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RNA £ Rz% IFIH1 X+ HPV [ S S Mg  E R EZER

doBk, T B,R L BRE 400016 EHE, B EE RS Rk ST B

[(H#ZE] HiY %9 RNA LG TR RGO iERE C 4549182 B 1 (interferon-induced helicase
C domain protein 1,IFTH1) X} A ¥ 3kJ% 973 18 % (human papillomavirus 18, HPV18) BHH: A9 N 'E #0488 41 i
HeLa 3451 GERE AR B0, J7ik FIH GEPIA $ds B 43 #r IFTH1 7E IE %5 S LR S 414
15215, Western blot #50] IFTH1 7& C33A 1 HeLa Mg (3235, ¥ HPVIS JLRAH YL IEH b
Yiiffd HaCaT Hr, F-F1| ] Western blot FNSEH & it PCR &G IFTHI 3Rk /K- I SR TChRIC sh 25 40
153 BT EC AT CCKS A6 I 4 M (R 35 FE RE T o RIIR 45 S5 36 Transwell 1184 55 56 R 2% S 50 43 Sl A6
YA YIS RE ) I Z2RE ST . Western blot RG89 S50 Il STAT3 AR fk STAT3 (1) 1 Rkl
EN, G50 GEPIA H 5 / Ar s IFIHI 765 S gl b i Rk m I 8 & T 1E % B S48 (P<
0.05) s AHEL T C33A 4Hfifl, HeLa 4Hfifg h IFTH1 1Y 335 7K -F- B 2300 (P<0. 01) ; 5 1E % HaCaT 4f fifg A
L, 5% % HPVI18 (1) HaCaT 4 IFIH1 [ 3RIRHE M (P<0. 01) 5 55 FIPEXF BOAH LE , @Ik IFTHT B 2 4170 41
HeLa 4 (11558 R AR ZEEE ), Tad ik TFTHT WIf#F C33A 4 i 15 51 L iE A iR 28 (P<0.01) ;
mfiC IFTH J5 , B2 1k STAT3 & H A 2R3A0 4 (P<0.01) o &5 TFIHI 7E4% HPV SR8 ) 5 5500 240 A
FEIRIEIN, BORAE IR A L 3G A TS TR ZRRE T, AT RE S IS STAT3 ¢,
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Effect of RNA sensor IFIH1 on proliferation, migration and invasion of HPV

positive cervical cancer cells
YU Lin, LUO Ying, WU Di, HONG Shiyuan Institute of Life Sciences, Chongging Medical University, Chongqing,
400016, China

[ Abstract | Objective To investigate the effect of RNA sensor interferon-induced helicase C domain
protein 1 (IFIH1) on the proliferation, migration and invasion of HPV18 positive human cervical cancer Hel.a
cell line. Methods The Gene Expression Profiling Interactive Analysis ( GEPIA) database was used to
analyze the expression of IFIH1 in normal cervical tissues and cervical cancer tissues. The expression of IFIH1
in C33A cells and Hela cells was detected by Western blotting. After the HPV18 genome was transfected into
normal epithelial HaCaT cells, the expression of IFIH1 was detected by Western blotting and real-time
quantitative PCR. The ability of cell proliferation was detected by real time cell analysis (RTCA) system and
CCK8 assay, and the ability of cell migration and invasion were examined by wound scratch healing assay and
transwell assay. The expression and localization of STAT3 and phosphorylated STAT3 were analyzed by
Western blotting and immunofluorescence assay. Results ~ GEPIA database analysis showed that the
expression of IFTH1 was significantly higher in cervical cancer tissues than normal cervical tissues ( P<0.05).
Compared with the C33A cells, the expression of IFIH1 in Hel.a cells was significantly increased (P<0.01).
And its expression was increased in the HaCaT cells with HPV18 genome transfection than the normal HaCaT
cells (P<0.01). TFTH1 knockdown resulted in obviously decreased proliferation, migration and invasion

abilities in HeLla cells when compared with the negative control cells, while overexpression of IFIH1 promoted
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the proliferation, migration and invasion in the C33A cells (P <0.01). Meanwhile, the expression of
phosphorylated STAT3 protein was decreased in HeLa cells with IFIH1 knockdown ( P<0.01). Conclusion

The expression of IFIH1 is increased in cervical cancer cells infected by HPV, which promotes cell proliferation,

migration and invasion and may be related to the activation of STAT3.
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B BV AR A TR L PR I A i SR T P R L
JEH P . GLOBOCAN %4 /5%, 2018 45 4x bR 1
B HUEHIZHIH] 570 000 4], 3 311 000 4 LAt T
EHUE o RO A8 T FL Sk 9 % # ((human
papillomavirus , HPV) J& G808 89 & A= 1Y d5c K S ]
FU R HPV S 8UE HUR R A 1 DL R 58 4 T
R R AT S A BE T A A HPV () 4
YR HPV AHSCHRAE Iy & J , (R i A B A 1R
FPROR . PIGER R B S8 1) & AL 0 HAaz Wy IR 97
A RFHIRI 2 RA B E X,

Ok 2 AW 5% 2 B, HPV o] 3 o A [R] AL i 39k 3k
SREWTHL, T S E50Ey S0 &2 o SR s S i e
FIRAED o B 1) 25— Bl , S MO T TR 31 S
H 2% 43 T #52 5L ( pathogen-related molecular patterns,
PAMPs) ) 20 g 45 =8 32 51 32 K ( pattern recognition
receptors,PRRs) ', R MR AL H4R% T4 £ 15 S 10
HERF C 45 # 3k & (4 1 (interferon-induced helicase C
domain protein 1,TFTH1 ) & — 8 B 1% 4 g 55 R | 52
T TRV 22 25 (0 R A A2 R L DA K B S e 1 0
SEERE AR A R JE v R A B EEAR R IFIHL 2
RNA (/%45 , & W] LU B IF 45 G # RNA DT 40 4
RNA S #E I T il BRI F 98 3R W], RNA 15 )8 dds
donl LA DNA g2 52 1], 20 5 7 B 4R 2
B AR RS L AN BT TFTHT 725
SETRY T A O S RYMER], AL | S e A
HlpsEE " . HHT, IFIHI £ DNA J5 8 HPV i
e ST REIMAERE . I, AT NE
SUFEANM HeLa HaR1s] TFTHT %) HeLa 4 {458 TR A
2B S AR FBLH, IR AR % b 40 s HaCaT
HERIS HPV X IFTHT BR300

1 #B5H®

L1 AL XA

HPV B V7 S50068 40 il C33A (HPV P 57 55 i 240
il HeLa FIIE % b Kz 40 M8 HaCaT 34 T 17 Procell 2
7] ; DMEM = A1 MEM 1% 3% 2800 T 25 E Gibeo 24 H) ;
a4 113 (FBS) 1 F L6 31 Bioind 4 &) ; TRIzol i1 5]

cervical cancer; interferon-induced helicase C domain protein 1; proliferation;

1T 2% [E Invitrigen 2\ w]; PET %% Y4 3 71 W T 58
Ployscience /A 7] ; G418 &7 Wy T 32 [E Sigma 4\ # ; Jo
PR R /N iR ORI S  TIE  RAR A Al
R RO ECL A2 A Ak & 5 s ) ST
7E 1 PCR AH IR 25 1 F /e 50 Vazyme 23 A 5 82 H it
FEPGAF =2k RIPA 243 SDS-PAGE & fist il 5 125
&1 DAPT 30 T4k 5t Solarbio /4 w] s BCA &7 FH ¥k il
AR &  Western blot A5 I AH 5 1055 50 S fe g G a4
PRI T 15 55 25 K\ Transwell /)N % 1 5T )
T2 [E Corning 24 w] s HPR FRicd B9 L =Pt B 1gG, HRP
Frig IR 1gG Mfabi A IFIHT Hiky T3 E
CST A w) 5 Bt A\ GAPDH $ip{RF1 bt A STAT3 HiiAil
T2E[H Proteintech 24 7] S 4t A p-STAT3 $ {414 F 3£
Abclone 2 H] St A FLAG Hii&Ng F 2% [ Sigma 2
A 2OG P T3 [ Tnvitrigen 23w] 5 T, 4G 56 H
BamH 1 [iff 71 EcoR 1 TJif§ Y5 Wy T 3£ [E Biolabs A H) .
shRNA FH G741 Je S B 2 6 € & PCR AH G T | ) T
gAY TR A A7 BR 2 7l 5 7 FLAG $R48 (1) TFIH1
Tk FRAR TURL LA K S P 6T BR BRI b v LR R Ak
FARE R AF], HPVI8 FEH4H, psi-LVRU6GP . pMD2. G,
pSPAX2 PSV2-neo JFUHL A S 28 AT o

1.2 migEir

C33A 41 jfy . HeLa 40 s A1 HEK293T 40 i FH &
100 mL/L FBS {9 &5 DMEM % % 55255 HaCaT 4
M 100 mL/L FBS () MEM 855 5085 5%, I # & T
T 37 CH1 50 mL/L CO, Wy¥EFR4E . & 0.25%
() EDTA Jge 8 (BRI A2 A0 4 oAb T3 0=
KA AT 500
1.3 ##Z IFIH] 3f&e)

{12 905 B 244 psi-LVRUGGP %4 shRNA #f1 [m]
JEH, R BE ARG IFTHL [ JkE (shIFIHL ) o %) B BR:
(shNC) a2 — B IR )P 5. ¥ A A shRNA
AR P A IE R R L E AT IR BEIR K, TP A L3R 1,
Fie R U WY B R AR, B psi-LVRUGGP i {4 i J1]
BamH | Fl EcoR 1 #47 3GV, FIH T, 3% H 0%
1B G W AR BRsE POV 5 i3k . W27 %
AR IGHT T stable3, -4 FE 5 32 B £ B0 HH
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&1 shRNA #@F75)
#iFk J¥31(5'—3")
[ GTTCTCCGAACGTGTCACGT

shNC o
T ACGTGACACGTTCGGAGAAC
JiF GCAGAGAAGATCCATTTAAA
ShIFIH1#1 L
N TTTAAATGGATCTTCTCTGC
i GTGCCAATCTTGATGCATTT
shIFTH1#2

Tiif AAATGCATCAAGATTGGCAC

1.4 zmposkif

IFIHT %54 C33A 4 OO AR KA C33A 41
i (1x10°/1) F 6 em HiFEM A, 20 h J5 4 g/ B
ikF| 70% ~80%I5}, L PEL: FUkL =3 : 1) LL il ¥547 Flag
BRI TFTH 323 32508 ORE -5 5% 7 g BF 1 6T JE 5T A 43 1)
By C33A 4iJfl, SE5% 43k 2 4l O B X IR 4L
(NC) ;QIFIH1 3 F£ik4H (O/E IFIH1) , %4 6~8 h
5 R FR FLE o £ 100 mL/L FBS 1§ &5 % DMEM
BEFRHE  TERG SR SR 48 h S AR A R A 7 e 2k sk
5. HPVI18 KL 4% YL HaCaT 40l . BOWE0A: K 011y
HaCaT 401 (3x10°/1) F 6 em ¥55: M, 20 h J5 2
MufA B s 3 60% ~70% 6}, L) PEL:HPV18 :psv2-neo
JORL=6:1: 1/ L5k HPV18 KK 20 5% YL i/t HaCaT 4
Ji, %44 6~8 h J546uik ,48 h J5 H G418 ¥ (800 g/ mL)
O e e D AR o B 2 R 1 YR ITIn 24 i 46 4
M, RR SN G418 Wi 3 7 L JC 4R A sE T2, H 4 Ha kb
TR I T e 25850
1.5 BRFaiEs s

B #4300 i HEK293T 41 g (1x 10°/1L) F
6 cm i FEIMLA,20 h J5 40l B iR 5] 60% ~T0%H
e e ) 16 B A5 AR, R PET 5% 243008 1 g
pMD2. G JFiki,3 wg pSPAX2 fFiki,4 wg shIFIH1#1 ff
W shIFTHI#2 Jokr sl o) B8 ok 4% e HEK293T 4y,
By 6~8 h J5 4,48 h J5USE B, HH 0. 22 um
UE AR L U8, A 3 B O B R, T80 C IR AF
OB KW 89 HeLa 400 (1x10°/1L) F 6 em 3537
MLA,20 h 5 40 i @l A B iR B 60% ~ 70% 1, L% 57
FEREEEIEI = 110y L e HeLa 41 ifd, 1555 48 h
JE A5, T puro TR (1 g/ mlL) G 16 8 4% B2l 1) 248
Mo FEANIN puro ER G TR G MIAE T, H.40faAb
FXBUE KR FJa 8259056, L5k 2 4: O
PEXT HRZL (shNC) ;@550 2 (shIFIHI#1 ,#2) .

1.6 58+ %% PCR(gRT-PCR)

I TRIzol 3572 4 U M %) 5 RNAHC T pg
RNA, Rl F 5 % 5% 3 50 &0 49 2 AH B A9 <DNA, F| H
qRT-PCR #; il HPV18 E6/E7. IFIH1, GAPDH [}
mRNA ik K, 51917 51 03 2, qRT-PCR (1) &L,
24:95°C 1 min( BASPE) ,95 °C 10 s(AHE) ,60 °C
IR AT i, 2 40 MR

=2 S|
JF5(5'—3")

i ATGCATGGACCTAAGGCAAC
i AGGTCGTCTGCTGAGCTTTC
i ACCAAATACAGGAGCCATGC
T GCGATTTCCTTCTTTTGCAG
Fif GCAAATTCCATGGCACCGT
T GCCCCACTTGATTTTGGAGG

N

HPV18 E6/E7

IFIH1

GAPDH

1.7 Western blot

W A LT UE , 15 FH v Ak RIPA 22 fige Y 12 BB 4t
SAEE,IFH ] BCA 2 5E 8 1 SR, 20 pg 2K
F_EAE,7E 80 V 30 min, 120 V 60 min 451 4 8%
SDS-PAGE 43 E5)5,350 mA {HiiH4 53 &5 W HIRs: 2
PVDF i b fd ] S% LI 0k 2 I 5 R ES A 1 b, 4y
BIINASGTN IFTHT 4 (1:1 000) Hi A\ p-STAT3
LA (1:1.000) Aeht A STAT3 4K (1:1 000) AHedi A
FLAG $if4(1:1 000) B4 A\ GAPDH $tf4(1:100 000) ,
4 CHEIRMFE 12~16 h; TBST PEJIE 5 minx5 5, A
HRP FRiC i 1 F40 B 1gG (1:10 000) A HRP FRic ALl
FHih 1gG(1:10 000) , ZFRFEAR 1 h; TBST PEE S minx
5 U, AR ECL A2 A6 RM R S A0t .40
1.8 SEBF RARILE) A5 Hr 3 K (RTCA)

A ffsHeAh T RTCA R3S FEAR b (HeLa 20 i fAL
FeAh 4 000 40N, C33A 4 il £ AL 3 A 20 000 />4
1), BE 3 ANE AL, K sEAE T 37 °C,50 mL/L )
CO, 552487, M H RTCA Software Lite S Fst 6 10 2 ity
IS B DL o
1.9 CCKS8 #*

Fe MR T 96 FLAR b (HeLa 200 i 45 £L 240 NI %X
F 22 000 4>, C33A 41 4L 4 Fh 10 000 S40AE) , IF
WHE 5N fLe 53514 0,24 48.72.96 h B EEFLIN 10 L
CCKS8 1247, 1B 51 I B B IR AR G SR A N B, 1 h )
TEBEFRX 450 nm K0 E 685 FEARL, IR AR I T 2k o
110 XDR@&a %k

¥ Hela ZHEAN C33A AHi#E 5x10°/fLERT 6 £L
MR BEFR , Fr A ML 6 FLARIN, 1T 10 L TCTEAE k7R
FpFLANAE Pl B2, T PBS Uk 2 U BEJE A 3 mL
TCIMLIF ) DMEM BiFkk, e BAEE T EERRFAIR,
ICAE O by BHARRIS Y 6 FLIRARSLE R FRA R 3%, 4
JHTE 24 b F148 h B FFEARMA BRI . A Image J
AR, AT T ARG

AT =10 h QYR -24 h(48 h) RJR
F]/70 h RPYR X 100%

1. 11  Transwell it #% fo4% & £ 3
A% 5 0 K A M ) TG L 7 ) DMEM. % 55 Bt



1654

i 25 %2 B R i, 2022, 44(116)

http : //aammt. tmmu. edu. cn

2 IRAIGE100 WL 45 3% (HeLa 41 4x10°/4L,
C33A 4ififg 1x10°/4L) BI/NEH, B &= I 20%
FBS B85 7708 FER FRAR R 5% 24 h 5048 h it s A
R 25 82 22 R 2R FL I A0 i, 4% 1 22 36 W I =5 0 8 5F
30 min,PBS ¥ 3 ¥, 45 ff 5¢ Y £4 20 min, Ji /K pje g
BE, BT, WO WSS IT 40 IR 4R 28 S 00 T R T
100 WL B T FZ v, 37 CHRFRAA T 2 h, H
R R ST — 3
.12 %k

KA R 1x10°/mL, B 500 L 215 Fh T
24 LRGN, B 7 24 b 5, 3R L8570 PBS It
1 HL300 Wl 49% 22 25 FH [ 5 4 10 min PBS P
3 Y, HL 300 pL 0. 1% Triton X-100 3@ % 4H il 15 min;
PBS ¥k 3 ¥, B 300 L A e G 48 5 P4 2 Uk 4 IR
MIZEM 1 hs 23 50 A 200wl S 4t A STAT3 47 {&
(1:200) Ftbi A p-STAT3 $iA(1:100)4 CHIK 12~
16 h;PBS P& 3 ¥k, JIA 200 wL 256 41(1:500) , = i ikt
JEFEPR 1 h; PBS ¥k 3 ¥k, B 200 wL DAPI(1:10) Y%
30 min € R B B 28I R B BT S
1.13 %t o4

SR ] GraphPad Prism 7. 0 841 5458 11
ST RS FE A 3 IR SR Student” s ¢ 556 H AL
B e P<0.05 M2e5 A ST Lo

2 #R
2.1 IFIHI EATHEALEF HPV FaE 695 1 5% 20
e & Ak
SR TFTH 785 #0921 23 iy 363k, A FH 3k
FIRTEAS 5.5 #8UE FE ( GEPIA | http : // gepia. cancer-

IFIHI 35

CESE
Tumor( n=306); Normal (n=13) A

IFTH1(135x10*)—

GAPDH(37x10*)—

pku. en/) YA Y 306 ] N #509 2H LR 13 5] 1F 4
NE L) 53 Hrda F0, IFTHT 75 g 41 24 v i) 6k
WIS T IE R B S 21 (P<0. 05, & 1A) , 7 HPV18
PP %) Er 250088 40 it A 48 UF TFTHL (1% 3635, Western blot
SC 2R R AH TR AL C33A 4 g, HP V18 [HM:
[ HeLa Zffif b IFTH1 £ 35 F 235 7K F B 4 in (P <
0.01, 1B .C) ., #&/~ HPV PHIEE S8 A0 & 4= il e
IFTHT i35 A K
2.2 # % HPVIS8 X F 4142 # iE % L & 4m g HaCaT
w IFIH 49 £k

AWFFEEPELE NS FUE A HaCaT rhi5E HPV
ST IFTHT AR 3F 5 30w 0 & A= . ¥ HPVI8 BN 41
e HaCaT 200, il 43 qRT-PCR A0 4% YLl R, 5C
Bl A W e g HPVIS JE [N 4 1) HaCaT 2 Jifg
HPV18 E6/E7 mRNA 7K - B .54 55 (P<0. 01, ] 2A)
ZBH HaCaT 4 fifgp HPV18 JL R4 i 254 4, Western
blot 1 qRT-PCR #5025 R @ 7R, 5 1E % HaCaT 2 I AH
b, #ege HPV18 LR 4H /Y HaCaT 4 g, IFIH1T A& 7K
SR mRNA 7KF-B W3 Jim (P<0. 01, B 2B~D) , 4521
$&7R  HPV | TFTHT 7] R HAF5 3 5 S0 A LR AL
Z—s
2.3 IFIH1 £ AZ # 9% Hela 8 B P mx o 84K

Sy W 5¢ TFTHL 7 5 35096 40 M b i £F 7T, FLH
shRNA 14 & fif {I% IFTH1 ) 2 i %8 Hela 40 i Bk
Western blot Fil qRT-PCR 3256 25 1 i 7~ , 5 6 B8 29 AH
[t , HeLa-shIFITH1#1 F1 HeLa-shIFTH1#2 Zf ifl 5+ IFIH1
HYEE /KA mRNA JKF-2 B 2 FA% (P<0. 01, 181 3) .
DL b SegG g S B IFTHI 7% HeLa 41 i - B2 @i f1K

b

C33A Hela

=

IFIH1 35 KK

—

C33A HeLa G

A :GEPIA #38 B 547 IFTH1 428 3 JE 40 28 Fo B3 & A L0487 W 69 3K ; B: Western blot #-) Hela 2mfig ¥ IFTHI 4975 & &
R KF;C Hela gmfe s [FIH & & KP4 £ 2 345 H5a:P<0.05, 5 E4 & AL 4 ;b . P<0.01, 5 C33A rbik

B 1 EZEALR HPV (RS FEMEMR P IFIHL KA
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400 —
i) .

j§ 300

ho

=

~ 200 NC 4 HPVIS
L& -

= mm<135x10‘H1
Z 100 A

[=™

T GAPDH(37x10*)— E

NC 4] HPVISFEHNAH A

257 2.0
& o
S 2.0 =
i 3@15—
jf,i 15 ®
Rini = 1.0+
45 1.0 - =
— jas
g05 = 05+
0 0

NC4 HPVI8HHA C NC 4] HPVIS #H4 D

A;qRT-PCR # M| HaCaT #g it ¥ HPV18 %% 4 3¢ % ; B Western blot 4 | HaCaT 29 f& ¥ IFIH1 & & & & K F;
a; P<0.01 s

C:HaCaT #m e IFIH1 & & K -F 49 3% 2 & 547 ;D qRT-PCR 4] HaCaT %8 A6 IFIH1 mRNA K -F

5 NC 2a i

2 HPV18 {g# HaCaT #f}@ IFIH1 gy 3R i&

1.5
H_
%

) 1.0
i
shNC 20 shIFTH1#1 20 shIFIH1#2 2 pini
e

IFIH1(135%10%)— — = 0.5
=

GAPDH(37><103)HI~ N 0-

shNC 41 shIFIHI#1 %1 shIFIHI#2 4 B

IFTH1 FHX Feik

shNC 41 shIFTH1#1 41 shIFIH1#2 4] C

A:Western blot # | HeLa 21 it & IFTH1 4 & & %3k K F;B. Hela 21 f ¥ IFIHI & & KT 89 % & % 547 C. qRT-

PCR #) HeLa 9 ¢, % TFIHI # mRNA # ik K F

a:P<0.01,%5 shNC 2tz

B 3 IFIH1 7£ HeLa 408 s s THEL(R

2.4 Ak IFTHI %) AE 20 5% 20 jt Hela 69 38 74
SRS IFTHL X5 250 40 O3 58 1) 520 , {8 1] RTCA
SEHG AN CCK8 ekl TFTHT Ffif5 %5 HeLa 20 it 58 11
oM, S5 RR A LT IR, @ fiG TFTHI /) HeLa 4f
JIAE 48.72.96 h By fE 71 W] 0855 (P<0. 05,8 4) .
SR, Ik IFTH J5 00 sy 2000 20 M () 15 5 fg
2.5 SR IFIH] #pH AT Fi % 20 i, Hela 69 it #5F0i2 %
SERTE TFTHL X8 2009 40 i F8 AR 28 1 52
FIFRIIE A& SE 5 | Transwell 158 Fll{E 78 5L 16 43 51 K6

4 mshne 4

B shIFIH1#1 41
3 COshIFIH1#2 4

A
i

/b A

A RTCA #:-i] Hela 4a i 649 3% 74 48 /1 ;B . CCK8 %4 HeLla 49 fitL %4 3% 74 Ak

DA IFTH J5 %) HeLa 20 i A 0] 3285 AR AR
ZEReIH I, IR A L IREE R Bon, 5x R4
L, mfI% IFTHI () HeLa 4Hf07E 24 h #1148 h R4
R B AR (P<0.01, 8 5A B) , Transwell iT 5525045
SRR A LR RRAL, @G IFIH (%) HeLa 41 i1 27335 /N
A 40 i % B B R sk 2> (P <0. 01, B 5C. D),
Transwell {7 28 5256 2% R 7R, @K IFIHL )5, 28 B A
HeLa 21 i B /0 X) B4 (P<0. 01,1 5E F) , 25535k
B, AP TRTHT 5] 0] 5 S 40 R A 2868 0 .

1.2

—e—shNC 4
——shIFIH1#1 41
—a—shIFIH1#2 41

1.0+

0.8

0.6

D(450)

0.4

0.2-3

0 T I I 1
24 48 72 96

I 1a]/h

a: P<0.05, b: P<0.01,%5 shNC #83b4x

B4 Bi{E IFIH1 3% HeLa 405y
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shIFIH1#1 2

shIFIH1#2 2H

shNC 41 shIFTH1#1 41

shIFTH1#1 41

B

Oh 24 h
O_
A

shIFTH1#2 41 4007

48 h

40 mshNe 21
B shIFIH1#1 4
30 4 CIshIFIH1#2 41

20

RPIRIE A 5(%)

10

i) /h B

¢ 300
=2
= 200 a a

haw

100

0 -
shNC 41 shIFIH1#1 41 shiFiH1#2 41 D

200

¢ B shNC 4] shIFIH1#1 4] shIFIH1#2 4] F

A RS 5 1] Hela 2m Ak é £ 4548 71 (x100) ;B:Hela 4 jELX) R A4 % 69 F £ 8 947 ; C: Transwell it # 52

)2
= HH

W] Hela 4m it 64 i 45 4%
M| Hela 20 itLt943 2 88 77 (4

4
Fr (45 5% 4 ,x100) ;D :Hela m i, i 45 40 i 3% 849 2 2 5 447 E  Transwell 12 % 52 154
4 €,x100) ;F:Hela %0 42 £ ta jo 409 F £ 294 a:P<0.01,5 shNC 2a k&

5 RYK IFIH1 #) ) HeLa 4R FNEFR

2.6 itkik IFIH1 423 C33A Zmfe3gsh

SRS IFIHL %f C33A gHfiutasE a2, 41 F PEL
W7 FLAG FRZ 0 TFTHT 53 3638 ok 5 B o) B ok
Feyl C33A 4l Western blot 3Z 55 45 B 2L B | IFTH1
1 C33A A it BB (B 6A) . RTCA SEEG45 R
IR, X RREAR L, 2 335 TFIHL {23 C33A 4i iy
Hi5H (P<0.01,E 6B .C), CCK8 SZIG 25 S 7, # kL
FXTHELH , ok #6358 TFTHL [ C33A 4 ffd7E 48 72,96 h
MG FERE Sy G 58 (P<0. 01, & 6D) , 25 R L]t Rk
IFTH1 A DAfE i C33A 4 (14 15 5

2.7 itkik IFIHL 423 C33A tmfn it # fiz £

KPR A G S 25 R B, 5XF AL b, i ik
IFIH1 [y C33A ZHAfi7E 48 h QYR A4 8] B3 (P<
0.01,[8 7A B) ; Transwell sEFZ K45 5 B R, AH L F
X HEAH , 1k Z2 3k IFTHT 44 A9 C33A 40 938 /)N 25 B 1)
Y E H BE B4 (P<0. 01, & 7C D), Transwell {3
BN A R R 1 33K IFIHL J5 , 2R 1Y) C33A 4 Jifd
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