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[F8E]  hATF-12—FhRAE N7, ABF S8 i b hATF-1 35 9 0 3 20 IR 78, 2453 hATF-1 X5 A549 20 i34 7 A
TR HE I M52 . PCR A J7 74 5 [ hATF-1 3L R 4 P 31) 50 e A 380 Jo 75 24 ST 48448 pDC315-EGFP I,
3 ZE M TR, pDC315-EGFP-hATF- 1, B 242 UKL 5 it 75 15 2L UKL pBHGloxdeltaE 13Cre 2244 Jk 293 1 it , 1] H
AdMax 95 B 2 AR5 R G RERRMTEE , TCIDS0 230 5 95 55306 B, A1 B RT-PCR Hl Western Blot 73 Hr kil H 114 1
PR35, FH MTT S A0 A549 41t (3 7, 40 R F0 Transwell 52504 AS49 A0 AT RS . 45 S 200, ol
T 3K hATF-1 2[5 5 40 M5 145 , T 15995 2 1% 32 A 2.5%10° pfu/mL; J1] hATF-1 55 2H JIft 0 25 8% 4 A A549 20 Jift
RT-PCR il Western Blot % 22 5 7R ZH M T 33 2534 hATF-1; MTT Wb 7R 3 2534 hATF-1 AT b 250000 A 549 4045 g 77 ;
0 i J 9 I Tranwell S236:TE A hATF-1 BERS{E UE A549 41T 7% .
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Construction of Recombinant Adenovirus of hAIF-1 Gene and
Its Effect on Proliferation and Migration of A549 Cells
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(School of Life Sciences , Nanjing Normal University , Jiangsu Province Key Laboratory for Molecular
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Abstract: hAIF-1 is an inflammatory factor. The study was supposed to explore the effect of hAIF-1 on the proliferation
and migration of A549 cells by the preparation of the recombinant adenovirus with hAIF-1 gene. The hAIF-1 gene was
cloned by PCR and subcloned into the shuttle vector pDC315-EGFP. The shuttle plasmid and adenovirus genomic plas-
mid pBHGloxdeltaE13Cre were co-transfected into 293 cells for packaging recombinant adenovirus with the help of the
adenovirus packaging system AdMax. The titer of the virus was measured by TCID50. The expression of the target gene
was identified by RT-PCR and Western Blot, and the effect of the target gene on the proliferation and migration of A549
cells was examined by MTT, wound healing and Transwell assay. The results showed that the AdDC315-EGFP-hAIF-1
was successfully constructed and the titer of the virus was 2.5%10° pfu/mL; Analysis of RT-PCR and Western Blot indi-
cated that A549 cells could overexpress hAIF-1 after infected with the recombinant adenovirus; The MTT assay showed
that hAIF-1 could increase the proliferative rate of A549 cells; The wound healing and Transwell assay proved that
hATF-1 could promote the migration of A549 cells.
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L5 K01 HLRE B INF-y 25155 5 3R W 6K PR F1, SR D E 7 T 56 6 5 B IR iy AR UM B E ST
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JE ARG I IE B, ATR-1 ZEES TR DU A 1R 2 1 9 JR R e il A U303 473 110 8 o By Rt e 35 38 G
BRI X U ATR-1 7 G2 o815 7 T8 i D ie I T HESh P R FL S W ERAR RS . ALF- 1 —Fh %
i PR 5 PR A A TR 1A R M 22 BRRe B 22 11 G T . RS st A DR BRI 1 ol 2 e e b e 3,
(14 7N 28 G I 200 L R 3 T g £ 15 0 200 B 0 RE 005 308 ATF-177" ATI-1 BE SIS A2 a2E A % Dk P B2 400 i 1
HEFERNGE RS | DA KIS B A B, 33 o L4598 A 7 A RN Ji ] RE AT 2 T LA R A . I BB A Chen %5 A B
LRI, ATF-1 ERS A 7E N\ FL 98 40 g MDA-MB-231 F1 AT 98 40 ) HepG2 34 5 AT A2 . SR 1 % T
ATF-1 5 filifig A S AT, 24K WLARIE . 2 WF 580 2 A EE hATR-1 3R 0 B B , U AN 638 hATF-1 1)
N A0 B Rk AS49, SRERFT hATF-1 X} A549 2 38 58 AT # 6 1 52
1 MRk
1.1 &

KIAAT 1 DHS o 357417 14 5 AU 4% (11,29 % 26 1 (enhanced green fluorescent protein, EGFP) % 45 38 [A i) it
K pDC315-EGFP (ARS8 2 M A AR A7 ) L3 A7 5 B AR 75 A7 B OB 2k E1/E3 X 38k (14 9 25 B 22 Tk
pBHGloxdeltaE13Cre . AR 5 40 L 293 B2 A Jiti 9 41 L AS549 34 0 A S 06 28 AR AF s T4 3% H2 1§ . pMD19-T Kk
N Taq fiti . DNA Marker 24 [ TaKaRa 2> 7 3 25 [ i K W 3 Merck A7) Pt AIF-1 —3HT04 [ Abcam, HRP —
PUIA F Santa Cruz 28 A7) s MTT IR & 06 A WL AE P20 F]; DMSO W [ B 5 AR 24 A28 w6l 5 =kl DMEM 1 57
e G4 M (FBS) WY H Gibeo 28 F 5 AR JH A Lipofectamine™ 2000 4 H Invitrogen 23 7] ; Transwell Chamber 1)
H Costar 23 ] 5 B /MR & K FDGR ] & H Biomiga A 7] .
1.2 Ak
1.2.1 hAIF-1 X B & o

e GenBank 1 A ATF-1 1Y 751 (5 55 : NM_001623.3) {5 B, , FI| ] Primer Premier 5.0 F1 Oligo 6.0 %%
519, EBF514) P1:5-CGGGATCC (BamH 1 ) ATGAGCCAAACCAGGGATTTAC-3", FiiF51 4 P2.
5'-GCGT-CGAC(Sal I )TCAGGGCAACTCAGAGATAGCTT-3". J ¥ 4541 :94 °C,5 min; 94 °C,30 5356 °C,40 s;
72 °C, 1 min; 30 MME¥ ;72 °C,7 min;4 °C, 10 min. RIS H 9 B, FEREE] pMD 19-T 2k (A -1 1 .
1.2.2 pDC315-EGFP-hAIF-1 /i ¥4y 2

il £ I Y 1E A6 19 pMD19-T-hAIF-1 BOKL , BamH 1 F1 Sal 1 GV, [ hATF-1 35 B, K H 3L
F Bt 5 pDC315-EGFP FURL g AR K 1% , F 4k KT 3 DHS B2 A5 400, B 7% PCR A % & BH: va e , 35k
JI95 15 2542 UKL pDC315-EGFP-hATF-1.
123 FHMmE QLK

W5 293 20t #2 £ AL 3x10° (R 2 FP 2] 6 FLAR P, 10% FBS 20 it 55 37 W 5% 35 40 i 2= 709% 2647 1 &
&, A G2 Ok pDC315-EGFP/pDC315-EGFP-hATF-1 8 42 [fi ki pBHGloxdeltaE13Cre 1 i i 4 Lipo-
fectamine 2000 % YLk TR AT, UL 4 h~5 h, e 55 YL T, 5% FBS (AN SR 4k e85 97 , A K EE
AR A A KO, 3 d ZE A e — IR B SR, 3 S B (2 8 d~15 ) , L 2] H B 2 Wk 3L . 5 1 B %) 9 2 M X
W, I A b 293 41 14 24 FLAR T, 2 d 5 2 B CPE B4, 45 20 it Fn 8% 32 WA A ok, 77 T -80 °Cik
Fie .
124 PCR% % &%

W 24 FLAk b 3 B CPE BLAL R 40 MU LS SR AR AE 2K I, 80 “C.(1 min) A1 37 °C(8 min) 2 & VRl 31K,
4 °C .12 000 r/min 250> 10 min, Y8 F3% , IFEL 10 pL T PCR % 5E T4 I 25 . B 10 wL By, i A %%
RFLEY 20 mg/mL 25 1 K, 55 CALFE 1 h, 100 CK 3G 5 min, B2 WL AR LA P1.P2 514, #:4T PCR %
FE VA EIRI R
1.2.5 TR 3B IR 2H AN 2

AR AT 5 1 I A EZ RN 293 A M 75 em® (3R IR, 1.5 h S 3, K555 2 d S 2040 P 78 A5
(cytopathic effects, CPE) , B0 SR AR, 52 &2 R 3 WK B LI PR T-80 C& .

FHRTERBEAL 107,107 107 — EL 3] 107 PR BRI , 2R )5 A3 293 4R L% 96 FLAR 1, 4541 100 pL,
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BB RE I 1015 AL, 5%1Y FBS 40l 3% 77 68555 10 d, ATl sk B — D B2 T 1 31 CPE Y 4L
. FIH Karbers 23 2058099 52 1 B2, X5 F 100 wL F#6 BEW , 58 B0 5 7=10""""" (TCID50/mL) =102
(pfu/mL) , HiH d=Log 107 B =1 (/R 10 57 B ) , S=RE M B T FHAMEFL Y Eb iy B G2 M 107
TR IR).

1.2.6 RT-PCR #= Western Blot 57 hAIF-1 /& A549 4m i, 84 & &

FE P AS49 41 LT 96 FLAR L LN 110" A 4H A, 20 M 15 3% 24 h e, LA MOLE y 40 J2% 2 B 95 75
AdDC315-EGFP/AdDC315-EGFP-hAIF-1, 1% B 25 (4 %5 M4, i 7 2% YL 2h J5 i g o8 4 85 37 9, Hefa) 5 —
UYL 5 2 d SR B Y RNA, ) FH i i a0 50K RNA S S cDNA L hATF-1 B 514 : 5'-AGAC-
GATCCCAAATATAGCAG-3', F 51 % : 5'- TAGCTCTAGGTGAGTCTTGG-3' ; GAPDH b 5|4y : 5'-
GAAGGTGAAGGTCGGAGTC-3', FiiF514:5-GAAGATGGTGATGGGATTTC-3", #£47 RT-PCR A1l hATF-1
mRNA 3k . 50 [A B, 32 BCAH M 09 B 8 (L A SDS EREZR vhifk IR 20 )5 L 99 CHN#A 10 min 5 ] T
Western Blot 2387 hAIF-1 45 [ 2235 7K °F
1.2.7 MTT#m) 48 fe 3% 75 52 I

PR B 5 AdDC315-EGFP/AADC315-EGFP-hATF-1 Y A549 4 it L +H [F) 45 B 3 0 5] 96 FL AR
i E 6 MEE AL, RIBF I E 3428 PO IRFL (AN I i) K5 9% 24 b5, BFLINA 50 pL IXMTT %, 37 C
WEE 4 h, 7 L3, BFLIN 150 L DMSO, ¥ IKR4E 5, BAR AAE 570 nm % 4 A0 K I AL A9 6% B, 72 h FI
120 h, [FFE 7 R R L A G2
1.2.8  AEom B 4 AS49 4a ool X JR 52 B

1 A549 4 LU FL 5x10° AR AP 2] 3.5 em B3GR LA, 3557 24 h 5, DL MOT{A 40 J8 G4 s 7
AdDC315-EGFP/AdDC315-EGFP-hATF-1, &% 2 h e i) , FHela S5 — ik, 2 d )5, M S AR LR R 4 4 B 2k,
IXPBS YE LA A4, AR 4 BCn] WOGCFI DGR, 24 h .36 h 5 43 DS R, D 2 i R I s
1.2.9 MR B A549 28 it Transwell 52 35

Fie Z2 Wi R AE B9 7 BB AS49 4 HE 3 Fh 3 3.5 em 1% IR L, S 5 3 AdDC315-EGFP/AADC315-
EGFP-hATF-1 2 dJ& , ¥ /MILFP 40 T4 AL R 3K, JH 0.19% FBS 2 Jifa 55 55 205 40 i v i B T35, Transwell
/NE R EE NN 100 L 4R , BFL 51014, T = IA 600 WL 10% FBS 20 il % 7% 35 , 241 i 3% 5%
AR 24 W HUR /NG IXPBS Y 33 , 4% 22 58 F RS = i [ 5 30 min, HARZE L5k )2 400, 1XPBS &
3k RT3 TR R b PO B AR AR T I S N A TR L
12,10 SEHIELAE

SEEREA H] (Mean=SD) 3271 , H] Excel F1 Origin 8.0 ¥4 i1 IFAE &, PI4L Z (8] 25 5 H Student s ¢-test
HEATHLH, P<0.05 A A #1225, #2878 s P<0.01 A AR B 351k 22 55, 378 s P<0.001 A A
AR R T N s

2 hR

2.1 hAIF-1EFEHEE

L HL-60 41 cDNA ALK, T A P1.P2 5[4, PCR Y185 , 2B IS HHEE I LIk % 58 , 7E 500 bp F 5 A
— % B4, 5 A (29 460 bp) HHAF (B 1) )7 5043 B /s S 1E 0 1 hATF-1 JE A
2.2 pDC315-EGFP-hAIF-1 ity

H A R B 5 pDC315-EGFP U 8K E 25 , i 327 W e (b K FT T8 DHS o832 2R 4L, 28R bt
A2 3 LB B AR W 0 B SER% , TRV PCR i — 20 %50 PR 5o B (1T 2) . R B e R TR 7 A T /N ) K
FRJa , B BUTORL , PEATBE VISR AIE , ] BamH 1 1 Sal 1 XUEE VIS , 7E 500 bp F J5 B — 460 W 4571, A
hATF-1(&]3) , 2 W20 558 R 2, I 45 2 pDC315-EGFP-hAIF-1([&] 4).
23 BRRSNEE

W5 W B 2542 UKL pDC315-EGFP/pDC315-EGFP-hATF 1 5 [l 5 13 42 FURL pBHGloxdeltaF 13Cre 357
YL 293 4 fil, 8 d~15 d Ji5 2 WA Es #E MRS Y HH B (1T 5).
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M1 23 456 78

bp

2000
2000
1000
1000 750
750 500
500
250
250 100

100

M: DL 2000 DNA Marker; 1 : B X} B8 (ddH0 ) 52 FHA: XS B8 5

M:DL 2000 DNA Marker; 1: FJH:XS B (ddH.0) ;2: PCR 4 3-8: PHIESEREIH 4 PCR 779
El1 hAIF-1cDNA ¥ &%) E2 EHRK pDC315-EGFP-hAIF-1 N E % PCREE
Fig.1 PCR products of hAIF-1 Fig.2 Identification of pDC315-EGFP-hAIF-1 by colony PCR
Ml 1 2 3 M2 Ad
bp bp ITR ITR

Xbal(456)

MCMV
15000

Nhel(1005
| Nhel(1005)

2500
2000 amp, pDC315-EGFP-hAIF-1

1000 1000 5138 bp
750
200 BamHI(1799
20 250 hAIFain ( )
100 )
; Sall(2249)
o | sv4oPoly
loxP
B3 FEAHFRH pDC315-EGFP-hAIF-1 IESI 4 E 4 EA K pDC315-EGFP-hAIF-1 F i
Fig.3 Enzyme digestion of pDC315-EGFP-hAIF-1 Fig.4 The map of pDC315-EGFP-hAIF-1 recombinant plasmid

(b) IR (x100)

E5 RemEmn
Fig.5 The plaques of adenovirus

24 PCRETEHAMRFE

1 24 FLAR i BE CPE B4 0 4 A AN 855 SR i WS AR S R 5, s SR Rl 3 9k, IR B, T B 10 pL T T
PCR, HL 3K % 5E .78 AdDC315-EGFP-hAIF-17 #) 500 bp i 2547 , 0 hATF-1 F B (K 6). DL E 45 51 1A I8
7 AdDC315-EGFP #1 AdDC315-EGFP-hATF-1£3% i 3y .
25 EABFSHEENNE

Kty 3G aE AR, FIH 509%41 285 37 B 50 1 1k (TCIDS0) P 2 i B, 932 FH Karbers 24 31153 i
TR T E . I AdDC315-EGFP: 3.6xX10° pfu/mL; AdDC315-EGFP-hAIF-1:2.5x10° pfu/mL.
2.6 RT-PCR 71 Western Blot 3 #T hAIF-17E A549 20 A1 F () 3R X

H A IR AdDC315-EGFP/AADC315-EGFP-hATF-1 8% A549 4iifd, 48 h i £ 40 M 1Y RNA & (1 , ik
1T RT-PCR 1 Western Blot 43#H7, 25 e % BIZE B 7 AdDC315 - EGFP - hAIF - 1 YL 1) A549 4R A, T LIS
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W2 hATF-1 K & 3R 3k, M 7E XT B4 AdDC315-EGFP Jg& % bp M 1 234 56789
Y A549 41 i FIAS s B 2 UL i AS549 20 A v 257 4G I AS 1)
(FE 7). X — 25 UL BH B 24 22 i 1), I ELREAE A549 41

2000

Mk 1000

2.7 MTT # il 40 Bl 8 58 SC 58 I
P IR IR B AdDC315-EGFP (6 B 4H ) #1 AdDC315-

EGFP-hATF-1( 52541 ) if5 AS49 41 LA ] ¥ic kB 51 96 e

UMb, A3 B35 24 h 72 h A 120 h, BURESEFT MTT A0,
BE AL BREE L6 1 pr R . Bl B 35 R B HE In, X Bl M: DL 2000 DNA Marker; 1-2: 45 % AdDC315-EGFP;
TSI 56 2H 0 1 B 35 g B AT B BCARAE B W B 0, B 27 120 b 3: PRI 4-9. FEALRYE EE AdDC315-EGFP-hATF-1

5 S AR ) S R SR T R, Rk H6 PCREREARRE
i hATF-1 ﬂﬁ%iﬁi A549 éﬁiﬂ@ﬂ@iﬁﬁﬁ%j} ( @ 3 ) ‘ Fig.6 Identification of recombinant adenovirus by PCR
AdDC315-EGEP - + - AdDC315-EGEP - + -
AdDC315-EGFP-hAIF-1 - _ + AdDC315-EGFP-hAIF-1 - - +

(a) hATF-1 mRNATEA 54941t fit ¢k (b) hATF-1 2 FA7EASAOA I ) K
SRR R A
BE7 hAIF-1 mRNA f1ZE B 7E A549 B R R X
Fig.7 The expressions of mRNA and protein of hAIF-1 in A549 cells

F1 MTT N E LRSS A AS49 4R 7E A [E B (8] 5 49 OD & 22
Table 1 Detection the OD values of A549 cells which infected

#k

—e— AdDC315-EGFP

£ 20r -=- AdDC315-EGFP-hAIF-1
with adenovirus at various time-points S 13
w
OD{E (Mean+SD) 8 1.6
Srad §
24 h 72h 120 h 5 L4
£ 2L
AdDC315-EGFP 1.112+0.036 1.275£0.088  1.733+0.047 ==
1.0 ‘
AdDC315-EGFP-hATF-1 1.13+0.031 1.436+0.046  2.099+0.068" 24h 72h 120h

B8 MTT &M A549 4 pE3T 314 hAIF-1/5

VSIS ] ][] 5 4 %o BB 4 3 4 7 7, ok 0l. K
T« SR H02H 55 R [ o ) e 8 %o B ZHL 3R T LB 382, 4 P<0.01 T (+4P<0.01 , n=6)

2.8 ZHBEXESLIS Fig.8 Detection the proliferation rate of A549
4%7_55 JL/Q Eﬁ} EI/‘] A549 élﬂ H@ }%ﬁq §|J 3.5 cm EI/‘] i%?%ﬁl ':F' , 2|H cells which overexpress hAIF-1 by MTT
I8 5% 24 bR L 3 50 B 41 2 AdDC315-EGFP (% 1 colorimetry{ *4P<0.01.n=6]

Z1) M AdDC315-EGFP-hATF-1 (525040 ) , 1557 48 h, BURE AT RIJE 5256, 43 7E RIJE J5 0 h .24 h 136 h 34~
B () A R AT IR, 25 R &1 9, ) 11550 40 B AE QIR 24 hoRN 36 h AR B BE B, AMOH R D, 25 SR an
& 10. IR 10 T DL HY %o BEZH F S50 2H 76 R IS 24 h 136 h#F & LE TR , 2G040 W W], SE 6 20 e xf
PR AT B (O BE 2 K, 1 HL 25 5% W 3% (P<0.05) , AT LG A2 A 48 14 BE R (37K 4 0 4 2 JE % 19 4
Ji ) — 35, 33 76 B IR YL hATF-1 JE 8 0 49 05 75 A AS49 40 i AT LG 2638 hATR-1 & , 0 HAME R A E A
Al DL I AR U A549 4TS .
2.9 Transwell 3236

¥ AS49 0 ML TR T 08 3.5 em 35 7R ML, 43 5] S G B 8 AdDC315-EGFP (X B840 ) #1 AdDC315-
EGFP-hAIF-1(SC534H ) , 55557 48 h, WA AN MY, 714, R 40T Transwell /NE , 24 h J5 , 85 41 e W E2 11
B AT 11, WAAE RO EREA BT DAE ) SES AL IE AL B A0 A 22 10 B4, RS BT A TR
ST AT aE R, S LA B AN At 22 T X BR AT HL 22 53 03 . Transwell 25 52 55 41 i S S 46 2%
A —2, FE— A UE W] hATF-1 B 02 U AS49 40T 7% 1Y fE
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AdDC315-EGFP AdDC315-EGFP-hAIF-1 AdDC315-EGFP AdDC315-EGFP-hAIF-1

Oh

24h

36h

(a) AT LG A (x100) (b) T (x100)
E9 ZAa%IIRSEI K hATF-1 313 % 3T A549 40 BT 5 62 71 B9 25 M
Fig.9 The effect of the hAIF-1 overexpression on the migration of A549 cells by wound healing assay (#P<0.05,n=9)

N
'S
S

o
~
(=]

[ AdDC315-EGFP *
L[] AdDC315-EGFP-hAIF-1

%

[ AdDC315-EGFP
L[] AdDC315-EGFP-hAIF-1

o
N
(=]
o
N
(==

o

=

(=]
T

=

=

=]
T

Relative migration distance
=)
[\e)
S)
T
Relative migration distance
=)
[\)
S
T

(=]
=]

Oh 24h 36h Oh 24h 36h
()] WOGH A I GE T o BT 5] (b)ZEIE T LT AT 4]
10 ZAREXIIRSEIGH T hATF-13E RiE X A549 4 BT B 1RO RSNE (P<0.05,n=9)
Fig.10 The effect of the hAIF-1 overexpression on the migration of A549 cells by wound healing assay (*P<0.05,n=9)

60 *
- T
= I
38
2 40r
=
B
Lg 20 -
I°)
Z

1 |
AdDC315-EGFP AdDC315-EGFP-hAIF-1 0 AdDC315-EGFP AdDC315-EGFP-hAIF-1
(a) RS ALY ZEE A T (200) (b)IE AN AL H Ge 41718 (x200)

B 11 Transwell 23046l hATF-133 5% 3% XF A549 4 AT % 62 7159 %0 (#P<0.05, n=5)
Fig.11 Detection the effect of the hAIF-1 overexpression on the migration of A549 cells by Tanswell assay (#P<0.05,n=5)

3 Wi

ARSI AH FH A B 7 2 A 2 R AdMax B 25 4k A e R Ge L K , 2 B B 2k AR i b BT RITES
X3 5 75052 o) i AR AR 7 (AdS) R R ™. AdMax B 75 2% AR 2% B2 48 /& Drr. Frank LGraham' "™ @l # 1,
B B 25 i B S [ ) USR] I Y 1 ik AH S Z B AS TR JE S R YL )5 | 2R Cre-loxP 5% FLP-frt 25 41 fiff
R MR AR T EARCR . R R pDC315-EGFP-hATF- 1 #5740 5 3 K, 15 22 5k pBHGloxdel-
taE13Cre £, 55 FHB 43 IR0 B 3L D 41, A ] Cre/loxP 55 21 fiff 22 45 , 185 BN o AR W R oo L6521 & AdS
I PRI 21 2 i 1 40 0 NS 55 40 293 440 i v, o 2 6 2 U A/ MRS DR 1) s B 24 . AdMax iR B 28044
A RGATIR A, L A E T B 2 e B B R R R 7K R YL s8R A X 5 v, T HL
Cre/loxP 55 41§ 72 40 v] LU 25 B 1305 s EGFP J& — BB AR C 36, ol DU PR s il N & i
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LIITERE N, 15 756 Y i 40 vT L3 e 2 6 S s AR e X 200 A S 2 L SAG I AN FH AT A b B, T A 5
A T TR PERR 1O 76 4 S 56 AN — Se (A U5, G2 L i 1 SE 6 R A T AR #E AdDC315-
EGFP 1 AdDC315-EGFP-hAIF-1.

T L AR 20 Ik 1 A5 722 S5 25 1) eE bR B0 K T b L2 448 v T ARSI 3] ATR-1 B3R 3K | 3k 33K ATF-1 7] DUfE
HE T bR L 20 A 184 5 RN ST A, 1A TT R L5 bR B0 ik L 4 e A B &R MLER AT 56 R siRNA T3 ATF-1
F14) A T 2 TR 2 R AT 5 e 4 B 39 A AR AL RE 0, I ACHE Y AT 1198 B 7 00 4 7 00 R 2 0 40 i iy 344 B A AT
FERE A, AN, ATF-1 38 ] DLl 3 138 bFGE e i 1 P iz 40t 1) 344 5 A1 7%, 3 3 34076 NF-kappaB/
cyclinD 1 38 #% A2 3 FL AR5 4H LAY 3 38 20 B0 p38 MAPK {5538 % F I8 TNF-ook A1 iF L i 40 M 1) 3
B, 3L 1 CyclinD1 F1 CDK4 (1) 3 25 [R] B J00 1l p27 149 3 325 Sk £ 32 40 i S 09 e 0 R AL 408 28 T 40 L 1)
S FE , 0 Ak 247 e 200 S SO R AR I B LA L ) 1G5 5 IR A N RS A B sh kom RERE AL i 7 A
Racl HE 07, 0] GBI 2 006 Rac 1 AL HE L4118 WL AL A0 3 B 7 mT LA Y, ATF-1 0] LA 3 B
[F] ) 248 L DKL, SR A (] P 15 3 86 A 2 5 o 40 A %) 385 B RS2 B DA T 52 e R D95 1) & A R A e

AR SJZ G FRRE) 3 8 0 11 B 2L U i SR A9 20 D AS49 , MITT 325 K6 0 41 i 34 51 , 4 i YR A1 Transwell
SIS A A AL S5 2R R ATF-1 RERSARE iF AS49 4 i it 34 5 . 40 i K] JR SI2 56 F Transwell S 56 45 S — 2
HRULHT ATF-1 REW] A2 1 AS549 AT RS . 4 M A% I 80 40 LA RN A 1) F2 B3R TR 1Y) i SR il i
WA BB E R, IG5 A RS AR S AERE D R , T B AN B AR O WLBh B AR i 22 B
RS 5 AT R LB S R AR . AIF-1 BRGNS, RGN
SR USRI IIRE™. ATIF-1 XA HE A549 403458 FAE R VE R, nTRE R B RBZS A IF R G NLsh & f 1Y)
REAA ¢, A nTRER T ATF-1 187 T 5 40 e384 78 AT RS AH DG 1) B 1A 263k ol 5 0 A DG 1 15 5 %

(5% 30k]
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