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Abstract: Ovarian cancer is one of the most common malignant tumors in the female reproductive system. It is difficult to diagnose early, has low
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survival rates, and has a poor prognosis. Therefore, it is urgently needed to find a new targeting marker in clinic to optimize the current diagnosis and
treatment of ovarian cancer. In addition to tumors caused by mutations of oncogenes and tumor suppressor genes, epigenetic changes are also involved
in the development of tumors. As a silencing factor of epigenetic related genes, PCG protein is closely related to tumorigenesis and development. This
article reviews the composition of PCG and its relationship with tumors, the structure of key PCG subunits, and its relationship with ovarian cancer,

with a view to providing reference for clinical treatment.
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AR 17.6%, (IR F 440 K 60.9%, $27 Bmi-1 5
B G395 R I PR TS 25 VA5G . Bmi-1 7E R 250
P A o 5 B i 7 MR 4% pl6INK4alcyclinD1/Rb/
E2F F1 p14ARF/Mdm2/p53 iX P 4% Il T3 4% , 1 41 iy
TR T- 01 e S B AN A T A S AR SR
1M, Yang G S5 5% 8 13 Go 8 21 AL A & R 5053 Bt
P ELEEBA S p16INK4a/pl4ARF 3535 , 45 5 B n
Bmi-1 ik 5 59 9% 1 pl6INK4a Il pl4ARF 23k
70 0 25 A0 ek . DRI, Bmi-1 78 5P 5495 vh ] fgE o
HoAh 05 RO EVE R . Kim BR 285 1
Pz B X2 A8 R i 2 FR T3 2 BULAE B S8 SKOV3 Al
OVCAR3 4 it/ Bmi-1 5 sMEK1 fH B AEH . 1l
SMEK1(MEKZ #idil5f) ) 3= 2L 1 # ] VEGFR-2 4
T PIBK/AKT/eNOS 17553 i 417 il O 52 i Jgd 1) ;4
B 20 R B R I A5 A B0 AR Bmi-1 32 B i
il SMEKL JJ 384 1) 200 B8 1~ T 553G B B2 vk

WA A 5 Bmi-1 7600 S0 b 2 AL e
B LA AF G AL, Anomker i (%) 38 1% 5 e & 2k B
AR, A i Jee 2 4 e i her il 2% TR 1G5 . Takeda Y
SEUIRIESY R B, Bmi-1 PR i il S HTERT)
Ja#F, HH RING Fl HTH 2545217 S b
FLRT LT Zhang FB Z5U9F 5 3@ 1 IHC 2 TARP
K 47 9P T B S 2200 10 451 1E 5 BN B2 210
Bmi-1 & 11 5T 1Y 383K S vibir s 1 L 25 58 & 30 Bmi-
1 R AR A DN - e SR 20 e g Aer il BH 2 3%
h 87.23%(41/47), i Bmi-1 &[R35 1Y 1E 5 51
LR 20 oA U v L i 5 4 s Spearman AH SR 3 M 45
SRR Bmi-1 85 1 2 1K 5 v il 0 M TR 2 OE
K&, TR I BELIT Bmi-1 A% 2 1A ] AL sirgdor R
R B B B SRR TR T

YA T A R R AT I A R R 2 —,
T Bmi-1 3@ 3 304 SMEKL A 111 41 4] B0 £ 98 41 it )
T2, LA Bmi-1 50088 1 254 5¢. Zhang
XL S0 5% 38 358 Western blot 6 51 41955 SKOV3/
DDP il 5 SKOV3 4l Jits (SKOV3/DDP 4 Jifd fif 24 14:
S SKOV3 4l iy 14 £%) r Bmi-1 £ H Yk K
e, 4EH IR SKOV3/DDP 4l 323k B w T
SKOV3 4iififi , iX 7] fig 5 Bmi-1 #8751 M4 (ROS) 75
58| DNA #5143 )2 v (DDR )i& 24 X H4N, A HE
FERB B O RAEY LAY PTC-028 1] LIRFAIL
Bmi-1 B335, 76 PTC-028 11 IR 25 24 i BF 298 Jiri o7

/N ERRBERY R B I 2 T IR RN, IR B
HUIE A /N BB Hp R AR v A58 A2 B 7 VA 2
(K1, PTC-028 TJ RE 2 I Kz 14 B S 9 8 B VR B9 A 3%
BIT o

2.2 CBX7 55§ CBX7(chromobox homolog 7 )%k
T 22913, 7% 6 NG F, difid i 251 PR FER
2R 1 TP, CBXT7 i [ e AR R () 25 A 3 5 T
A, EAT 10 Fl 46 S LR IX A — 5 H 3
s 2 R R L A5 B 1 e 8 I 45 4 351 (chromodomain,
CD), H i =4 B B f— o B Y, T Bt
i@ Rgh G, 2 5 E P FRAP, RIS Z M
il #E 25 #4388 ( polycomb repressor box, PC) , 12 4% 44 3,
FZ A A% PRCL B & W) & ¥4 5% s 4 il D ag P,
FEARIT CD 1y X dkifs 45 — Bt ATHL (AT-Hook like)
S5K93, ATHL 1Y KRG )7 5 TRXG A K AR
24y CREB %5475 5% P300 A4 4H 4K 1 £ Bt 4 % i
) HAT Z5F 3k B4R T, il 4 8 A kAL, F5 50
e S E

CBX7 TERZHCEM M rh 8 N e, BT
SO 3 Ao e e ARG B S 4 4L CBXT 2R
B FIA , 250 /R 7E B S rh CBXT7 & R kK
(34% ) W I 1% T 1E % BP 82 (91.7% ) A1 B 5 [ - Jirb 774
(80% ), H:r 9 (18.8% ) AN IV I (20% ) 2L T

1 31(55% )1 11 11 (33.3% ) ; %43 fL4H (11.1% )ik F

1= oA (52.6% ) Fil 43 AE4H (37.5% ) , 15 B CBX7
B e OIS SRR 5 R i 5T R Real -
time PCR | 51 E195 th CBX7 mRNA f) 3k, High
R GBEHAREE R —8 . & P 58 FRRGIESE
CBX7 # I 7E U SRR M g TP AR s , Higkak
I V- it 0 A EE 1% T v R AR 433U 1 32 e i 3 38
FEAIG .

CBX7 7EBP HLE SRk sk, H 5 gtk
BHAEFARAR, $2R8 CBXT7 Al fE& U0 41 s ik
JE TP M FE DN SR, AT TIEHE FE B CBXT7 7E B &L
75 B A i ges v 7e XS AR B A i 68, Shinjo K A8 PIRIF5E
T s A AL B CBXT 4K I 7E 81 191 B 5 1% B 41
M8 R gk i il , 455 R CBXT FHMZH 4N
64 1] (79% ),CBX7 FAMELH LR 17 41 (21% ) ; %5 %
Kaplan-Meier FIX BB 56 AH L5 A 19 7715 43 B R 8
75 B 24 i g CBX7 3Rik 5 OS Ml PFS By X R, 4
0 7% CBX7 BHTEZHRY OS F1 PFS B i 74 . X 4%
7~ CBXT7 7E B 51335 W 240 g rh A X SRk 3 sy, 2 —
ST 2R RIS

CBX & [ W% 3= A Mg v & #5998 T -1
YERT, H F ML 5 984 e E A 05 INK4a/AFR/
INK4b 5, 1% 5t () pL6INK4a . p15INK4b Fl
PLAAFR 1 R s R 0 S AE I A i g T L ] 40

29



s

& R B2 E 2020 4E 1 A48 33 555 14

Medical Information Jan. 2020 Vol. 33 No.1

ML EELETEEAEN . SRIMAR A, Shinjo K
SEBRIESY g R, 4 B CBXT H:H J5 , OOCA ) 41 fity
T S8, L OOCA 4 dE T-fE fykbnem ., K,
CBX7 I fig il o HoAth A7 5 30 [ 18 42 B9 S-L383 i A A 7
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e PRC2 HHA AL IG5, B 4 A
LR RS g VR T, HLRR B & — 1 e B2 ORST Y
SET[Su(var)3-9,E(z)and trithorax] X. , i EZH2 &
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e Bmi-1 Nz EZH2 VR {9 K78 B9 S i & A
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