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The significance of ESE-3 in ulcerative colitis—associated colon cancer
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Abstract Objective: To investigate the expression and significance of epithelium —specific Ets transcription factor =3 (ESE -3) in
ulcerative colitis (UC) and its cancerous tissues. Methods: Immunohistochemical and real —time quantitative polymerase chain reaction
(Real-time PCR)were used to detect the expression of ESE-3 in UC and its cancerous colon tissue. Results: In the colon tissue, ESE-3 was

expressed in the nucleus, and the expression level of ESE-3 in UC tissues was similar to control tissues (P>0.05); but in the cases of UC~

associated colon cancer, the expression of ESE-3 was lower than para—carcinoma tissues. Conclusion: ESE-3 may be involved in the

occurrence of UC—associated colon cancer.

Key words ESE-3; inflammatory bowel disease;ulcerative colitis—associated colon cancer

RAEPEIIR (inflammatory bowel disease, IBD )Jg&
— Mg FER SRR R AP, A
TS 9 R (Ulcerative colitis, UC) 1 78 % R
(Crohn’s disease, CD ), HRIIA N IBD F) &K F 25
D PR KR SR E D RE L I TE R
JrE 55 B I RE R AR OGN, BRI N [ 52 R AR
AP JRAE , IR AR BRI G i REih 30 4E LA
LR R AR RIS 18%, BER T
NAE, HHEGURW B3 w THOR S Y, 45
Rt R LIt 1BD B ™ R IFAORE , %0d
e — PN ZRRS HE At KIPIREHERAE
I R SR A R B0 5 ) DNA B £ B RiE &
PRIZR o WU 5 2 R A28 1l R ZH 2 (ECCO ) AR S ]
B W 2 (AGA )48 1 1BD SEE FEREIR 1 21 8 4%
et AT T A . T HBCA AR s, AR
IBD AHICEE i S A AL, (BT3B 70 A8
HAE IBD e 8 AN H BUEAE o

EEREN ZREE(1991-), &, ML AEE; AR T E: REMEEFIREK
R ERA T BISEH . EiES, E-mail: doccaoxc @ 163.com,

R Ets 855 ¥ -3 (epithelium—specific
Ets transcription factor-3, ESE-3 M FHefa ik 1 1pl12,
J& ETS # S ESE WA, & — N H 215 L
2 20 M oA i 5 S TR 8-, RS B 5 HALUN o3 T IE
JEL I BRI R] T EREI R A 51,
]z AR T UHFLS IR R S S IR B ASE .
AR O A KRS K, ESE-3 5 Z kg
() 5 A R AN TG A G AR TS s B
IR R 7E N = BN AR NN SR S
ZUFFTIESE , ESE-3 78 Z M I vh B A7 A 3R 5 5+
o CRHL,ESE-3 K Tid i i b B [ B
AIFRIBLESF AR AL AT ESE-3 Y3
KB SHEHETTSI AR b e AR Y b Rz MR e Ak, 75
R HAESUR RIS IR b R AR S
ESE-3 [ 3Rk B K Al F 1L-6/JAK/STAT3 i 12
HEHITH) R IR 1 R AR B R AH DG 1 i
AR T RO i RASR R 1)
SR , T 3 LR A8 M SERE B — IR /e
S RGBS RS T ESE-3



55 6 11

-

AR G5 ESE=3 TEBUZ LA I SAR AN e P Y R X 619

(I 3 TR . IR ATESE I S AR L e A8 it
BHESA ESE-3 E 5, HATH ARG HHAT
RE R SRR I, A SE S B TEFR ST ESE-
378 UC K UC FIEE5 sl 8 i #658 Je i X .

1 #ERSFHE

1.1 J&a#B kB 2017-2018 AE I E R IEEERL K2
MEGEHENEL . RERL UC BE ARG PR A St
RIFhrASt 22 ] (Hrb 2 fl8EHRJEARA Bl
UC tHKZ s ) , Bk 10 6], Lok 12 6], 4RI 17~
72 % MUY 33 % BB E PR AR 2 AELS A
A7 1o I ARG HE Ao [ 831 £ 35 19 D17 1.2 3% R f51) i
AR ST 8 lHL & S Wi B AR AR E B
X HE 8 91 I 5 48 B TG A AR AR R BHE X E

1.2 FZXAEME  RITA ESE-3(PA5-30716)
ZEEPUAR (Invitrogen 23 7] ) ; SP S 2H AL &
(At k2 St AR AT Ot R 1AL
(% H Bio-Rad W] ); HalmBE.0Hl (EH
Thermo 23 7)) A% A (F2E Eppendorf 23
Al ) s R SR 65 (Transgene /A H) ), 9 G AE it PCR
155 & (Transgene 2~ 7] ) ,PCR 547 ( i T A Y)
TRERA A FRZA T ) 5 Trizol 357 (Invitrogen 23] )
S i R R S AN RS 2R S Tris/
EDTA 2%t (pH=9.0) PR R 22 ik (pH=7.4) .75
RE AW EE . SNBSS, A WAL AN R
ML R HL B SCIe = vk A TE IR AR L E R AR
A W (H AR Olympus 23 7)) | B Aok i
FHMLES fR R E PR A P s 2516 B IF A B L v [ 2 2
R ST NS E AN PN A R L s

1.3 7k

1.3.1 fefedifh BER WP EY R - A
B (SP ¥ K 41 21 28 4% 22 B T [ 1 , W WL
K AT VIR TR 4~5pm. A R AR &
HE Y0 )5 2R B I e e st o AR s S5
I Z K, 2K Yk 3 3 , 4% 5 min, PBS 123(0 3 i,
£ 5 min; Tris/ EDTA 22 (pH=9.0) i pr)i g =2
10 min, 2R H 2 506, PBS ik 3 3, 4% 5 min;
B A B TFIRE R, 50 wL M S L G
R E 10 min, PBS Y% 3 i, 45 5 min; £ 4]
FHIEH 1 2E M3 = A 60 min, L EZARHIA,
in—3t (ESE-3,1:100)50 pL {Z& 1% E 30 min
J& .4 Cit . K H R, 30 min, PBS Wk 3 1K,
%5 ming i 0 ZHT CE R bnid L P R/
IgG)50 pl, B&ETEEME 10~15 min, PBS ¥
33k, 45 5 ming MIBRAR Ik 10 Wl PR 10 9 B B 2R B0
F 2 TAE 50 pL ZiRPFH 10~15 min, PBS ¥k 3

i, 2% 5 min; # I G U BICE DAB A,
WA T R D AR, W AR MR R
o ARG B YL 5~7 s, MK HFYEIS 80%EL AR IR 7
b, ZKIE s B0 BETRAS K G B, R I A
M, 7630 U5 1 R R G B AR DR A

132 SERPOGE R G M EE Y (Real—time
PCROAEIN WA B &£ A9HE 1BD K UC B 16 Kidn
AL 8, PRI VRAE T A o FE 5L B0 1 0 A 4
RNase—free 1] Ep 4 M3k S5 8504, kiE St RNA BiES
e, ¥z 18 Invitrogen™ TRIzol™ Reagent #AE+5 T HEHL
ZHE1E RNA, fie & 20~30uL JCA% /K 145/ RNA
FIAZ TR 2 BRI ABT RNA W A4l i . AR5
FE SR A AT R A% 4 2 b ESE-3
FRIBIKF-. B-actin FIWFHI R LUF514:5" -
GCGAGAAGATGACCCAGAT-3' ; FiiFgI#.5 -
CCTCGTAGATGGGCACAGT-3' ., NF—«B 5|45
e BUE1#):5 -CTGAGTCCTGCTCCTTCCAA-3 5 F
Wen 4.5 ~-CTTCGGTGTAGCCCATTTGT-3' ., ESE-
3519F5 N BiES19:5 ~GCGTCTTCAGGTT
CTTGAAATC-3"; FiE514):5" ~GTATTGGCAGCTT
CAGTTTTC-3', TEZGHE it PCR AY b 1BE S0
¥4 :95 °C 5 min, 95 °C 30 5,55 °C 30 5,72 C 20 s,
40 NGRS R H s AR I CT A, ] 27229 353
(RRACTRae

14 ZRFZ DM IR OB 0
Ktk ESE-3 B S o WA HUIAE X 381 5 4>
LS, AR A AL EF A 100 S , AR 5 H:
BH M 200 L 5OTT 7 93 bl B G e ni B R A T T A 9 oK
WE. PP 5B S < 1%28 0 43, 19%0~25%
H 153 ,26%~50%4 2 41, 51%~T5% K9 3 53, > 75%
h 4 Gy YR a s Sy Ry O R 0 4 B 147,
BB R 2 40 B (0 R 3 43 BITIIEA3 AR 0~2 43
SRR (=), 3~4 3 M55 BHME (+) , 5~7 43k B2 B
(++),8~12 3 Aum BHPE (+++ )0

1.5 %itsaz R SPSS21.0 Giil A4kt
gt Ao ARIER 0 B AR T A gk
7N, AR IR0 B PR ZH b ST AR FE R F Wilcoxon Fk
FIVRSEIR) 5 TEAS A3 AT A PR ST R AR (] Y8800 H AR FH
1 K s KB /KVE =0. 05, P<0.05 BN A ST L.
2 #ZER

2.1 FIEMALALFHEN LR

2.1.1  ESE-3 7EXHE iR M5 I i 40U Y 3R
ik FEIEE XA S0 (B 1A), AT UL ESE-3 245
EiR e R G AR o S VNN ED G D VAR = el kv w1
Mk, TERCR PGS 4 (I 1B), K WL ESE-3



620 AEEHKREEH

25 %

T SR AL S R X IR ZH 4 ESE-3 (3K FH
PR 100%(8/8) 5 IR LS M 20 ESE-3 3%
KPR R 12.5%(1/8), HEMKHE L, 25 A 5t
ZERE (P >0.05) X HRAI ST ESE-3 K2 5 v B PH
Ik, MAE B R LS s 4 2 ESE-3 Z 5 BAMER
K(E 1),

AESE-3 X IR AU S fHE KGR (SPX200) 5 B.ESE-3 7EHUK 1445
Wdm gl 20 2 [ R 15 (SPx200 )
1 ESE-3 FEXTBEBAZMEmBEARTHRIE

Fig 1 Expression of ESE-3in control and sporadic colon cancer tissues
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Fig 2 Expression of ESE-3 in UC colon tissues
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Fig 3 Expression of ESE-3 in UC-associated colon cancer
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Fig 4 Expression of ESE-3 in UC and control tissues
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