 °490.09, -0.10, ¥JP>0.05; &l
6)o BT 43T B R T-cadherin 5 4842 2l 4 X CDDP-R
B16F 103 48 A4 il Jo 3 5 A H (F=0.08, P>0.05).

El6 T-cadherinBk & £ #ZEZ 3 CDDP-R B16F 1048 ik 1L 5E )
#n

Figure 6 Effect of T-cadherin combined with paclitaxel on
proliferation of CDDP-R B16F10 cell line

*P<0.05 vs the pEGFP-N1-T-cadherin combined with paclitaxel
group, T P<0.05 vs the pPEGFP-N1-T-cadherin group

33 i

CDDPJ& T4 i e v St 259, HA 4
Mi#EE . CODPIE B IRDNARYZERE ,  BE 1 by 20 it
DNAMIE R ZH], vtk ST, fEafks
(IRPREALI T 25, CDDPEZAE 2 B iRy T Hh =
A 251 . CDDPIN 24 (I ALHI & 2%, WIDNAH &
S O T A R B e S R Y
W NI 2R BT 2 Fn VR Ak
TR

T-cadherin K] i T A YL (114 16q112412-2413
DX, R 2 MR R AR SRR R X
iﬂi ELLE Z R IRd TP R 21 T-cadherin Y F2 1A R
e R R . IS cadherin ) FE3K AT
P 10 A Py 20 B X P 245 0 1 R

ABFFE M8 ST T CDDP-R B16F1040 il bk, 4%
Ja R FAMTTEK T CDDP-R B16F104 /it X CDDP1
it 2546 8. R RT-PCREG A FIIE K 50 B AR A
T B L 5E % T-cadherin, 3T T-cadherin
() 4% % K # R pEGFP-N1-T-cadherin. ¥ pEGEP-
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N1-T-cadherinf4J*CDDP-R B16F1040 k)5, &I
T-cadherinl 4 CDDPH ##| CDDP-R B16F 1013758 ,
2 M 450 HT 7R T-cadherin 5 CDDPEE A B[Rl Bt it yg
YEHS

W g BE LS 334 (phosphatidylinositol-3-kinase
PI3K) /8 i 22 % 1R / 73 R R 4 (protein serine/
threonine kinase, AKT){5 53l [ 55 H -5 A s &
A Rtk B VA O 2 5 el i 4 CDDP
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T-cadherinf4J*CDDP-R B16F10, T G4180fiik, *
HIRT-PCR, & 157 Bl ik F G e 2 Ab SPk il , 3
UESZCDDP-R B16F10 A] 4% 5% FlI A8 e 3R T-cadherin.
2 HAEM . 4 T-cadherin’% 4L CDDP-R B16F10/5 ,
A GE 38 Ao BT AR MRS, TR T CDDPX
CDDP-R B16F 10345 4§l E H . Bibk I 48 98 -2.(B-
cell lymphoma, Bcl)- 255 & MU IEF= ML T-1% 3=
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EibE. 1EMPI3K/AKTIE H T i A4 B ZR0N 71,
Bcl-2 R FERE WS S B0 40 g X CDD P 250 iy 7= A=, i
T—cadherinﬁf_FiE]Bcl—ZE/‘J?%ijj[w]O 2E H WD T-cadherin
W BB H A R B2 L ) ik, AL
CDDPTiif 25 PE 354 .

AKIFGE SURGIN T Fifr oy 200 Ji %) 55 42 Tt 1 A etk
ZE L% SLCDDP-R B16F 1040 i f X} 5 CDDPZE A K 47t
JTE AL BN R A S A B = 2 T 254k, R |
ZIEBI6F1041 itk 4T CDDPIH 2y J5, nIRESRAS T 224
it 25 R PE o VR ETSI R R G L PR R, RS
FEAE e (ot 2 vh o &3 T AR, RS 2]
A I PI3K AR R Tk A A (i i 40 B g
A AT SR Bel-2 @ B, PP R AR T, R
SEMIE AL 2T 2, FiT-cadherinfE Ye B 2 K 4
L 2T 25 B AR 40 S, CDDPIi 24 41 o bk X 2242
RO 25 Pt A AR T iR, $E7R T-cadherin fE R Z2 24
it 25 W B M3 Ty, PIRE R FEEEAEH, HHEK
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