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[# XA BETEEERLEEE-2(Bone morphogenetic protein-2, BMP-2) P T B FII-& L FI W A L5 A 4HIE SW480
R TR IR T AERLA , 3k . BMP-2(25,50.100,200.400 pg/L)YEFT SW480 404K , MTT keIl SL41 iE 77 .
BMP-2, 7 FU R BERE ( 5-Fluorouracil , 5-FU) Bl 5B A-YEF F SW480 4k, = 40HI (Flow cytometry, FCM) R ZRARIA T,
Western blot ¥z 3 A% 10 S 3o B gk RYBEBRAEE 5 5% 15 A IR AYZE R (Phosphatase and tensin homolog deleted on chromosome
ten, PTEN)ZE AR 3555 , i T B A BESEU0 (RT-PCR)#:#ll PTEN mRNA 2555, £ 3% ;BMP-2 T LW SW480 AT
SR B, BMP-2 BRS VYT VEF T SW480 4k, FH 1-22 B B (P<0.05), BMP-2 BEf¥$2 5 PTEN E Mk
K {BRAEERE PTEN mRNA MIZE/KF, 4546 BMP-2 A LU B #VLy 70U YE , BMP-2 S5#ULITECE 1R R thiRlE
5 SW480 ARE TRV, EALHIPT 665 118 PTEN Z A5 R FE 11 PTEN S RBMAE X,
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Effects and mechanisms of bone morphogenetic protein—-2 combined with

thermo—chemotherapy on proliferation inhibition in colon cancer SW480 cells
LONG Teng, WANG Ya—xu,YAN Jia,LIU Xiao—hu,LIU Na—na
(Department of General Surgery,the Second Affiliated Hospital ,Chongqing Medical University)

[ Abstract]Objective; Investigate effects of bonemorphogeneticprotein—2 (BMP-2), Thermo—chemotherapy and their combination on
proliferation and apoptosis in human colon cancer cell(SW480) line,and to explore its probable mechanisms. Methods:SW480 cells
were co—cultured with different concentrations of BMP-2(25,50,100,200,400 pg/L),then,the apoptosis rate was detected by FCM.
The protein level of PTEN was detected by Western blot.The mRNA expression of PTEN was detected by reverse transcription PCR.
Results ;BMP-2 can inhibit the proliferation of SW480 cells. The apoptosis rate of SW480 cell treated Thermo—~chemotherapy+BMP-
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2 was significantly higher than that of BMP-2 treated and that
of Thermo—chemotherapy treated cell (P<0.05).BMP-2 can im—

prove the expression of PTEN protein,but can not improve
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the expression of PTEN mRNA. Conclusion :BMP-2 can improve the sensitivity of Therrno—chemotherapy. BMP-2 combined with

Thermo—chemotherapy can induce apoptosis of SW480 cell line, through its up—regulation of the protein level of PTEN and inhibition

of PTEN protein degradation.
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EEWELE—FE &K HIET- KRR 0B M , WHO
MR R FOR B 7R , 1980 R 2 45 B BT R AR 1) 57.21
77,2000 5% 94.5 1, HFE T RAEREHTES 3 7, UK
FREBREEREY, TARIGTIHREGAE TR BT E
BERIRIT IS, BB HMEIT (Intraperitoneal hyperthermic
chemotherapy , THCP) ,/£4 & 18 b R B B B 7, OB
I ZRLH . THCP AT LUX I B P it S )9 4 B B o NI
Borbai A S, TR IR R  IRE W ARG EHFR,
TEHUIE B4 R S XU IE B 4 400 . g b K A R as B 7=
A, FEGURRIE RS,

FIA & 4EEH (Bone morphogenetic proteins, BMPS),
BB AN AR R RS ik N S & KB HTE
Bl MEHR R, BATES 5 SR M A5 5
BT YFdR, BIEAR4EEH-2 (Bone morphogenetic
protein—2, BMP-2)4£% BMPS Kk # 1 5, YWiFsLE L Fh
g th 8 Rk, 3F BRIl BRANHUS | H BT 2 b e
SR IETE S AR FE AR AR R e,

AR BMP-2 BRE PRI, B S SER B 7EUESK
LRS-V X ey 40 R R T2 B S e, AR AT B AL, R
BERFRAR THCP yP AR W B Rl b R RIVE IR (k48 , 3F
7 BMP-2 R I Fiff RIZHESCIER

1 #REFE

1.1 ##H

NG 40 (SW480) ) B B R EE R A2 4 B 7B ;
BMP-2( L R ERHERAE , # 1403) ; RPM1640 557
B BA4 17 (£ E Gibco BRL A7) ; RILANE 10 St
A f 2K B B BR i &% 7K 07 B A [R5 9 22 ] (Phosphatase and
tensin homolog deleted on chromosome ten, PTEN ) 8.3 ( & [H
Sant Cruz /A #] ) ; iRt EYBEHRIC 16 WFEHRALEF
#2202 E]); Western blot £XRF & ( LBBEAREYWHARER
/ATl); Western blot BERiZF & ( LB E = KAYHEAREIR
AT s FESR UE (5-Fluorouracil, 5-FU) (IR F & HI 254
FR/NE]) ; RT-PCR (1% % PCR)IRM & (KRG EYRER
FRZYE]) ;9700 B E & #L (£ ) ; SDS-PAGE HIKL(HF E
JEFA—ER) ; Ik EEB B (£ E Bio-RAD); BB M E
RY:(*H Bio-RAD);PVDF JR( LIS E X REYFEARF R
CIDE-
12 F#*
1.2.1 MTT SR 40 REFE R BOs$cd K ) SW480

YR, RIS TH AL WA AT, TR 4E UK B R 4104 N/ml,
AT 96 FLAR R, 4871 100 wl, {# F RPM1640 X555 (& i
4 IMVE ,WER 10%) T8I PR FLATMINGRE A= K 1K 70%
~80% 2 A B W BTSSR UM S 40 . LASRALER A 4H B v B Mt
B DU & HR A3 SR A EZS FLOF R, FPKE BMP-2 #5288 (25,
50.,100,200,400 pg/L)5 MAEWRE A, BAHIE 5 HEL,
ZHABIFHLA 37°C CO, BEFAN T L BEFE 24 b, TEHET
6 h B, FIEFFLTINA 80 wl & 10%f4 4= ILiF I RPM1640
FEFEE K MTT 77 20 pl, k2235 9% 6 h 5, 3% i, &1L
FIAZRET 150 wl, B 10 min, H45 G5,
A 492 nm ZbE B FLIREE A (A, B KA SW480 48
BIIE 7, OIS F1{E= (LR 4T3 A {8/%F BB T3 A {H)x
100%.,

122 WRLMWEAW MM E T K SW480 43K 4 4
W, AH XTRRA, AR, LR E IR B 4.3
#fi BMP-2(100 pg/L)4H ; C #H. Baadigtfbyy 4H (5-FU 50 mg/L);
D £H.BMP-2(100 pg/L)+# k7 (5-FU 50 mg/L), &HAMHE
T BOTEAE K 9 SW480 ML ST RN T 4 4> 50 ml $E3%
TSR R AN MING BE 609%~80% 0 , A 40 FBEBR £0 28 vh ik
WS A RPM1640 8535 5 (S R4 B, IR A 10%) ;
B ¢4 FA B BR £ 2% v wh RS A& BMP-2 (& E 4 100
mg/L) i RPM1640 ¥53R 5 (F R4 IILTE , YRR 10%);C LA
BB E IR E A S 5S-FU(KRIRE N 50 mg/L)#Y
RPM 1640 35555 (& B4 L3 , VN 10%) ;D A FIBE IR £h
S20RRRERIE IS BMP-2 (2RI 100 pg/L) & 5-FU(&R
W 50 mg/L) #Y RPM1640 B35 5 (& B4 v , Wk & R
10%) ; A B LHALFRIS LA 37°C CO, 55258 W& 1L 15 5% 24 h;
C.D A L35 B 43CHEFRFEA 30 min FHEEA 37C CO,
BN E R IR 24 h, BYIEFRERIEH 0.25%890E
FBEH AL, WA AN, PT DU G AR A0 R ETR 1x10° 4~/ml,
o P o =t S ARG B B R

1.2.3  Western blot #:3l] PTEN #HH 4RodHMSEHLE
M 1.2.2, FHAMPESFE 12 b FRBAMES, 10 H &R
vk, B SRR A N A S BT PTEN 85T (1:
200 FRE) , BERETA 1 h, JKEE 4CH LR, YRR, A BUR
T EAL D EEARIC Y L £ BT 5 1G (1:1 000 F k) , EIRIEA 1
h, VERE ECL ST B 8%

1.2.4 RT-PCR ¥ PTEN mRNA  #0ff 4340 & &40 4R ik
IR 1.2.3, BIERE UL RNAOUT 2 U4 M & RNA 3
FREAMEHNE VR, R ) cDNA , LA cDNA BT
#47 PCR 373, PCR 51¥/75 Ky 18444358 . PTEN £
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#Hi. Huang H F21% 5 PTEN (8255 7T LASR B U5 B
YRS A ST B BB , M B B 4 AR SR, R,
Tolkacheva %™HESE PTEN 22 %2 ®R1L#, Bl PTEN EH 7]
LUENE BIR RS, BERIEA L PTEN BAAER
FIRIE W H XA PTEN B H HRAMNLE, F4E
3% PTEN BEE S B LR EFUEIEA.

ASLIVESE, BMP-2 B LL#RH SW480 48f+ PTEN &
B K T 5 AT IR A 12 P R BB R E 4 M 4 98
1=, SWA480 41 AR A I R Ak v U o3 I T BB 5
BMP-2 $&§ PTEN B EMRIFA X, Bif%t PTEN mRNA £
R IR ERRKF LR EZEER AT HE
S(P>0.05), BI#bIT 5 BMP-2 Bl K% Bk &1k A Bt 4 R B
1275 SW480 41/ie PTEN mRNA RIFR35, I BRATH LIB Y,
BMP-2 7] g8 M1l PTEN 2 H MR B E A RAK
¥,

AR R L, BMP-2 SRULITBCE 2 A T LE
5 SW480 AAMIAIR T, WAL IR PTEN ZH MR IBREN;
o URFERALST BB, BRIRA T S R MR, 9
BT B BN B i IR T R — R ISR B
BMP-2 RIEHIRE A RPLEIEE FIRAB,
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