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FE R ) 220k (P<0.05) J% BH B BRAR U O 3 il & 1 (P<0.05) . 48+ HCG11 83T 4% miR-144-3p Lk ZEBI 133k , A {2 i
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LncRNA-HCGI11 affects progression and metastasis of colorectal cancer via regu-
lating miR-144-3p/ZEBI1 axis

XIONG Wei, ZHANG Hongtao, YANG Zhibin, YU Kun, ZHANG Xuan (Department of Colorectal Surgery, Cancer Hospital of Yun-

nan Province, Kunming 650118, Yunnan, China)

[Abstract] Objective: To investigate the molecular mechanism of IncRNA-HCG11 promoting progression and metastasis of colorectal
cancer (CRC) via up-regulating zinc finger E box binding homeobox 1 (ZEB1) by regulating miR-144-3p expression in CRC. Meth-
ods: A total of 78 pairs of CRC tissues and corresponding adjacent tissues were obtained from patients in Department of Colorectal Sur-
gery, Cancer Hospital of Yunnan Province during January 2013 and January 2018. HCG11 expression level in CRC cell lines and tis-
sues was determined by qPCR; HCG11-knockdown vector, miR-144-3p mimic and miR-144-3p inhibitor were constructed and trans-
fected into CRC cells lines (SW480 and SW620); and then, cell viability was detected by using CCK-8 assay and colony formation as-
say, while cell migration and invasion was assessed by using transwell assay; the expression levels of ZEB1 and epithelial mesenchymal
markers (E-cadherin, Vimentin, a-catenin, Sox2, Nestin, Oct4 and Nanog) were detected by Wb and immunofluorescence assay; and the
relationship between HCG11, miR-144-3p and ZEB1 was validated by dual-luciferase reporter gene assay. Nude mice xenograft model
was constructed and the effect of HCG11 knock-down on the growth of xenograft was evaluated. Results: The expression of HCG11
was significantly higher in CRC cell lines (all P<0.05) and tissues (P<0.01) compared with that in normal colon epithelial cells and pa-
ra-cancerous tissues; HCG11 expression was closely related with cancer metastasis, clinical staging and prognosis of CRC patients (all

P<0.05). Knockdown of HCG11 significantly inhibited cells proliferation, migration, invasion, epithelial-mesenchymal transition and
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CRC stem cell formation (all P<0.05). Moreover, knockdown of HCG11 significantly up-regulated miR-144-3p expression (P<0.05),

while over-expression of miR-144-3p significantly inhibited ZEB1 expression (P<0.05) and reduced dual-luciferase activity (P<<0.05).

Conclusion: HCG11 regulates miR-144-3p to up-regulate ZEBI1 expression, and further promotes CRC progression and metastasis;

therefore, HCG11 could be used as a target for clinical diagnosis and treatment for CRC.

[Key words] IncRNAs; HCG11; miR-144-3p; zinc finger E box binding homeobox 1; colorectal cancer; metastasis
[Chin J Cancer Biother, 2019, 26(2): 173-181. DOI: 10.3872/j.issn.1007-385X.2019.02.006]

7t B ¥ (colorectal cancer, CRC) /&4 BR {0 [l N
1R R TP B AR A v ) MR 2 — 1, TR B AR R RS
&' FECRCHLT: 1 Z IR, g (1 4= K K R RS 1
I ] CRC 3 AR I IL B 22, JE4E 5K CRC YA
7T F BT B R, A A AR S ) R T K g ia
SO AR R B E TG HAS N MR —
AL (kAR L IR A M SR AR T R SR AR 2 R
775 38 I I G I Bk AR G e 2% AR TR S AL 1 B
B R IR — 3 R R OB A 2 s A AR
W EE A5 A8 1) AR R, 5 BOAS [R] 5 R A 30 B RV
BRIt 75 0 CRC K B i #e 141 53 - WL e A T A

K 8 9F 4m 69 RNA (long noncoding RNAs, In-
cRNAS) TEAN [F] )00 o KB RIE , 2 5 Mo 4k
R VR 42 kR, A0 4 Ko 440 e 1 B o R et A R
TESE AR RN, AR HE 45 4 K T RE TR IncRNAs 43
R TR TR R S FOIR RNAs. K 2k A [H]
ncRNA (lincRNAs) J A5 JE B, 393 38 A 5] (1) £ €038 1
Z MY RS, G0, LncRNA-HCG11 % 4 #. 18 Ny
T 1) T P e 0 o R 00, 7 L e A A S
H A B DR R 4 B v 7E R R 4 RIF A 00 R B
HCG 11 4] fifr 2 40 Jfa 1 8 21, {H & HCG11 7E CRC
HH R R S AT AN 2

FEAWFFE 8 X HCG11 76 CRC Ifi R 24H 440
A T FR () 2R IE KT #EAT B AT, PR 4H KT
Fe FEAELIRE /N BR AR 7 36 4IF IncRNA 1% miRNA A1)
JILHREER ZEB1 HI3RIA , PR 1) 4% CRC 1K 2B %
FE N o

1 MR5EE

1.1 mfek B £ 2K 7]

4 M I 2 41 il CCD-112CoN1 & CRC 41l il &
SW480. SW620. HCT116. Caco -2 DLD -1. HT29.
RKO.LoVo ¥ H 3% ATCC Al . JfZ- i & RP-
MI-1640 55 7% 52 H Gbico A ] , TRIzol i . — 252
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1 HCGN E45 B AR RABR T ERE
Fig.1 HCG11 was significantly upregulated in CRC cell lines and tissues
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Fig. 2 HCG11 knockdown inhibited proliferation, migration and invasion of CRC cells (scale bar=200 pm)
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3p J5 HCG11 2. 3% 32 B, mi P miR-144-3p 45 50|
AH/%.(0.512£0.04 vs 1.00+£0.06,2.10£0.21 vs 1.00+0.06,
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