1720 FRESF 201855 A% 47 5% 13 4

¥ - BRHR
HPC2 Z B HPVI16 B 3hy s 30 4 i rpif = (E AR

) B ARERT AW VR L ERRS
Q. BHEAKXFWHEERL =A@ # M 646000;2. Wl 4B L TARER A 620010)

doi:10. 3969/j. issn. 1671-8348. 2018. 13. 005

[(HE] BHE HIASHES 2 (HPCOMTHEMM siha kW H AL S ET ARAW AKX XEZ. A
7% &t siRNA F#H A7) .5 3 L% stha e E7 A B4 HPC2 £ B . #al E7 £ B K G 4 siha 2 itk
F HPCZ ABH R EG R AF N, Fonlmpigafmip =%, £R siha @i E7 A B %G, HPC2 mR-
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[ Abstract] Objective

cervical cancer cells siha and the regulation of E7 gene. Methods

To study the effect of human homologue of polycomb 2 (HPC2) on the growth of
HPC2 and E7 genes of siha cells were si-
lenced by siRNAs respectively. Detected the expression of HPC2 gene and protein in siha cell lines after E7
The expressions of HPC2 mR-

NA and protein were decreased in siha cells with E7 gene silencing,cell proliferation was inhibited,and apop-

gene silencing, cell proliferation activity and the rate of cell apoptosis. Results

tosis was increased,which was similar to HPC2 gene silencing. Conclusion HPC2 may be involved in the reg-

ulation of cell proliferation and apoptosis,and its expression may be closely related to E7 gene in SiHa cells.
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B AU S ERHER S 3 IR LoB R ANHL
K98 1 (HP V) SR YL B 305 05 2 2k RV 5 31 N 3
b Bz A, 5 O A AR R PR 3 [E] AR AR R Y &
A, E7 JEHEJE HPV i E 2 EUSE IR 22—, H4
E7 F5 [ ] {240 i JR B Ok s ik Ak AR Ak . N Z R R
H 2 (HPC2) Bl gt & & [F] i 4 4 (chrombox homolog
4,CBX4) . 75 i 968 240 Mo bR A 20 4 b e 3k B, CBX4 2ot
IR 55 e o 0 R R R A WIAR 2, HPC2 X 4
FE DR A B0 4R R SR AT RE S BUE B0 M R AR
JEE HPC2 58 89 & A M ALH] . A TR A 58 T
HPC2 5 HPV16 i 5 N E7 2 8] /Y 5¢ & ke HoxS
0 MG 5E T AR BUARE I R .

1 #R5FE

1.1 U537 siha 40 Cely 79 B 25 B K24 B R
P B v 0 B2 B 25 B ) 5 Trizol . RNA 48 Bt sk 71 £
cDNA ) & (b mt RAR A YR R 2w, HPC2

*  EEWEPUIEDAITHUH (150075) 5 PO FHOT B H (2008JY0014-1) 5 P4 5 22 B K 2% B R 2= B BB H (12044)

(1981 =), @l AT BE I A L 2 N AR AR B N 43 WA BE 5T

cervical neoplasm;siha cell; E7; HPC2

SIRNA ()7 M 88 18 A4 9 BH A B & | HPVIGET
sIRNA I 75 3 4l 25 £ R FH B2 71D, lipofectamine
2000 reagent(3& [E Invitrogen /A &)) , CBX4 f L 7L
FEBLIAR (B[ Abcam /A H]) , Bractin fadit 5 sw BEHTIA (52
Santa Cruz /A 7)) » CCK-8 i3 & (H A [/ /A ) , i
B MV FRICH) 568 5UER 2¢O R (Annexin V-FITC) 4f
JL A T A R & (3E [ Thermo Fisher A H])

1.2 ik

1.2.1 SZ3e/v4l % siha 4R K 4 A4 28 [ %t
HH2H \NControl siRNA 20 (Xt B8 4H) , HPC2 siRNA £
il HPVI6E7 siRNA 41, =5 (3 % B 4k & 5% Ye AT A
J¥%] RNA 41 ,NControl siRNA 2 3 % s B ¥4 )5 51 %)
M4, HPC2 siRNA 41 ¥t 3k HPC2 41, HPVI16E7
siRNA g1 A UTE HPVI6ET 41,

1.2.2 44y A6 fLEEFh s 4X10° 4
XEECA: K IR siha 4, 55 3% 24 h, 40 Al A ik E)

B & & /v - X1
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60 %0 B FFHR SE 5 . R A A 3R 4% B8 26 [ Invitrogen 24
AR AL A ERAE BT, ] B OO0 WU T AR R L 24
h J§ NControl siRNA-CY3 %% Yy 4 1 6 5% 3¢ 1% 0l .
HPC2 siRNA M 8 A Y BB A R A A 5O
HES .5 -GGT AGA ATG TCC AGA TGA A-3',
1E X455 .5'-GGU AGA AUG UCC AGA UGA AdT-
dT-3", & X 4. 3'-dTdTC CAU CUU ACA GGU
CUA CUU-5', HPVI6E7 siRNA ( | 7 ¥ /A & &
), 5-GGA CAG AGC CCA UUA CAA UTT
AUU GUA AUG GGC UCU GUC CTT-3',

1.2.3 %6 PCR AN & RNA S bt
KR A S AL Ul BEAE . 51 Wl LA TAY T
FEAF A B 51 F S0 an T o H il - 3-B IR I A
(GAPDHD) 5| ¥ ¥ %1 . i 5'-CCC CAT ACA CAG
TGT TAG CC-3', F i 5'-GAG TGA TTT TCC
CGT CC-3'; HPC2 2| ¥ J¥ % : I ¥ 5'-ACC ACA
GTC CAT GCC ATC AC-3", Fiif 5'-TCC ACC ACC
CTG TTG CTG TA-3'; HPVI6E7 8| ¥ F %1 . I it
5-TGC AAC CAG CAA CTG AT-3", Fifg 5'-TGC
AAC CAG CAA CTG AT-3', DNA ¥4 4% 4 J 94
CHIAEYE 3 min; 94 CA8PE 30 5,50 ‘CiB & 1 min,72
CHEfH 1 min. fEH 35 WK LEM 72 °C 5 min, 98¢
FE I PCR B 451488 96 “C AR 5 min; 96 CAZ Pk
30 5,57 ‘CiB k 30 5,72 “CHEffi 30, FF IR 40 YK 5 & LE A
72 °C 10 min, B4 3 &L, id% Cofd, BB
H. ACtlEi=HMERH Cti—HNSHEHEM Ct i
ANCHE =S8 A FEH ) ACE — 25 A R4S Y
ACtHE ;" CoE=L I A RN /2 HARRH FFEO .
1.2.4 Western blot #2381 3 I vk 2 L 761
J5E o IF T ML ] 20 ~ 30 min, | RE, B3k, 75, 5 % i
fews by B P B THEIK B #8 2 h, B MWW B — it
HPC2(1 : 400) ,B-actin(1 : 1 000) ¢ 7 ; = M1 V& 7% B¢
RIPL 1000 MEE . b2k &G BE R R 50k
B REE R

1.2.5 CCK-8 5 #pdiie 5 NEAL B 96 FLAUK
MG T4 24 h G55 YL sIRNA Qs g 1~7 d it
[B) B AL A 10 L CCK-8 ¥ » Bk 20 i 15 77 4 4k
L SR LT 2 ho I [E) AR AR AN GE 7R 450 nm Kb R
W6 (OD)

1.2.6 WM A siha R T 25 cm® 4
KEFeMi. 24 h J5 AT 40 Mo % gb, B Y 48 h iU S 40 .
1 000 r/min®.(» 5 min; 5 W A 195 uL 254
bR R R A 5 L Annexin V-FITC #%
BRAS) ROCE R E 15 mins 8.0 5 57 LIEH® . MA
190 pL Annexin V-FITC 454 2% vp i 2 4% 5 2 40 i .
10 pL fifl N B2 (P %5 U 2 52 1R 5 b O = IR i &
20 min, K& ; LA .

1.3 Siit2gib B >R SPSS16. 0 314 ik 47 %5 8 o
MroihE R £ £ 4l ] Fb 3R A R &R Ty 22
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2 % S

2.1 siha ZHffe HPVI16E7 L UL 2 )5 HPC2 A 1Y
F ik siha 40 M0 % 4 HPVI6E7 siRNA 48 h J5,
HPC2 mRNA 33k /K -5 xF B4R 0 75% 247, 2
SRS L (P<<0.0D) WA 1,

1.24

2 2 5
o ® o

HPC2 mRNAZK

©
IS

a

ZEXMEA *ERLA HPV16E7 siRNAZH

=
)

@, P<C0.01,
1 3 48 HPC2 mRNA(2244 Ct EHRE)
1£ siha R S B9 3R IX

2.2 HPVIGE7 JER | 5 X} siha 40 ffg # HPC2 &
HEEWE M siha 40 945 4 HPVI16E7 siRNA 48
h 5 ,HPC2 & [ /K N, 5 HPC2 siRNA & JL 3%
A, W 2,

12 3 4 5 6
fo— .. e K
- — — — — — & p-actin
1,425 X IB4L 52,5 % IR 33: HPC2 siRNA 4;6: HPV16E7 siR-
NA 4
& 2 6 48 HPC2 JE B 7E siha AR B Ri%

2.3 HPC2 JLHEHH G XF siha 40 0558 (95200 Bl
FHBFRE K, OD {E 2 @i hn . 5 HAth 45 41 40 i A1 H
v HPC2 siRNA [y siha 4088 OD {5 A %5 3 KITH4
HEWRREAG 25 7 R A YL40 M OD {4 51 4y - 25 [ X% IR
20 2.080.07; XFBE4L 2. 000, 09; HPC2 siRNA 4
0.9240. 10, HPC2 siRNA Z1 # %} B8 41 & & [ %
(t=20.403,P<C0.01), WL 3,

——72C —=—NC HPG2

5d 6d 7d

1d 2d 3d 4d
ZC .25 PN B4 s NC: X B 41 s HPC2 . HPC2 siRNA 41
& 3 3 #H siha ZHf@ OD L

2.4 HPC2 FEPMHIG XS siha 40 M0 -0 5
Yu 48 h J5, HPC2 siRNA 41 5. 1198 T F s 30 04 T 1
14 6.38% , HPVI6E7 siRNA 4]k 7. 03% , % FE 41
3. 94% 25 A% R R 0. 21% ; HPC2 siRNA 4 #%
YU A0 MR T L ) e % B ZH 38 i 2. 44 %, HPVI6ET
SIRNA 415 YL I 240 M 98 T be ) 4 %o B4 386 /11 3. 09 %6
UL 4,
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w0t 10® 10 10 T T R S
Comp-FL1-A; FL1-A Comp—FL1-A; FL1-A
=AXMERA xHERLH
‘07 401 Q2 ‘07 -4Q1 Q2
q0.883% 4.52% 40.386% 5.13%

Comp—-FL2-A; FL2-A

Comp—FL2-A; FL2-A

10t 10° 10® 10 10t 10® 10® 10
Comp—-FL1-A; FL1-A Comp—FL1-A; FL1-A
HPC2 siRNAZH HPV16E7 siRNAZH

4 4 48 siha BRAT
3 it ®

HPC2 1E 0 PcG 5% 21, 51 - S 3 PR 3 St o]
.5 B 4 5 M 53 8 B 009 95 25 46 A 0L
£-1(BMI-1) .RING1.HPHS3 3 fl PcG # [1 %JE PcG
H 1 C-Ruhst 4% 1 (CtBP) il st [ 7 E2F M B/
M i HPC-HPH & A & & % ok #1712 .
HPC2 m] G il Ji 9 22 DX 19 % St i 2 5 08 45 g TE
JG 0 L T B A L 4T . HPC2 BE 2 PG EE H
N & SUMO E3 3% 42 [, H ] 3 if SUMO kA& i 34
T KDMSB 3 #4101 20 i J5) 31 Fn DNA & 2 3L
#3507, CBX4 i 1 224 HCAC3 %] RUNX2 J3 3h F
Pl RUNX2 (22350 . N 298 40 i 28 F0 IE #4121
o HPC2 3k K 22 78K 76 Burkite 3k B8 1
Jili 988 vh LT R AN 8] HPC2 #% 567, 1 HPC2 78 HoAth
A A rh R R R ROIRATT . HPC2 3L R A8 af ik
SEH 5 ORI & B T RE AR AR A VIR R, CBXY i i
M RUNX2 (9 2 3530 1 25 g i 6 #6000, CBXA4 58
i HIF-1o 8 F1 76 ORI 4 A Bl e 25 OQ B 1
L AE R SUMO E3 12 % 3% 12 B 42 o I 98 19 0F J& %
B B CBX4 $: 30T HIF-1a 885 0 F 3 3%
KR EOTE B AT B PR R AN M A K R A A7 T R
(B R BEAEBF ST IR 52 PC Rk f HPC2 Sk
— HA SUMO E3 36 9 5 52107, 78 40 i 10 L 40 i
FE /IR LT A0 HE I DNA 545 Dy 24 K ko i
AT A AR .

R H v e HPC2 8 [ & ¥ D) se 2 A a] 2 1
SER I 5 H R A 8 A 4 T BCHL A o) L R G S T
REek., HH 5 NEMR HPC2 EHE R4 A
PcG 8 H R BTG HF N TP 1E % M a4 HPC2 & H
T6e. HPC2 /) SUMO 1k 1E H fig el A8 & 1 4 Y,
HET AR B T gL A B ST R BN E S HPC2

FTHREF 2018455 A% A7 5% 13

S C s (9 OR SF 17 81 9 548 o e 5 e s il 1y Ce-
BP 4545 WY RE 13 2% - 00 1 #0359 e s f) A/ AT 2
PG o3 Al VB R B BUR . DL B SOk R S T
HPC2 4544 K - b 5 5 T A 52 3 A E 0 B 4R
HPC2 5 E7 JH AR 45 R o - E7 ZE YRS »
HPC2 Joig 2 18 2 K 38 B AE 8 HORSF S 2 3R
P IL. M E7 & B Al BB 4% PeG E H HPC2
X

Notch {55 e S iR 48 19 48 10 15 25 26 i g 1) 5 A
KIEFVIM ., HPV MHKEE B E6/E7 v &8 SU% 40
Jith Notch {5510 B A9 5 5 1 — 3 76 48 55 R 1 A=
KSR A P R A BEAh. Fas B XA 7
Notchl #iil E6/E7 i35, Notch 5 @&EZ5 T
ARG AL P T S AL S R R S R R R
Sl 5% 5 [N 7 CBF-1/RBP-Jk /% T 2 i) Notch
e 5.0 HPC2 25 74 RBP-Jk myil . &
g4 4278 E7 J8 ¥ HPC2 B33k, i sb il E7 ]
A 92 HPC2 AR R % RBP-Tk i 5 /9 28 i
Notch i # » Notch i i 57 5 98 #4845 208 308
(A . AT R B ] HPC2 540 E7 3 5 *F
B AU A M B AR R T A S m A L. A5 ET
HPC2 JE [ 2Z 8] /9 ¢ &, #EI E7 5 A AT fE G 1o 3 45
HPC2 K255 240 M v 38 56 0 T2 0 7% . T 2 558 55U
4 A o AR (AT I o] o A2 AT M AL IR R = 45, id
ity 2 B E— AP BT TEORAIESE

2% ik
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JIHE PA B SR LI B R AR AE | g 2 T B
A B8 A 1 ™ DR 0 LR A5 IR R AT 1
RAE VEFAEAL L I e 21 T BIH A P4 4

EMT 245 43 1k 5 0 i A6 b Bz 40 i 32 2k 1 Bz /
DS o S S 1 o e 2 A = S W S Sy N
WM. EMT RATGES S TR H8ih £ &
PERE £k 1 IR 2R 1) 9 BELAL )

TGF-B1 7EAK N ATl I Bz 240 i A 41 20 2F 4 b ad
S EMT & 4. HEr. #8 miRNA B gk
276 TGF-RL 510 EMT vk # S 8 4F A miRNA
A BB B B IR 9T 45 RS M B A AR R B
miRNA-129-5p 5 EMT 11 #2 % Y) A 56 . 76 .0 Bk i
JUE I 57 JEk £F 4 4k Y 3 B2 R, miIRNA-129-5p B 3 ik
T,

RN AL e miRNA [ HTAK . 41 pre-miRNA  pre-
mir, DA SR AR miRNA 1 FE F . & Y /0I5 28 5 S5 3
) miRNA FH AR, ARFEB AL 5 ng/mL 1
TGF-B {4k B+ 15 5 HIE b Rz 40 o ik — 2 2F 4
RN N i B E T K WO A A D i
EMT #5 &9 g Kz, UE S8 T TGF-RL 5 S F 40 Mg
EMT (2 i miRNA-129-5p 1Y 22 1K B i [1] ZE K 32
T, BEJS Y T premiRNA-129-5p L _F 4 miR-
NA-129-5p M5, G T — B HALF A S 7ER K
FEAEARAT R 0 1 )7 5 pre-mir £ S B X IR R4S T
AR b R 4 TGE-B1 5384 . A& 5% 2 Ak AH 56 38 A5 K
20 L A0 0 R 43 1 AR Ak, S5 R R B R ik miRNA-
129-5p J& » MW IE I Jz 4 i b5 75 4 E-cadherin, CK-19
I A P b8, A S BT 40 AR & 9 Vimentin,
FMNL2 3 35 K - 354 Br T . U B 3 miRNA-
129-5p 1y FK ik Al LAAp il TGF-81 5 5 9 B8 | J
EMT, X4 8 # /8 miRNA-129-5p ] fig 38 & 37
TGF-B1 il P A G HE I R R 3k, 2 5 R4 HIE | f 4
% A S A B AR SE R DA . AEHGE A B EMT 2
R E S ME .
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