2572 FRESF 201259 A% 41 58 25 8

HPV16 E6 1 E7 XJ ZLBR = A A2 22 6E RIS Mo B EL AL

E O WOELF L RAEF.HBFR.THES
(# % BEFRABEFHHE . THH S 453003)

# E:BH® K3 HPVI6 E6.E7 = E6/E7 R st A4 % G R X T UIRBE m il MCF-7 R 2R A ra ki LaH . FiE AR
& AR A5 4 HPVI16 E6.E7 #2 & K E6/E7 4 3 MCF-7 @948, #] i Western blot 4@l 4 3 j& E6 #= E7 a9 Kk, R A Transwell
% Ja#e il MCF-7 20 fe A% & fk ) 9 2 A, RT-PCR ik 4o 0l A R & % % & 85-2(MMP-2) mRNA #) Rkt ol. &R A MCF-7-E6
mpAEY L 1 REKRFRGH;MCF-7-ET e . L 4 KA KFR&G;MCF-7T-E6/E7 mie e, L 4 KA KT R
#. 5 MCF-7 % A& = MCF-7-vect %m #. st £, MCF-7-E6 fo MCF-7-E6/E7 it & it /v £ J& B 04 40 e 439 2 3 3w (P<C0. 0D,
f MCF-7-E6 \MCF-7-E7 #= MCF-7-E6/E7 #m . # MMP-2 mRNA &3 8 %3/, &ie HPVI16 E6 = E7 423t MCF-7 % it
PRIMMZE AL A 0 ALR 2 — T Ak Rl L 5 MMP-2 69 ik,

KB M IE 5B R GHE MCFT @it ASLKB 7R

doi:10. 3969/j. issn. 1671-8348. 2012, 25. 002 XRkPRIRAD : A XERS1671-8348(2012)25-2572-03

Effects of HPV 16 E6 and E7 on invasion of carcinoma cell and its mechanism”
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Abstract: Objective To investigate the effects of HPV 16 E6,E7 and simultaneous expression of E6 and E7 on the invasion of
breast carcinoma cells MCF-7 and its mechanism. Methods The recombinant plasmids were transfected into human breast carcino-
ma cell MCF-7 mediated by lipofectamine. The Western blotting was used to detect the effects of stable expression of HPV16 E6.
E7 and simultaneous expression of E6 and E7. The invasive ability was investigated by Transwell assay. The mRNA expression of

MMP-2 was detected by RT-PCR. Results

highest in the four MCF-7-E6 positive clones,and protein expression of clone 4 was highest in the four MCF-7-E7 positive clones,

The results from Western blotting indicated that protein expression of clone 1 was

and expression of clone 4 was highest in the four MCF-7-E6/E7 positive clones. The results from Transwell assay disclosed that
compared with MCF-7 parental cells, MCF-7-vect cells and MCF-7-E7 cells,the numbers of invasion and metastasis cells were sig-
nificantly increased in MCF-7-E6 cells and MCF-7-E6/E7 cells(P<C0. 01). The RT-PCR results indicated that expression of MMP-
2 mRNA in MCF-7-E6 cells, MCF-7-E7 cells and MCF-7-E6/E7 cells were significantly increased than that in parental cells and
MCEF-7-vect cells. Conclusion HPV16 E6 and E7 can promote the expression of MMP-2, which may be one of its mechanisms of
promoting invasion ability of MCF-7 cells.
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1 FRMMmEES HPV16 E6 . E7 EAMRIE(TLs)

MCF-7-E6 4il it 72 b

MCF-7-E7 41 fifd 7 [ v

MCF-7-E6/E7 4 jiti 32 [ vf MCF-7-E6/E7 41l g 7 & i

L T E6 & AR A E7 &k E6 # 1 &k E7 &K%
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400 pL $EFPANE H LB 5 18 h BUB/NE 4 MERE.
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JE 2235 E6/E7. L3R 1.
2.2 HPVI16 E6 il E7 f2E & 23k % MCF-7 40 4= 22 68 1 1
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MCF-7-E6 il MCF-7-E6/E7 4il Ji 2 i 41 o %k & 2 38 Jn (P <<
0.0,k 2, K 1,
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ML %
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MCF-7-E7 4l ; E: MCF-7-E6 /E7 4 Jifs
B1 Transwell FB LW ([ )INEEZE
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M 1 2 3 4 5

500 bp MMP-2
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G WAL MR 7% ~10% . LA B TR MR TR AL
7 RURCTT = — R S5 A A7 E BUS TR Rk B A
50 % I FLMR B R E TEVRYT R 5 F N I BLE R B R 80U YT
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NFLBR S 41 3R MCF-7 2 B AT A B B IR R 4 1k 11
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Bf 2235 E6/E7 1) 2L HR 98 40 M dk . 38 i Transwell SC56 HF— 25
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