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Ak A K F Bl( transforming growth factor-g1,
TGF-B1 ), s&— a2 Y 40 M Ti% 1 P55, B X0 40 i i A=
K M G AR T A TR AR R A RGE,
TGF-B1 7] 755 2 JlfrJe 4 i 9 =, 5L G240 e P AL i )
R A1 e 240 L Ao 218 R AN D I AN ] o R o £ 4 g 2
AGPERR EEAR = 0 RIS R, — BRI, B AT 20T
Dy IR BR . B ntl, 915 10 R AR 25 . ARSI
DL AR A g 41 g 982 ( retinoblastoma, Rb )4 i #k Y79 H
X4 5T TGF-B1 X+ Y79 48 T /0% F/EH , IR
PFHAR AL, LUHSHIRYT Rb AR 1E

1 #MRE5FE

1.1 #k

TGF-B1 H i L 12 2 BR R )22 Marene Landstrom 24
PG TR Ak D RO U A ( MTT ), — Y JE 2R
( DMSO ), 1}l 1 37 9 RPMI-1640 , S dit A p53 Fl#E iR
1k p53( Pp53 )ik, HRP A ic B EH bt ik 1 736
[ Sigma 2o
1.2 4HfEsss%

Y79 4tk n | A 26 B E KA 240 .o ATCC ),
Y79 M IR E K 10°/ml, 7E 37°C ,5% 14 CO, K5 3746 h
B,
1.3 TGF-B1 XF Y79 4 fg 45 A 5 1

Y79 4iiffL( 10°/ml ) hfim A TGF-1( 1, 5, 10 ng/
ml ), 555 3 B1L,37°C,5% CO, &M TR 6 h,
12 h, 24 h .36 h, 1000 r/min B.{>5 min, 3 35, &
FLJi RPMI -1640 ( % 10% FCS) 190 wl Fl MTT( 5 mg/
ml AW 10 pl, F55 5% 4 h, 2 000 t/min &> 10 min,
FE 0, B A DMSO 150 pl, 7843 W AT, bR A
JE AgyfH o

AT 2 % ) =

YRR Ay, fH - SEI0EH Ay, fH
X HAZH A, H

1.4 DNA J BOgeig s pkin ">

L 10 ng/ml TGF-B1 Zb3H Y79 4l i 4 PBS ik
JE A 4 L5 % W, 4°C % F 10 min, 10 000 r/min £

x100%

FAE, T8N 1. BAES 455 BErRRA, LE 200052; 2. HF_FEEKXRFAEH

O BCETSBOMA 2wl RNaseA( 2.5 pg/pl ),37°CHEH
1 h, FEMA 2 wl AR K(2.5 pg/pl 37CHFR 1 h,
JA'5 mol/LNaCl FI5ENEE - 20°C i, B0, A TE
Vi DNA, L 2% SR HHEE RS LK -
1.5 20 i) S0 A R o 0 PR

Hescmk Sy, I R AN ALK Epics Elite( 22
[ ), R BOE 8 & WK N 488 nm. &5 R M E R
Elite 4.0 I DNA Multicycle, £t TGF-B1 Ab¥H K X} i1
145 10°/ml, PBS PR, LA 70% 18 2% 4°C [ 5E 4 h,
E50( 500 t/min,5 min ) EBR S BE, A BERR -HA% R Ah
40 wl B VFEYM, = IR E 30 min, &0 ( 500 r/min, 5
min ), PBS 100 pl 277 U0TE 4L, A RNase A ¥ 1
pl( 1 e/l ),37°CHFE 30 min, JITABAL 5 581 T 50
pl( 1 mg/ml VR A, B E 30 min Y20, FH 20401
ASCIN 2 290 e ) 1A B O 1 20 B
1.6 FREENI S

P IO B 58 B 300 A T B SCHRL 4 3R A T
10°/ml IS PBS 28 btk 2 LT 1.0 ml 41
A% W [ 2% SDS, 0. 15 mol/L NaCl, 10 pwmol/L
Tris ( pH7. 5 ), 1 mmol/L EDTA ], %X J5 & F vk I 30
min. A R BEIN A2 FH R ER 1112 B RN 43 o't o EE A
FEo FHILEAS RN 40 pg, BT 5 min, 43514
10% SDS-PAGE Hiyk, 4R J5 L 4% %% 2 PVDF i€ |, 1%
P& 5% WiRg 245 TBS-T ZEvh i == A 1 h, 5
p53 Fl Pp53 (11: 1000 ) HAHTZE JBEH 3 h, TBS-T L
T PEY 30 min, 15 HRP ARICHIEHTR TG HLiR( 1:5
000 )ZEIRIEE 1 h, PEE 30 min. 7 FHH 38 1 1 27 ik S
K6 ECL)# M, 5 ECL A 1 ECL B B4 W [ W 1
min, WA X R F.
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2.1 2 TGF-B1 AbFRS B Y79 20 i 338 5 11 il 2% B )
Tt I SR A R 10 ng/ml TGF-B1 ZR
B, ZEAL TR 24 o F1 36 h IS, 20 036 5 G 2 2 4
36 h HAM M A3k 62% . FW, TGF-B1 X Y79 4t il 3%
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FEA A S R . W, BE BT Y79 4 M I 4R Bk B W T Sub-G1 B, iE

2.2 TGF-BI 5 Y79 4L # T-#) DNA J1 B3t ig bl
BERS LUK s N 1, Y79 AL ZE 10 ng/ml TGF-B1 &b
P24 h JF4R H B DNA B BB 0,36 h e B i, e
1A DNA Wi ZLa 73144 200 bp 2545 19 A B, 5 MR i
JAT DNA BRIEAE . 33 I 40 08 7 s e W 4 B9 SRR AE
2 Af 5 I 45 3019 DNA & 543 B3R B, Y79 4 AL 28 10
ng/ml TGF-B1 Zb¥ 6 h /&, Sub-G1 JWC IF. G1 1 ) 4l il
THEEZ W3 I, 2 36 h BFik 32.4% , Ff 1 B W
Sub-G1 J T, S HAFN M 39940 e JE B 8. A8 fb . T
(‘apoptosis ) ML T 447 B B BIFRE , B R HUH) —
Fh BB sET 7 2 L AR e i S R T
XTIEA YT B LR L, ARAEIE R DNA 35 fiE Bl
iz FiL kA 20 LA A3 AT B J s TGF-B1 7641 il 41 A
AR RIS TS Y79 AR YR T i EL4E AR A pr
FW, GO/Gl UM & D7 T 43 24 W BHL ¥, TGF-1 Xt
G2/M 4R AT B AE ] o #2755, TGF-B1 5% Y79 4
Mg T % A TE GO/GL 39120 B R R 3 mti =2 I

1 TGF-p1 Xt Y79 40 R85 i 2500

2.3 G B S E 4y BT AN 1A 2 75,10 ng/ml TGF-BI
AbFE 20 min pS3 FFIABERR 1L, PpS3 45 1 Wi NI,
FrEHIN,6 h B INE]E I, p53 £E 2 h BEIEAT TR,
AP IA]SAS AL B . B-actin 1 g P2 IR TG B (g 78
ko pS3 J&— Bl E Y IR A OGS A, B A= Y pS3 HL
AAEEE ) TR A 8 p53 BAT EUR M, BERRIL Y pS3
A BRI RE, RV R IR A S e R
Sy FHr 92 4 L BEL VA ZF. Sub-G1 18 97 5% i L 1 g AH ¢
FEDN 3k bR A i E A TR RS L AR AESE R,
TGF-B1 Ab3) Y79 AUAEAY pS3 7£ 6 h BB RR fk 5 hy BH

TGF-B1 7£ 24 h A =, DL EZ5 KW p53 /]
REZ 5T TGF-B1 B Y79 40345, % S 40 M .
/R, TGR-p1 i 1 7 1k p53 & 5 HAR Y79 40 i i 94
T, TR AR ) 20 988 136 7 b A T E A (B

2 TGF-g1 &5 Y79 AfAT

[ XA ] TGF-pl; p53; 4T
[ HES>2KS ] R730.5 [ SCEtERiIRAE ] A
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