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e zﬂfm%m)r &R A T 12 K (CHAF1A)F it & AR 1(ER0) /2 'S 385K ém}]’ﬂﬁ
(CSCC)éﬂ,,\ ¥ 84 & A, K7 CHAFIAMERaA) %k A R 3P CSCCH A8 1E R E L, KA T S iR

g @/ﬂw CHAF1AFER0#E CSCCLA L7 B xt it 4 9% 5 4R 47 F 84 R A 1 L, MCSCCQE,,\E\XT
L 4R 4 b R IERNA, RT-PCRAS M EEmRNA K, o7 HA8 % M %95 BP ik 52 B4 M CHAF 1A
ﬁﬂERai}_HeLa\ C33a. CaSki. SihafeHaCatm it F 49 & A £ % 1% 9% F/F 49 ShARNA S K CHA-
F14 mRNA#) %%, RT-PCRA& M CHAF 1A B 3K /& ST ERoA A 89 &7k . 4R 27, CHAF1A#) &
KEACSCCREMIEIZ, ATHBARTORLREZ TR LB FUHR, £T 5% mie
M 89 R R TR & T AR R mle % ; BRo#) R IAM A CSCCHR K 69 it R ISR, 25 30 % 41 4 & 4m
B & P ey R XA 0 5 CHAFIAM R . CHAFIA R 4%/ ERa mRNAZ A H 5; 5 91, 4it ot
FIR ¥ 8. Spearmant®ia A Student’s #4235, 48 &£ CHAF1AF=ERak 3£ 5 CSCCIs /& Ja B AFAE 69 X
%. 13498, CHAFIAE S H & F 5 AL 5CSCCL 442 E 2 E48 % M4; EROES & T 1 E&
ik B 5CSCCEMAZE 2 fi40 %4, CHAF1A#) & A 5ERat) & ik 2 fi A8 M; CHAF1AT 463+ ERol
8 A B REAEA .
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Expression of CHAF1A and ERa in Cervical Squamous Carcinoma

and the Clinical Significance
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('Obstetrics and Gynecology Department of the First Affiliated Hospital of Chongqing Medical University, Chongqing 400016, China,
2Department of Pathology, Chongqing Liangjiang New District First People’s Hospital, Chongqing 400020, China)

Abstract  The study aims to investigate the expression and the relationship of CHAF1A (chromatin assem-
bly factor 1 subunit) and ERa (estrogen receptor 1) in CSCC (cervical squamous cell carcinoma) tissues, as well
as their clinical significance in the occurrence and development of CSCC. Immunohistochemical staining was used
to detect the expression of CHAF1A and ERa in CSCC tissues and corresponding adjacent tissues. Total RNA was
extracted from CSCC tissues and corresponding adjacent tissues, and mRNA levels were detected by RT-PCR to

analyze their correlation. Western blot was used to detect the differences in the expression of CHAF1A and ERa in
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HeLa, C33a, CaSki, Siha and HaCat cells. Lentivirus-mediated ShRNA knocked down CHAF14 mRNA expression,
and RT-PCR was used to detect the effect of CHAF 1A knockdown on ERa expression. The results showed that the
expression of CHAF1A increased with the development of CSCC lesions, and its expression in cervical cancer tis-
sues was significantly higher than that in corresponding para-cancerous tissues, and its expression in cervical cancer
cell lines was also higher than that in human normal epidermal cell lines. With the development of CSCC lesions,
the expression of ERa was reduced, and the expression trend in cervical cancer tissues and cell lines was opposite
to CHAF1A. The expression of ERa mRNA increased after CHAF 1A gene knockdown. In addition, statistical anal-
ysis such as j’ test, Spearman test and Student’s ¢ test were used to explore the relationship between CHAF1A and
ERa expression and the clinicopathological characteristics of CSCC. CHAF1A was highly expressed in cervical
cancer and was positively correlated with the degree of CSCC malignancy; ERa was low in cervical cancer and was

negatively correlated with the degree of CSCC malignancy, while the relation of ERa with CSCC was opposite.

CHAF1A may have a regulatory effect on the expression of ERa.
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B30 G IR A B, R AT
VR S DAL B S R R K AE T R AE AN ]
WX ANFEZFRGE E R AR EZR, 2T RK
T2 DX R RO 2 AR T RO IE E ™. BARE
S P A A ROR BRI 1 IS [ 58 S0 R A0 26
BT, B HURATI R 2 K Hh B 50 E 5 8O %
BT E R AR, JRE S B0 A A I
BT Ea, AR ERE TERAD . E U
KD AT AR TCH S 2, EIH I
R, BB IR AR S e RN FL Sk IR B R
G YIAH OG0, I H#P e 5= DR A aod B2 3R i A4
BRI 2R o

CHAF1A(chromatin assembly factor 1 subunit
A)JE YL 1 )57 41 %% [R -F--1(chromatin assembly factor-1,
CAF-D) FE K5y, CAF-1Hp150. p60fIp48ily 3 ZH
B, e E D) B8R AR BEAZ MATE BT = H FIDNA L H)
P RN BRI Z WIEHE R Y], CHAFIAfEJEAE
fR AR AL o 5 A S VR B, O B Rk S R
BEFEP, it 5 VA S st B T AL A W A
UUERTAE K. CHAFIAZ 5 Z MM K. KIE,
EOFE LI « A RS IR A0 M e A0 s L IR
PR RN R . B, M. 45 B e a8
e VAT o, CHAFIAT] RESCMRR YT 0K . BATTHN
T8, A7 A 3 0 20 B TR R 4 R, Sl
HEPI3IN TR RN SR . AT TCIRIE, PI3HE
N 5 P B CHAF 14 B FAR VYA BRI 0k B, |
W BRI TR T A R AAE4S 7, XX PS3HH AL

cervical squamous carcinoma; chromatin assembly factor 1 subunit A; estrogen o; mutual

7 25 ) BARAE AL BEAT T 3 — 2D g e YU, [
FEAE— TR T BRI 4k 18, CHAF1A ] REIERL
T I R 5 Rl 2 B B s R AR B AL 7T A

ER(estrogen) & — it 8 [i] [ 52 44, LA = Fh W
R, 2 A% 32 ARERa ERBAN I & BIL I i AH ¢
WEW R 52 k-G R A B K 1 ME I 3R 32 151(G protein-
coupled estrogen receptor 1, GPER)'™, & E LT,
ERa. ERPBMIMSZARIRIN A77E, (HaS B —fAEFL S5
ESUNIEHIE 7 32 AL, TR AL AE O L L Hi A1
SEFUAN Pt A AN R SR Lk AR TR ) —
Ty, R ECER A R SR AR, B B L B
S MECR 7K I AR AR AR R I AR, TR
F SRl R AR R BEAERE SRR,
/IN BB PR AP 5 B 1 SCRE ME TR FTE U 3% 52 AR o(ERar)
TE A B0 P BR TR G FR 2R AP, ERo
B Bk R BRI HLE] S 1B AR E
23231 (H B 3500 T ER o B FEATY SR AH 24 A TR
b, R B S K AR R IR 73T A L, R
I R RS HE IR T 3E ON T 5 S0 2 G T B
T EENE L. N T DR R CHAF AR T i
BUBL IR, FRATTH N CHAF TARE RV ER 5 B R A 3k
AT, M 45 R 7R, ERaAE CHAFIARE K ITER 5
HAEBREREZE SR N TP IRRCHAFIAM
ERaFAREL A HT 5% R, AW FL BT 4 9% 20 4140 51
5, KrlCHAF 1A X ERafE B 201 i K 41 i %8 (cervical
squamous cell carcinoma, CSCC)H ff)3Kik, F| 12 7%
B RCHAFIA RIS, T ART-PCRSZ: 1 f# Fi ook
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CHAFIAJ5 ERaffIZRIEAA, LIRZR E AT Al AH
HIHTRAR.

1 MRERE

1.1 #%

1.1 —fFH RE20134E1 H 22018412 H &
PR 2= BE K 25 B Ja 58 — B= B Wit 1 B 35 6% (CSCC)
B A OB R G E S R e w L, T S
HREEMER RN, B8O IS LI S
A7 R4 1993 BEAR AR 63451, K £ 28 K B2 (1738 55 2H 2R A
(FE 5 o 40 23K F-4 em)fE Xt B4 @ BT A5 973 91
AN BERT BN B G ¥ ARAT ST TBOT B W o AR T
@A T B PR 7 B BBk, Bl 1 B8 REIR
SERE . HEBRARUE: OG I 1 N BRI, OFFTE
At 7 S b R S O A B SR T e AN 4 B
H OFAE HAAETE RGO IR S N o b 2L
H, @FW/NT308 8E K T508; ©F IR &
IEHIE AR gR = SRR, A4 5 B @MY
AR AR R AR A . N AL SR 4L 4
1 (42.6+6.3) %5 i PR 73 WIAR 45 [ B 43 7 B 1 B2 (In-
ternational Federation of Gynecology and Obstetrics,
FIGO)F A B4 Wi br #E AT, DY 22 1641, 11347
il kL2 B R 144015 1 v e Akde i, IR 41741
IEH AP BE R 41.946.1)% . PIALER TR & 2=
F(P>0.05). 201742 H 2201859 H F B i
BH 1295 B2 (1 )5 R 1 CSCCHIH ZUR AR, BxS
(1038 AN 57 1F o LSRR AR 240, B R IR /N34%,
KA9%, T3 F443.53%

1.1.2 2 E2XAFE RPLANCHAFI AR [EHT
& (proteintech, #00018939). %t AERaHL 177 [ i
{4 (proteintech, #00087846)I [ I = & A= ¥4 i
A W EPRIgG P B AL P S EDH
BRAT 2P % PG 12130 [H Fe 4k /R A4 TR
A g H L AR S B AL R 2 S AR
BHEABRA A RNAFEEL. 100 58 R PCR % BiAH %
T &% B TaKaRa 2 &5 18 287 14 B g5
YR AL H R A ), MEM. DMEM. RPMI1640
%108 B Gibeo = W) B A IR 2 75 s 4= 1L i % B
i EPANAEY) H A IR A 7]; Real-time PCRAY K
Western blot FiL kA 35 11 H AH 5K A2 = % 7= i ( E
W) PR w5 B A% A8 FH AN 28 99 [ Vilber 24 7]
FRAZA .

1.2 RERALFERNE HEAEL P CHAFIA,
ERoHIFRIE

TR BRI B U B AT SPik Ay ZUE
FSrN, 2 FEPTAAAL A 5B 5, 2 HECHAF1A 1:100. ERa
1:200/7 L1, F PBSYRFGREGLIR . BT RGN AT H
PR A S e B 5, TWREEREERE K, PBS
M. VIR BRAATRRIRGZ M T, I 98 °C, 78t
15 min, A4, PBSH L. 1L 2 i TAEWBCE EE 1A
15 min, —$i4 °CHEH LK, PBSHBE)E, Bk A
A 50~100 L —HT TAEW, —PiEH S pHT7.2~7.4
(JPBST LA 1:2001 LI FG R, 25 T % & 30~60 min,
PBSI . DABIGWR WG N RO, IR REE L.
FHH PR e o e 4 TR el A7 5 4 0 LR I
JTE F B, CHAFIAZE R IA T4t , ERa{E
A% B AR 3 RaE . Pl
REBE (0 o AR G (0 R 28 AR PH 1k G €0 22 1) SRR AH 0] 4 38
P R Em . PetaimfE g Bt
o, it 14y, w2y, HiEait3a.
PEYL R <1%1H04), 1%~25%11 147, 26%~50%112
43, 51%~75%1135F, 76%~100%1t44) . s R Eid
PIANFRIT TAN, <44p 52 SUHIIME, =44y 58 SUCNBHTE .
1.3 ApEtER R ERRE

Siha#fi il . C33A4H M3 7= T MEM¥; 75 2%,
HeLa4Hl f$% 7% T- DMEM#% 77 2%, HaCat4H il % CaSki
Y5 7% T RPMI 164085782, | DL F il B 97 LA
FHBS 3% 10%3 FE S NG 4+ 1137 «  Siha. HeLa4ilfifg
W SET B EUAMARAR, HRMEZE T E
PREERLR 22 Hb si i =, FrA 28R 95 737 °CL 5%
TR R, R0 K B 90% A2 A7 B HR I
YA EE H, BCANEE FIRE, EHE R,
1.4 RT-PCRHEAR

CHAFI1A4 ) GAPDH5| ¥t EilgA TAMARA
T4 K, ERa5| ) HTaKaRa /A & & ik, HAR 541 L%
1o B SR 5% 15 5 20 23 A M bk S RNA
(] B2 B ™ H% % BE TaKaRaia 771 &5 16 B3 5 83 47, A4
RNA#E B 5 G 2R 78 7 S 2H 41 . PCRIBE 2% A
95 °CTIAE30 s, 95 °CAEMES s, 60 °CIR K FEAH,
A0MIEH . Hdi 45 AL 8 I Bio-Rad CFX Manager 3.0
AT JE 8250
1.5 BREEE

PEPCRSL I 45 B 42 7R, HeLa4ll ffl 1 ERo mRNA
RIE BN IEH K AL b 40 i (HaCat) 20 i bk 7,
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I HeLadl AT ISR TR 55 Y. W45 CHAF 1A%
P % ) 12 7 55 1 e 3k N B% 9% il HeLadt i A . i
) 7 %1 73 5l Sh-CHAF1A: 5-GGG AGT ACG TCA
TGT CCATTG-3's Sh-EGFP: 5'-CCT AAG GTT AAG
TCG CCC TCG-3's i 8% [%2x10° TU/mL, 1E X %%
LRl T DA R & U & 0 (multiplicity of infection,
MOI)H, ¥ Yt 12 B8 2 5 52 FIMOT=10F L% ¢
1E A e 5 A /S FLAR 35 72 0%, LN\ 40 iR $52 75
A, BRI H e B B 1k A G 5 B0 e 1 B, I i
Foc BERE A FL P 20 5 v SR T R N )
W 5 B0 B A S 1 - [ polybrene FH 41 i 1 77
BB, F Yt BN A B I NFLRR .
NI BRI H 77 &7 s R 7R 2, SO I8 52 e 8%
FRIEE IR, YL S48 WA MRS B R %25 ng/mL Y
FIRE RGN, RS ARIR L ng/mLWE S B R YRR
BE TR, e R i LAt Mk o
1.6 Western blot{&M|CHAF1AFIERagY & H7KF

FREB S K B0 90% A2 A 1, SREXAN AR A, e
FEAKREEITEA TR, £10%ISDS-PAGE/) &, H
YK LR EN 60~90 V, SR JE7E 250 mATHI TR,
W EAFES | PVDEE L, 5%l sii & 412 h
J&, TBSTHME2UK, TRAFRE I —HtH (CHAF1A 1:1 000,
ERa 1:800, MBS =K & FPUIAMRER); 4 °CiF &
A, HE2 K HTBSTHEH3 IR, IIAHRPHRCHT L =EHT
IgG=Hi (4% 1:7 500EL 45 FH TBSTH ), = IR E 1 b
TBSTHEAR3 K, £ 10 min, ECLR VGl i .
1.7 SGiZERAE

K HSPSS 26.04% it A i AT H s 43 A, 114K
TR %R, F2 150, v 7Rl Flxts R, His
%, CHAF1A5ERalfA] A ¢ P 47 Spearmant 45 . % T
RT-PCRAf 7%, F2IE 140112 2 S 25 6] H Student’s 745
T, BT 45 R LP<0.05 N 2 5 A giit i L.

2GR
2.1 CHAFIARERafECSCC K ¥t R & 55 LA 4R
FImRNAFRIX

CSCCHZH, CHAFIAZRIE /KT H1.142+0.586, *f
e 55 1R B AL AR FRIA /KT 4 0.64140.388, 225
BA Gt 2w L (P<0.05, B 1A). ERafE CSCCH#
IEIKFN 0.498+0.825, 1E X} I {3 55 1E 5 #4121
HH IR KN 1.588+1.335, 253 B Giit 2 m X
(P<0.05, E1B).

2.2 CHAFIAFIERo7E A [E] B Mm T A LR A fHM
RELEL

CHAF1ATE 5 #ii 55 4H 4R AR IE, FECSCCH
636 STHILHHUAZ B , 5 43 R 90.48%,
B 4 35293 531 A T3 68.80%(11/16) 1131 97.9%(46/47),
2 A G E L(P<0.05)(3R2)-
2.3 CHAFIAMEReZEHAEEHRTHLHRIE
BB

CHAF1AE ZRIEEA %, AL LT 1%
HRIE. CHAFIATE B 2095 4% o A1 Bl 5 5 550 78 =
B IG InE A TG ; H CHAF1AfE CSCC I,
LA A ) TR 005 4 55 1) 1E 3 AL R T8 B S8 T vy
(EI2AFIE 2B). ERaJUITE AN A% S 4 A o Hh 340 3=
1%, ERafE B 305 A8 AF Bl A = 20095 28 7 B R R 1Y)
BN IE FK ; M H ERafE CSCC U AT %
i U 55 1 TF 8 2H 2 380 i B A1 (B 2C A B
2D).
2.4 CHAFIAFERoS EALHZRNELRIA
RIME XM

CHAF 1AM ERafE 5 305 A8 4 23 b 1) i 1 3Rk
MK, FiE CSCCM™ B AL FIH IMCHAF1AZRIA
Tt ; B CSCCHAM (13t & ERaff R IA P, FIH
Spearmanki i, 75—0.300, P<0.05% 5 BA G it =
X(F3).
2.5 CHAFI1A. ERoff CSCC{HLAHhERRILH
& AR 4B 5% 1 53+

CHAF1ATEFIGOZ AT . ARk 20 23 g BH 1k
RIEREE AT FIGON M. &b b A 2
FHPE % (P<0.05); ERofE FIGOZ 81T, mrh 24k 4l
g1, WRELEEEFE CSCCA L R I RIE B T FIGO 4 1
IO, Kb B4R # % CSCCHL P I RIL .

(P<0.05)(F4).
2.6 CSCCLELFCHAFIAFERa mRNAKEFE
BEHHEX

CHAF 1AM ERoAE 4 23 mRNA K- Pearsonfl
K3, 7x CSCCH A ik A G (r=0.4451,
P<0.5, F10).

2.7 CHAFIAFERTE S FE & APk K HaCat
REHk P mRNARYFRIE

CHAF 1 ATE B 3509 5 A 41 Ak H 1) 3R 08 3%
HaCatZi o ik B 2 51 (P<0.001), Z R B H St E
. ARSI EIBA, ERaAE B 3 %41 i
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&1 519F%
Table 1 Primer sequences

H AR FF3
Gene name Sequence
CHAF14 Forward 5'-GGA GCA GGA CAG TTG GAG TG-3'

Reverse 5-GAC GAATGG CTG AGT ACA GA-3'
ERa Forward 5'-TGA AGT GCAAGAACG TGG TG-3'

Reverse 5'-GCA AGG AAT GCG ATG AAG TAG-3'
GAPDH Forward 5'-CCA CTC CTC CAC CTT TGA C-3'

Reward 5'-ACC CTG TTG CTG TAG CCA-3'

(A) B) ©

T 34 * 6+ *

= S R=0.198 2

= . & u

= < 4 R u P=0.029 3

5 27 5 =

g k7 I,

.S 524 =

z = g

E . .-. % S

z 2 [1 ) SN ... T N e

2 a"nEgEn"y 3 4

E n, ~ °

< 0 T o -2 T T T T T T 1

~ Cancer Normal Cancer Normal 1 2 3 4 5
ERo

A: CHAFIATE & #5120 23 rf {{ mRNA % 2 7K P9 500 58 W 52 71 50; B: ERafE 'S #4027 R mRINA 36 i 7K~ 09 5% B B P& AIG; C: CHAFIAFIERa
mRNAFRIE/ECSCCALLIH HAT Al . *P<0.05.

A: CHAFI14 mRNA levels were significantly higher in CSCC tissues compared with the adjacent non-cancerous tissues; B: ERa mRNA levels in cer-

vical tissues were significantly lower than those in adjacent tissues; C: there was a negative correlation between the expression of CHAFIA and ERa
mRNA in CSCC. *P<0.05.

El1 CHAFIAREReIEEHAR FHImMRNARIEIF R
Fig.1 The mRNA expression of CHAFIA and ERa in cervical tissue

#*2 CSCCRIEEEHHLAMRARCHAFIA, ERo[AMERIEHFRELER
Table 2 Comparison of positive expression of CHAF1A and ERa in CSCC and normal cervical tissue samples

el 1% ERoff 1 CHAF AR
Category Number ERo positive CHAF1A positive
Normal 30 25/83.33% 6/20.00%

Tumor 63 31/49.20%%* 57/90.48%%*

X B 9.880 46.192

P <0.05 <0.05

*P<0.05, 5955 I B 3 4L LR
*P<0.05 compared with adjacent normal tissues.

< *

5 (! y 2 ; TRAL el Y,

A: CHAFIATES 55 E# A4V P L RIE; B: fECSCCH, CHAFIA 2 FAMEFRIE, A A #RIA TAIMAL; C: BRa‘ER: 55 IEH AP 2 P RIE;
D: fECSCCH' A MERa# I o

A: CHAF1A had almost no expression in normal tissues adjacent to cancer; B: in CSCC, CHAF1A as positively expressed, and was all expressed in the
nucleus; C: ERa was positively expressed in normal tissues adjacent to cancer; D: ERa was not expressed in CSCC.

[E2 CHAFIAFIER7ECSCCK S EEHAFHIRIA
Fig.2 Expression of CHAF1A and ERe in CSCC and normal adjacent tissues
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%3 ERoFICHAFIAKE S HRAATNRIANE XD
Table 3 Correlation analysis of expression of ERa and CHAF1A in CSCC

CHAFI1A
ERa Total r P
+ _
+ 22 9 31 -0.300 0.018
- 30 2 32
Total 52 11 63
“+"FRIRERAELCHAF 1A PR I%; “ — "R/RER0B(CHAF 1AV RRIE o
“+” indicates ERa or CHAF1A positive expression; “ — ” indicates ERa. or CHAF1A negative expression.

T4 ESIEEHELFERe. CHAFIARMRIESIGRIFIERE XTSI
Table 4 Correlation analysis between positive expression of ERa and CHAF1A and clinical features in CSCC
ERoHPEN=31) CHAF IABATE(N=57)

B K e ERo positive (N=31) CHAF 14 positive (N=57)

Parameters Characteristic N Positive Ve P Positive Ve P

Age (years) 40-49 37 19 2.425 >0.05 31 2.968 >0.05
30-39 26 12 26

FIGO grade 1 16 15 17.026 <0.05* 11 8.612 <0.05*
1I 47 16 46

Differentiation High+Medium 46 18 6.924 <0.05" 45 7.760 <0.05"
Low 17 13 12

Lymphatic Positive 14 12 9.599 <0.05° 13 0.000 >0.05

Metastasis Negative 49 19 44

MuscuLar =172 8 3 0.109 >0.05 8 0.114 >0.05

Invasion <12 55 28 49

1P<0.05, S EL; °P<0.05, 5L th AN A LL; <P<0.05, Sk 4R IR L.

*P<0.05 compared with stage II; "P<0.05 compared with poorly differentiated cancer; °P<0.05 compared with negative lymph node metastasis.

PR ) 3R A B HaCatZH A bk B 2R (P<0.001), % 7
AAH gt %= L(K3B).
2.8 CHAFIAFIER0E E FE & 4HAfkK &2 HaCat
MR E B RIRIE
CHAF1ATE B 3t 240 o bk o 12214 %5 HaCat
MR I 2 . EROAE B S50 25 A 4 M ik 1 R 0A
X HaCat4H fu bk B ZAR(EI3C).
2.9 REMIKCHAFIAR S ERaZIERIF M
158 S A bk, MURCHAFIAM RIS G, 3
A117] LAF B ERaImRNA R IE B2 TH . I 75 MK
EN G HOR 3D~ . CHAFIAREAR J5 Xt ERalt)
AL RIS a0 EIBEFTR, S50 45 JR AR EC R eR 56,
P<0.05Z 57 RA G5 .

3 iTig

B A BRSO LI M R . e
Y800 L A B Sk T B (R TR, LR T S BT T
FHEFAERIIN, B U8 0 R L S B e Bu HEHPY

FIR G 5%, B i 2 1) /2 HPV-16 THPV-1827%), {H
SEHPVIE QL I AN 2 4 F 45 tH I 300 R Y, DRI I A
I, HPV G 5 BUH 300 1) R A2 0 SR 16 A At 52 1)
Kl [ A7 7E . MESEPE ) /N BRHPV B 4L 208 39
JeE (A A A R TRU AT 72 36 1, HP VR 55 R R ME 2 60 2%
U A I B S R AR R R A, B R R AL
SRR

AR A, 75 SR e B R K KL
WA, B T 80U 20 K AR FTHPV-16 FIHPV-18 24 [
FER F ik 21 i3, ZHATZEPYRE 58 & BIL, ERoAE
K2 12 28 1 B S S TR P4 i R R Rk R
RNMEAR . 722 /T Wi, 1E38 FHPCR T V2 M
9% B 2R DN 06 240 JH Fh ER e ik, R IILAE K
ZHUE N A& T, ERafImRNA K & A i K 3R IE
ERAREAN A . X #g 2 A HEAT G i A AL e
, UESCERafE B 303 T IR R BRI 2
R AV S0 R AR R U, S S A R SRR A
BLE 7 —MHERER . MEBEER 2R LHPVAH AR
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E
=

= 2.0~ = 150
koo 33
< P<0.001 &
g i
o 157 5100
o 1
g g
‘% 1.0 &
5 2
=) o 504
5 0.5 =
2 :
§ . ~ 4
& Siha HeLa HaCat CaSki C33A
(D)
= 8-
I, P<0.05
=
S 6
Gt
(=]
g
= 4_
s
g
5 24
o
2
=
~ NC SH-CHAF1A

P<0.001 ©)

Siha HeLa HaCat CaSki C33A
CHAFIA * S S s g (50 D2

66 kDa

ers [

F-actin . — — — > D

Siha HeLa HaCat CaSki C33A

(E)

P<0.05

Relative expression

T
NC SH-CHAFIA NC ERa

A: CHAFIAE 8 #0454 M bk v F 305 W 2 5 T HaCat4fi i, B: ERof 5 20 & A MUk th (3 IA I BUAIR, SHaCatMILL R, ZREA S HE
X; C: CHAF1ARIER ofF B S50 2 20 R AT HaCat 4 i bk v 1 22 A 35 15 0L, ERofE B S0 AR s LT A 20k, D: T DU 84 R Sihai
e CHAF 1 AR 255, WA IE o0 IR AL ) B IS, B: IR CHAF TAR)FE 5, ERaFZE T -

A: the expression of CHAFI4 in cervical cancer cell lines was significantly higher than that in HaCat cells; B: the expression of ERa in cervical cancer

cell lines was lower, and there was statistical difference when compared with HaCat cell; C: the CHAF1A and ERa protein expression in cervical cancer

cell lines and HaCat cell lines showed that ERa was almost not expressed in cervical cancer cells lines; D: lentivirus was used to effectively knock down

the expression of CHAFIA in Siha cells, and it was found the expression of CHAF1A4 was notably deceased in the knockdown group in comparison to
the control group; E: after decreasing the expression of CHAF 1A, the expression of ERa was increased.
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Fig.3 The expression of CHAF1A and ERa
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