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82 B8 #T50 CELF6 fefURR LR 55 SE4 2128 P 6 KA 2 S AR JEAE LR P 89 UG & 5L, ik : KRR GEPIA 547 SUMR 21
5 EF SURZA R CELF6 #9 R ik 2 5%, %&bl SUIRJEZ84% CELF6 & & ¢4 % ik . KM-plotter /£ 2 27 TCGA %38 & ¥
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ABSTRACT Objective: To study the differential expression of CELF6 in breast cancer and normal tissues and its prognostic signifi-
cance in breast cancer. Methods: The expression of CELF6 in breast cancer tissues and normal breast tissues was analyzed by GEPIA.
The clinical samples of breast cancer were used to study the expression level of CELF6 protein in breast cancer tissues compared with
nomal tissues. KM-plotter was used to study the relationship between the expression of CELF6 and the prognosis survival of breast can-
cer patients. The effect of different CELF6 expression levels on the growth and proliferation of breast cancer cells was analyzed by CCK8
cell counting assay. Results: GEPIA online software analysis showed that CELF6 expression was significantly lower in breast cancer than
in normal tissues (P<0.001). The results of immunohistochemistry showed that the positive expression of CELF6 in breast cancer tissues
was significantly lower than that in normal tissues adjacent to cancer. The survival curve of KM-plotter online analysis showed that the
survival prognosis of patients with high expression of CELF6 was significantly better than those with low expression (P<0.001). The
CCKS assay showed that the expression of CELF6 in the breast cancer cell line MDA-MB-231 was knocked down, the cell proliferation
rate was significantly faster, and the proliferation rate of MDA-MB-231 cells overexpressing CELF6 was slowed down. Conclusions:
CELF6 may be a potential tumor suppressor gene, which is lowly expressed in breast cancer tissues and is associated with poor prognosis
in breast cancer patients.
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GEPIA (http://gepia.cancer-pku.cn/); KM-plotter (http://km-
plot.com/analysis/); 40 fifi MDA-MB-231 3g Ji F+ ATCC;
DMEM , opti-MEM PBS . Trypsin [k K % J& i 7| 1ip2000 I
1ip3000 M5 3L H Invitrogen; pPCDNA3.1-CELF6-His Hi 7% 512 46 #4)
7 ; CELF6 siRNA [l 3K F Santa Cruz; JIG4- 1Ml (fetal bovine
serum) T BIOWEST /3] ; CCK-8 %ML | MCE A 5
JELAAE R T LA AW
1.2 ik
12.1 CCK-8 40 ff 3¢ 3% fif Fl 0.25% Trypsin {4 1k
MDA-MB-231 4], A &4 10%FBS i85 77362 1L 1L, 1%
YA T 96 FLAR 1 5000 4L / £l 24 h J5 RKERALPERA R
Bigedk, fA 100 pL Bl 55 SR AL 10 wL ) CCK-8 7 1R
2], BEFRARER SR 2 h 5, D 450 nm AW OGAH
122 ¥ MDA-MB-231 Zi/ffd fl Trypsin 4 fbJ5 Rt T
LA 40 77 /L, FEICIGREE. K 1ip3000 Xk opti-MEM #i
B, R 1ip3000 FIBURLIE A 350, #E, AR AR R ) e s
FRIER AT IMASEUAR G R AL, 6 /N S U
123 SRl A Y R 8 TR 2 b, Bt B,
PBS Wi =, W NV By 3% H,O,, IR E 10 min, PBS
Ve =1k, W2 PBS,5%BSA B 1 /NI, 25 B P, i in
CELF6 $it{& (] 3%BSA 1:1000 Fi%),4 CiFF 1t %, PBST =
WA AE RO 5T, 5 F 30min, PBST JE=iK, (4.
L3 FiTZE0H

AR SO SR TG 20 Ak 45 R L RV 4 A K ol 2 45 T 1
#11 GraphPad Prism 8.0.1, €4 7 Hr L Il LA K% IE #4141
CELF6 [k 2 57, RO S0 bR v Ry ¢ 4G50, AR A7 th £l ]
(/2 Log-Rank Ry, DL P<<0.05 K2R GeitA A= X,

2 R

2.1 SHEAELALLA ] CELF6 mRNA [FRIA{E FIEFHEALR

K FEL 5 B 5 GEPIA 43 H7 AS [F] 98 i 41 21 v CELF6
) mRNA 7K, niEl 1R fER 2 400E A 4, CELF6 /Y
mRNA Rk ACPRFIER AL . R DER IS s 14,
11 iH 4% 98 (Cholangiocarcinoma, CHOL) . & P4 40 I 19 1fiL 7% (A-
cute Myeloid Leukemia, LAML) . & 2% 4 fit1 i 55 1) A2 &t 205
(Pheochromocytoma and Paraganglioma, PCPG)%54[ 1+ CELF6
(1) mRNA S5k, 5T TCGA $d oM b= e v T80
(Breast Cancer, BRCAYEUHE , BR A fuF5 1085 4 L AR 21 1k
AR LA L K 291 B 1EH LA 25 5 3R] CELFo6
AL mRNA 17K AT IE# 41 41(P<<0.01),
2.2 FLBREA L CELF6 BHZRKIX

DA ) WA K 11 7L 9 AL 2 LA KR I 1 I 3 98 55 Al 4R A
AT R SERE, W 2 i, 408 h e iR 1h B IR
He e g R AT, FLARES A CELF6 2 AR
AT IR mss gl g afe i, 1iAH CELF6 & 73
WA S I FRAAKCTAR TR sr A 8L i Rk
2.3 CELF6 MRiZKFSIREEEEFEMENXR

FIFAELR A 4T 3 KM-plotter Xof 7L i 98 £ 2 1) FA4F AL A7
4T Kaplan-Meier 4347 o R i 4505 20 200 U A A7
ZRAREA Sl CELF6 S0k AR (n=714) DLEARFREA
(n=714), 4l 2 7R, CELF6 3Rkl FAF A AR B &1L T
fRFR A o R O A FLRRIE T2 R LB ARG
CELF6 5 32154 (n=1674) FI{Ik 3 1A 20 (n=1492), 1 &l 3 fi7w,
CELF6 2 3Rk 1Y TLAEA: A7 3 B IR TR FA 4 . LA 255 4%
7 CELF6 1335 22 5 X LI ;8 8 W AE R U A i 52
CELF6 = 3R 3k I FLAR e 28 3 00 AR AP TR 1 045
2.4 CELF6 RyFRiE3TZLBRELHA MDA-MB231 A KB5S

Sy 5% Y okl pCDNA3.1-CELF6-His JFhr LA B2 4l Sk 4
[i] CELF6 mRNA J5%1| [ siRNA ik A MDA-MB231, {ii 1541 fity
o CELF6 pyRis TR s & B IR, aniEl 4 s, %%+ CELF6
B SIRNA 20 ML 7E 7 9% J5 i 55 = R LA K 38 DU R A 4 M 65 o
3 20 IRZH(P<<0.001), 1fif CELF6 33 3234 14 41 il [F) A 5
T J5 57 = R LA S DU K (0 24 it 4 2 /0 1 7 e s R R IR
ZHANMI(P<0.001), Lk 25 54150 AH 7 L% g 40 e MDA-MB231
1, CELF6 i ik 2 40 M py A8 , 1 m ik CELF6 23 {i ik 2
A A A
3 3HE

CELF Z 86 e MR % i ik 72 vk 2 9 VR R O A A TR
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TR, PR A A AT 2, B ATHFY R RNA
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Celfo BYBRICK-REUN U BL A PR RAY, AR AR
H HAER RSSO 5 CELF6 BUZRIAA XKL, i )C T CELF6 1Efif
TR . ARBFIELRE I CELF6 (13X RER M i
MO A AR A BR, ARAT R RERE i 25 5 AV 1 Y mRNA WA
25 HNLEE F R Fe R R . S Ziaii— Pt 5¢ CELF6 i)
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Fig.2 The expression of CELF6 in the breast cancer tissues and normal breast tissues
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