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The expression of SNHG6 and its biological significance in colon cancer
LI Fenghua ,GU Guocai s ZHUANG Xiongbiao WU Yin'ai ,L1U Xiantang \WANG Zhiwei”
(Department o f General Surgery ,157 Branch Hospital ,General Hospital of Guangzhou
Military Command of PLA ,Guangzhou,Guangdong 510515,China)

[Abstract] Objective To investigate the expression characteristics of small-nucleolar-RNA host gene 6
(SNHGS6) in colon cancer tissues,and explore its biological function on colon cancer cell lines LoVo,including
the cell proliferation, migration and invasion. Methods The expression levels of SNHG6 mRNA in colon canc-
er tissues and corresponding adjacent normal tissues obtained from 25 patients were detected by real-time pol-
ymerase chain reaction (qQRT-PCR). The LoVo cells were divided into four groups,including the blank group,
the negative control (NC) group, the siRNA-1 group and the siRNA-2 group. Using lipofectamine 2000, the
NC group,the siRNA-1 group and the siRNA-2 group were respectively transfected with NC-siRNA , SNHG6-
siRNA-1 and SNHG6-siRNA-2, while the blank group was not transfected. The ability of cell proliferation was
measured by cell counting kit-8 (CCK-8). The abilities of cell migration and invasion were measured by
transwell. The expression levels of mRNA and protein of epithelial-mesenchymal transition (EMT) markers,
including E-cadherin, N-cadherin, Vimentin and Snail, were detected by both gqRT-PCR and western blot. Re-
sults The expression level of SNHG6 mRNA was higher in colon cancer tissues than that in the the corre-
sponding adjacent normal tissues (U=138.0,P=0.000 7). LoVo cells in the siRNA-1 group and the siRNA-2
group were suppressed when compared with the blank group (P<C0. 05). The number of cells migrated and in-
vaded in the siRNA-1 group and siRNA-2 group were significantly smaller than those in the blank group (P<C
0. 05). The expression levels of E-cadherin mRNA and protein in the siRNA-1 group and the siRNA-2 group
were significantly up-regulated, while N-cadherin, Vimentin and Snail mRNA and protein in the siRNA-1
group and the siRNA-2 group were down-regulated, compared with the blank group,there were statistically
significant differences (P<C0. 05). Conclusion SNHGS6 is highly expressed in colon cancer tissues. Down-reg-
ulating the expression of SNHG6 could inhibit progression of EMT, and inhibit cell proliferation, migration

and invasion.
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S K 88 3R 4% RNA(IneRNA ™7 BEAE
WHoE4iiE SNHG6 78 240 i i vh 23k B W B, 4
N R R B R AT R ES . R E A 2D
SNHG6 X 25 i i A= 1) 7 A FH 52 Wi B 41 18 - A SOFF IR
J¢ SNHG6 745 I i 41 41 19 308 5 i B FLX 4
I A N B I B S AR AR RE T RS
1 #EREFE
L1 4 5200 a5 i 45 I 6 20 2R AR
e A (I 2 2 /0 2 cn) ¥ B K 30 min
% 2 —80 “CUKH PR A7 1B AR AL, B H 2014 4F 1
J1 % 2015 48 10 A FEARBEAT LA T T ARG I7 R 25 4]
S5l B AT BB RS ) 2 e A R 2. R
B ARAT ALY SEHUMRIIR YT . LoVo 45 s i 40 i 1 A
o[ B2 B i A AR
1.2 U500 RNA Z2IBORR & i sl &
5t 7 PCR G & (H A Takara 24 w)) %%
# PCR 51351 C 1A 128w . DMEM 5 i 15 77
R4 I | P2 g (36 [ HyClone 23 #]) » Lipo-
fectamine 2000 %% 4 i 57) (3£ Invitrogen 7\ &),
SNHG6-siRNA 4t J7 41 (7 M 8¢ 1 2 7). CCK-8
(cell counting kit 8) 4 g 3% % 46 Yl ik 57 & ( F V28 =
KON, Matrigel 3 57 58 fil Transwell 5% 3% M (36 [H
Conirng 2~ #)) , | 2 B 45 %5 8 1 (E-cadherin)  fft 22 Al
5% % 1 (N-cadherin) | 7 J£ 2 1 ( Vimentin) . Snail
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(H A Nikon A #]) , SEI 986 € i PCR Al 22 48 (3%
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1.3.1 LoVo Zfglisf Qe M2 LoVo 41 g fil
& 10% s 4 1 75 /) DMEM K 35 3k, & F 37 C
SUNCO IR . FIRIT UK SNHG6 35 4f
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REBR A3 4 21 .25 A4 (Blank 20, A AT fa] 2 350 L B
X BEZH (NC 435 L Lipofectamine 2000450 pmol
NC-siRNA), % 1 T3 40 (siRNA-1 4.5 pl Lipo-
fectamine 2000 + 50 pmol SHNG6-siRNA-1) & %5 2
T4l (siRNA-2 41,5 pL Lipofectamine 2000 + 50
pmol SHNG6-siRNA-2), 4 ZH4r 54b ¥ 48 8% 72 h
Ja AT — 2,

1.3.2 254 LoVo 40 ilg SNHG6 K40 i |
Fe-Ta) Jig % Ak CEMT) 45 & 1 mRNA 3R 35 K F 19 &
W Trizolik 2 BCAH LS 40 M 5. RNA, #2 B8 i 5% 5%
R AU B B A RNA S FE 5 R cDNA, B L cD-
NA #3588 SYBR Green [ 33047 H 19 3% 1) 9%
JtE s PCR R v, SNHG6 5%y Fiif 5'-ATA CTT
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SNHG6 FiF 5-ATA CTT CTG CTT CGT TAC CT-3'
T 5-CTC ATT TTC ATC ATT TGC T-3'

E-Cadherin ki 5-CTT GCG GAA GTC AGT TCA GA-3'
T 5-CAC CGT GAA CGT GTA GCT CT-3'

N-Cadherin FiF 5-TTC GGG TAA TCC TCC CAA ATC-3'

T 5-CCA CAA TCC TGT CCA CAT CT-3'

Vimentin L 5-CAG GAA CAG CAT GTC CAA ATC-3'
FiF 5-GGC AGC CAC ACT TTC ATA TTG-3'
Snail Fi#E  5-CAG CTA TTT CAG CCT CCT GTT-3'

Tf  5-CCG ACA AGT GAC AGC CAT TA-3'

Bactin FilF 5-AGC GAG CAT CCC CCA AAG TT-3'
Tl 5-GGG CAC GAA GGC TCA TCA TT-3'
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A1 3E 1) DMEM 85 57 36 8 8 4 il 32 #p T Transwell
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200 pL. FEMA 500 pL & 10% 64 1% ) DMEM
Bk W9 24 h R U =L DL AN Z R R
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B4 e 2R 1, R FH bk B R (BCAD 17 88 1
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Tk B 6 J2 FL Uk (SDS-PAGE) , H1 Uk J5 % 31 B (i 91 &
W (PVDP) L5 Y% i g W ks 2 35 31 M) 1 h. E-cadherin
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Z ] FL 3R FH 5 22 530 s AR IE 8 40 A i 92 DL h
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Fl Mann-Whitney U ;5 5 21 [8] %0 P Eb 55 7 2 55 W R
F LDS K5, J5 22 A 55 W% A Dunnett's K56 5 L P<<
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NC 2 (1.03+0.07),siRNA-1 24} (0. 24+0.07),
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SEE T Blank 2H . N-cadherin, Vimentin, Snail 33k 7K
AR T Blank 20, 22 5 A ge 2 B L (P<C0. 05) . W&
3. Western blot 453 B /8. LoVo 40 id ¥ 4t siRNA
JG s siRNA-1 2 . siRNA-2 4 E-cadherin £ H #i5 E
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4,

A4 A0 HOIE R FR S DL (45 B S e 6, X 200) s B4 21 40 U FY
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101-3p 2540+ AH BAE AT, V8 75 JF 98 4 i s B0 L 08 12 &%
223 B DT 51 B i 98 400 B 1 3 B L T B A 2 R A
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B SNHG6 (1422 35 ] LU i 25 i 9 4 i i) EMT
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