TR KRR 2009 4F 11 HEE 30 B4 11

« 1322 -

http://www. ajsmmu. cn

Academic Journal of Second Military Medical University, Nov. 2009, Vol. 30,No. 11

DOI:10. 3724/SP. J. 1008. 2009. 01322

- Bt & -

RXZEFREEAEFSAISIE LR p53 RIEDH

Anti-Benzo(a)pyrene-7 ,8-diol-9,10-epoxide induced expression of p53 in human bronchial epithelial cells
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% ¥ 35 12 4k & W (polycyclic aromatic hydrocarbons,
PAHs) =2 BRYEAHLIS Je ) TE & PR B 2 <Kk . &
e DU S R T IZAFAE . PAHs A A — #8452 BUE
Yy, Hod L 2K H:[a € (benzo[ a]pyrene, BLa]P) Y B 1 i
8, BlalP Wl 5|2 52 5 2l ¥y il 9 | B¢ BBk 988 2% 2 bR AE
Bla 1P7 B T 8O 1 1 26 AUTE 44 96 AL AR A2 2 B0
Prim iz X BRI E K I EE (anti-benzo[ a |pyrene trans-7 , 8-di-
hydrodiol-9,10-epoxide, anti-BPDE) % A H. 45 0w 16 ¥, an-
ti-BPDE-DNA Jill & # 19 £E B A 0 Jt BLa]P S0 i B 1 56
B AR AN T AR B P A R A T AR
(ln DNA AR BOP), = A S B MBUEE MR . B2 X
T anti-BPDE /v 09 ZE AL T OF R e A2 R B, T8
4 M B anti-BPDE 1B IS 1943 F147 9, 76— 5 14 4 i 6 7Y
rhIE S PR FIAR A 3R A R T © 2 K 25 4 1Y AIF 5T % R i
TE . p53 & — T B2 4 T 98 A8 AR DG 6 R L 8 ik — 2F 1 o E
FHRET p53 MR AL Y 5L X R WIIE H 9 P53 H 1B
MRE R R R RS BOCE B MAEM . R 95 % B
P53 EHEAE K EEYS DNA 455 M0 XKk, EE 54 T
Exon 5~Exon 8 Z I8, Bl AT & BLZ X A 0F 58 & 1)
PO S MR . B9 D F ST R W anti-BPDE
Bk p53 #H Exon8 &4 G—>T MR,

ARSI 43 F A J7 2 F 58 BLa] P AR P ¥ anti-
BPDE f£{&5MA T A SCUE 410 16 HBE 5% 1 4% fkid 72
h p53 K Exon5~ Exon8 #h it F M8 DL M P53 2 H Y #R
KPR, Lt — LT BLalP 55 40 M % 1 AL
B

1 ##EIAFE

1.1 @i AXRE LKW 16HBE (human bron-
chial epithelial cells , 16HBE) , i & 3f: [a] 8 16 YRR 7= 9
anti-BPDE B E5: 1L 19 16 HBE 40 il (16 HBE-C) ¥y i1 ) N £
SRS WM 5L 1L 1 16 HBE 40 Jif T LA 7E 4 B 5 b s .
YRGS F 5% CO, MRNREE Ry 37°C (9 = S Ak i 7 46 v

(KRBT 2009-04-25 [#ZHH] 2009-08-25

[XEHRS] 0258-879X(2009)11-1322-03

YIRS IR T & 10 %640 7S 9 DMEM 85 358 b . 77 41 il
KB 85 Yo mh G B, & A 0. 25 Y R /0. 02 % EDTA 11
PBS i1k, 1 ¢ 3 ML B EFT 4%,

1.2 16HBE %2 #= 16 HBE & M #4020 e & K wh 2% 89 4
#  16HBEZ4UMLFN 16 HBE M55 L 40 B 43 I LA 3. 52X 10"/
ml 1% FESE R T 24 FLARAN, AL 1 ml, B0 12 h J4E dUiE
Yoo T SO M L 322 132 ho R4 3 AL LR,
BRI U, 28 AN AR R 2 A T Rk A A Y B A
5 1 ]

1.3 p53 A B A o4 EUWEANMAT 36 ~48 h B P40
ML ZEREAS 25 em® B9 RE IR 4 R 5 X 10° 4~ 16 HBE
A 16 HBE W56 4040 i, FH 0. 25 % e 2R 11 i 00 1k B0 2 1 3%
A, 4% 10 % FBS 9 DMEM 15 3% 3 e A 20 20 i 7
SEAIEC T X 100N . T & VA R EL DNA 85 i 17 PCR
P18 (PCR KA &M H Gibeo 27D, 51 ¥ TS MR Fre-
bourg ZFMT Y 5¥, PCR 4544 4 94°C T A4S ¥ 3 min, 94°C 4
P 30 .60°C 30 s,72°C 1 min,33 ™EIHRJ5 72°C 10 min;
it DNA DU ASGHEA T A

1.4 S icsin P53 B aL@ikmie e kit
HEB R KFEIEA 24 FLE RN . Hai 2| Ll 1< 10"
AR AE R LT 1 ml, 4000 RE S A 4°C B A9 T R
#HATEE 0. 1% Triton 100 #474T4L 10 min, 10 % FBS i# 17
A 1 h, Bt P53 Pk & %, AR 4E SABC % 4116 5 &
Ui o8 R AL BR . O WA TR LI Y AR A

1.5 %Rk E HEBANHFEMRSFHERM S X 104
16 HBE 4 ifd Fl 16 HBE %M AL 40l 5 7€ 37°C .5% CO, M ffd
HNE B S5 11 15 3% 40 i 38 5k 45026 4 0 5 42 T 4 i A 1, BRLE
HEME 5XSDS LA i & 100 mmol/L DTT Z W 5
min, JUAE B 12 SDS-PAGE Bk 45 B E A 2@ A h
kR BT 4 Z L (300 mALH IR 2 h) K il R 41 4
FEMEE TE &I AP . 4°C L B 6l R 4F 4 A TBS-
T iEVE 3 .10 min/ K ; RIE IR H 43 7 10 A5 10 57 O R 4T 2
FME LBT 5 BT 43, AE 4% 38 4% I IE A Y — 4, D BT
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P53 itk (Santa Cruz), 1+ 250 B, 4°C , 4% 28 3 %, practin
TERNSIR MR A 4 R A TBS-T W ¥k 3 X, 10 min/
W AER AP IMAE R EN (P EEREWERA
AL EWREZHE 1 h; TBS-T I 6E 3 K, 10 min/IK R H e 61
I ECL b &k =t B,

1.6 =i w ik & pogperid e Bk K 16HBE
MR (B K ) 16 HBE 2% v b 40 i 3 ok LB 7
em pH 3~10 A TPG 45,200 pg ERESEATAF R R A2, S5
RAEJGHAT SDS-PAGE, % D i 52 i Y 2, PDQuest H A iF
FTUC R o #r . [ EERE X 4k K30 16 HBE Mt b i & A
2DE (547 i 3847 R 1R £F 2 3 N5 M8 L 42 %) A B-actin, P53
ik k4T 4428 ,ECL &t (5,

2 & B

2.1 16HBE #mfffe 16HBE &Mt mppey £ K HFE N
T 7% 16HBE 40l F1 16 HBE % 1 %% 1k 40 Ji 1) 14 41 20 i 334
BN O, B 2 R M0 AR KB R A AL IR 2 B
20 6 )5 R IR L AT N K 2 A A R ) A R R A AT T
o, >R FH#E BURE U 8 H B0k BB 12 b BEAT 0N 40 TR 1
W25k 2 PRADAE Ay A4 it Ze (I8 1), 7 24> L A i) P o
Lo 2 R4 A I TE K B0 , W] LA Y, 16 HBE-C MM 4% 4k 40 Jifa 2
K E B E T 16HBE 40, 2 B 40 M 049 FE 4 F5 38 B ) 31530 AR
PE MR Patterson 22 1, =1 X 1g2/ (gn, — lgno )AL (o 4T
FEE 38 B8] 52 . 35 SR 1] 500, FEFN T 00 A0 AR 5 0, < B F5 — 52 BiF i)
JEHAR R . S5 I, 16 HBE M2 Ak 20 i A4 75 189 st ] Sy
26. 77 h. 1 16 HBE BYA5HE R E] 24 30. 70 b,

60 16 HBE-C

50

16 HBE

A% (<10%)

12 36 60 84 108 132
A o/h

1 16HBE #1 16HBE-C {18 &R

2.2 16HBE #u 4= 16HBE & M 554k 2w i 04 p53 & B 4 7]
WA ONT T p53 FINALE 16 HBE % Pk % 1k 4 i v 2 45 %
A GEAR B FE AR gm0 A SR R T kA AR b FR AT X
16HBE Fl 16 HBE 2% P % {1k 41} (9 p53 55 X 4 47 1 )% 47
RO AE . A% RBFF 58 78 2 &% 40 B 38 oK K I 2 ps3 3k A
2.3 P53 & @ & 16HBE & 4 4k 2w o F & % K F 5t
% PS3MERTEREDTAOR IR T B T LA AR Rk b 5 P53 M4
A AT R P53, 7E 40 M AR K P ¥ AR R R Y
& 2 Al W, P53 76 16HBE BH:HAMBE T REES T
16 HBE 4t il (GE£: 55 A~ FE & b 10 N IEE S0, 5 94
LB vty B 40 R S5 R A R R T A b L BOT 35 50

{
o e
2 1GHBE 71 16HBE-C A R E ML FHE

2.4 REIEIRF P53 E G AL ML L b R k3
B FRATH B B 0 )7 B, LA Bractin NN B E BRI T
P53 MM RIK. P53 MAEEME AN B REE S F
16HBE 41 (& 3)

16 HBE-C

3 16HBE #1 16HBE-C A ff1 1
P53 EAKERIEN

16 HBE

B-actin

2.5 s B ik P53 ABMAMMILGE G RAAKT
RA¥E WA K B 16HBE 1 16 HBE & 1 % 1k 41 i &
FIHEAT 4B Uk 55 . A 7 em pH 3~10 AR #EAT
FHLREM SDS-PAGE # 17T 2DE-PAGE. L ¥ & 200 pg
EHLE DI, Yt 5 M EEIR I Gel Doc2000 i
T4, 1 BIO-RAD 428t 5 PDQuest 7. 01 20 8k 44 % & 3%
HEAT 5 HT . € 16 HBE 41 vh 7] ARSI 21 313 A28 14 A2, i
TE 16 HBE 2% 14 % £k 4t g o w] LA I 333 /25 1 A, PG Ad
Ry 86% ., AH 2 B FATHER) 16HBE A1 16 HBE % 1 % 1k
AR Y 2D fE AT 55 B L ECL &6 db A7 40, L B-actin fF
HEENS IR ERHER P53 & A TE 16 HBE T4k 5% k41 i
TR L A AR 6.5~7. 2 EA LN TRE AN
53 000(&l 4),
3 W

S i R X N 28 B A AT TR O B R R W B
R B B R Tk R R R RA L B o —
Tl 356 PR 3 A% 0, JHL % 7B I AR AR Ji TR 7 F 410 25 R 41 DNA 1
005 . T AN 0 9 2 R0 O B8 SR A L 9 55 ) (tumor
suppressor gene, TSG) i % 2% m 1 7= ¥y 1 2% % , ol W1 & 3 1
A 2Z T A A T BRI A T R R, e T T, B
TSI N 40 myc Fl ras L N R, BB LM Rb A
p53 HE ST, TSG *t By 1k 4H Ml 98 45 47 % & % /E A, Minna
BRIy TR B2 RO AR T I 1 AR S — R
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O TR RS 2009 4E 11 A L5 30 %

G 53 A8 S AR, v p5 3 ik AT 9 8 2 Mo 2 A Y O
BRI Z — TRABETE po3 SN AL XT T 1 i i Jig 14 % AR
JRAAHEBERNEL,

$SP_| oS | Mr | pi |Trend |weikouBPDE | 16HBE
3801 [+ 000| ooo| o000 7111
= 200
4001 [+) 000| 000| -025 17111 14320
|9 000
4002 [s] 000| 000 013 33581 | 8659
= Mewaid
4003 [+] 000| 000| 000 2808
|00
4101 o 000| 000 o002 40621 | $8205
4102 (8] 000| O00| -008 10380| 10877
4103 o) 000| 000| 007 1590.7 | 14553
|10, 199071 _18002)
4104 [+] 000| 000 0198 7137 8829
16 HBE cells
-
4202 o 000| 000| 010 1480.0 [Nq455 4
«2m | o 000| ooo| o038 7363| 1088 ‘a‘. .-
= -
4204 000| 000| 058 8778| 368 -
16 HBE-C cells
4208 [+) 000| 000| 020 16324 1 3
4207 ) 000| 000| 083 210685| 7702 :@ P -~
4208 [¢] 000| 000| 013 9563| 11204
4301 000| 000| 034 6154
4303 [+] oo0| ooo| o000 9789
4304 o 000| 000| 082 12640 4847
4401 [s] 000| 000 0.02 S22 0| 22088

B 4 ZHEERE KN 16HBE 1
16HBE-C 4 & P53 EARIKTF

p53 M F A 17p13. 1 Jefafk I, &K 4 16~20 kb,
B 11 A TR 10 NS PR Hgm i & i 393 N5
FEBRLH I, AH X 4y T BB 53 000, & 58 DNA %54 i 5
. p53 HEM —REME ARG . &F 3 MEHKX . —4
i M 11 R R i X B C R i IXORT— AN R X, Hrp S X
e E 4 5 DNA 254, 46 R 2 B0 s th Al 3 9 p53 i 5848
By AR X, ps3 SHAGHFE FiRt. 54
T8N AR 2 04 A BRI BEGE AR . pS3 RS IR DI REIR T 5 p53
A SR AR A, po3 A IhRE E2H 2 Fh, — 210
il 40 43 24, L A5 BR AR AN R DY Gy s S — el i 40 i
T, R NZEIME R R R b, p53 N I 4 D RE Y R 2
H A 5 R B 1 A8 ik 2 — . FER 2 200 £ Fh R [F] Y %
Jiggd b A 60 %6 LA L B R Al A p53 BRI ZEAE , R 2 50 % 11
fili FE A7 e p53 FE M ZEAE . Takahashi %0001 57 & B, fili
T p53 AL SR AL G 4G Bl O B Pk B A58 % T B mR-
NA KN BAE 3% 2858 7F 3 F p53 e I A9 T AE |, I 7
RS X AR T p53 B R SR IUT (G—T) . p53 S A
WA T % T 132~285 Z Ja], I p53 KN = 2
it gt vy i A AR B v 1) 38 A% B0 L p53 R Tl i g 1) 7= A
EEAEM., TIN5 % ~98% M p53 FHE AL T 5.6.7.8
YA Fh 5T B AR R A < B s L

AR F A4 16 HBE & i B[a P 4
AL =) anti-BPDE % F (0 16 HBE % 11 %% 1k 40 0 VE R #F 58
BT, HCRE S8 A0S A6 T 16 HBE 5% 1 % 4k 69 A B L B oy
anti-BPDE T8, X N #F 5% BlalP AL & BF 58 48 it 7 — 4>
BRI B SRR ES . 56 T 16 HBE 40 it #1 16 HBE % 74 %% 1k 40
AR T B — S A SE 4R T8, 20 DR I B9 R, ps3 2
P 5 28 A8 AT BE S BLa]P i & il 09 5 40143 7 44

AR LG R E W, anti-BPDE % % 16 HBE %k fbid 72
TR AN B p53 Ak AR AR TR TR p53 S AR T 1Y
YAE, TR FKOE BRI b P53 B R A B
T 16HBE 4 fitl, 5142 8 [ 22 ik 3 & i R IR iR A 1 T i —
UESE . BUAK p53 RPN B A ) 8 AL BUAL AR L T 16 HBE % M #%
Ak 20 i A K 7 3¢ 16 HBE R, B B anti-BPDE 5 % 16 HBE
MR T Ak o B b T RE A E b 5 A A B A R DG 1 R PR B R
FI AN AR ATRATIS
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