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[Abstract] Objective To explore effect of apoptosis inducing factor(AIF)on the in vitro biological activity of human cervical
cancer Hela cells and its mechanism. Methods Hela cells were transferred with pcDNA3 plasmid and pcDNA3-AIF plasmid. The
location and expression of AIF in Hela cell was determined by immunofluorescent, realtime PCR and Western blot. The cell viability
was detected by MTT. The cell apoptosis was examined by Annexin V-PI flow cytometry and Hoechst staining. The expression of
poly(ADP-ribose) polymerases-1(PARP-1)and endonuclease G(EndoG) was detected by Western blot. Results Compared with the
pcDNA3 group, AIF in the pcDNA3-AIF group was mainly localized in the nucleus, moreover the expression of AIF protein and
mRNA in nucleus was significantly increased (P <C0. 01), meanwhile the cell viability was decreased, cell apoptotic rate was in-

creased(P<C0. 01) , the expressions of PARP-1 and EndoG protein and mRNA were significantly increased(P<C0. 01). Conclusion

ATF has the effect for promoting Hela cell apoptosis.which might be related to PARP-1/AIF/EndoG signal pathway.

[Key words |

donuclease G

B STV S DL SR R L T e A e R v R g
JEEE 2 M B BRI AR AL 2R 2 2R R R, H
20 0 3 T 5 0 L ) O A TE R Y KR R R PR AR
P o 2 M08 T 3R A O 1 % 2 DR R 1 R A AR K MR T 3
(Caspase 3) KRR #i Pt Caspase 3 7K fift il P AP i 42, Fo A 8 12
P T (AT B2 8 T/ —Fh o2 i &b iR s it A5 5
0 9] 125 L SE F Caspase 3 BRI — & fE 5@, ©
A B ATF e 45 5 508 58 T 55 2 R0 B o b R
LS IR KA R R AR LT R ATF 725 SUE 1
PE ML i AR WARE PR A B 58 40 38 ATF X8 Bl Hela
0 98 T B 5 e AR SR BL A
1 MB5FE
1.1 MR B3040 Hela W F of BB} 2% e 40 %, B %

» BEWMB:EZRARBEESRIIHE (81100394),
A BiRE# . E-mail: xmlm520@163. com,

apoptosis inducing factor;uterine cervical neoplasms; Hela cells;apoptosis; poly( ADP-ribose) polymerases-1 ; en-

7 TCHul87, F Bk | AL AR - ¥ AIF. PARP-1, EndoG
Z s BEHUA I T 52 E Abcam 2 B s S Bt Bractin B 57 B 5T (41
F 2% E Cell Signaling Technology /A % ; Annexin V-PI i 7 i
e 3057 & » Hoechst 33258 J¢ (0300 & W T % = RAE W 4%
ARABRZ 7] 3 peDNAS 28 A FOR: B peDNA3S-ATF BUkL W
PN AR W HORA B w5 0 R A e i (MTT) 1 T Gibeo
A F s BG4 I - DMEM 2380 T Hyclone 24 F] . /R W IE H
FL VAR A AR B L VKA T L 508 — AR T A A s ChemiDo-
cTM XRS ¥R 8 % 4o F 35 [ Bio-Rad 24 ] , AF6000 %56
BT (P E Leica AHD .

1.2 F:
L.2.1 BURigFege R Uk 40 M Hela $ 70T 96,24 57 6

FLH . 24 40 A B ik 5] 50 % i), ] Lipofectamine™ 2000 43 il

fEE B A AR 1981 — ), G ER I, AR}, 32 2 I S 99 7 B 5 g 19 BF 50



4472

#:Y pecDNA3 25 2 TR (pcDNA3) & pcDNA3-AIF, 442 6 h
J5 s Fr 5 Yk . 938 1 Realtime PCR, Western blot & i 9¢
DA A Y R
1.2.2 Real time PCR £l AIF,PARP-1 & Endo mRNA #
ik R Trizol ¥R 40 M 5 RNA, @ id — 4 300 RNA
¥ 5t cDNALIEE i PCR AW, 514 Bl A T TR
BRRAF A M. 31T iR, KRR R B RNA #
Mz 2 pL(1 pg) (ANTP B & # 2 pL . MgCl, 2 L i EDPC %h 5
FEWEKZE 25 pL, RV BECHN 95 CHIZEYE 5 min, 95 C A
30 5,58 TR K 30 5,72 CIEA 30 s, I IR Ny 40, DL —
ANACT {E 213403 ]9 A X R ik K2 3 I AT EE L
S A N A REAR K CT . ACT=CT(HRFEH) —CT
(NBER) . ANCT=ACT (FEAF#) — ACT (X 84D, 7
1 0 2 R AR 6 38 38 K S = 27220l JRAL i AR X 3R 5K il
20=1,

%1 PCRE|#EF
H i 5 K Gk
AIF .5 -TGC TTT CAA GCA GAA ACT GG-3'

Fi#:5'-TCT AGA GGA ACA CGC CAT TG-3'
PARP-1 i :5'-GCC GCC TAC TCT ATC CTC AGT-3'
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