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Role of long non-coding RNA SNHG16 in different
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Abstract; Long non-coding RNAs (IncRNAs) can play an important role in the occurrence and development of human cancers as
oncogenes or tumor suppressors, and are considered as potential markers for diagnosing cancer and judging prognosis. Small nucleolar
RNA host gene 16(SNHG16) located on chromosome 17 17q25.1 is a novel tumor-associated IncRNA, and have been found to be
abnormally expressed in a variety of malignant tumors. Meanwhile, high expression of SNHGI16 is associated with the clinical and
pathological features of patients, and regulates cell proliferation, apoptosis, invasion, metastasis, and affects lipid metabolism and
chemoresistance through a variety of potential mechanisms. These evidences suggest that SNHG16 may be a promising cancer biomarker
and therapeutic target. In this review, we summarize the biological functions, related mechanisms and potential clinical significance of
SNHG16 in various gastrointestinal malignancies.
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Fig. 1 SNHGI16 is located on human chromosome 17¢25.1

1 SNHGI16 5§t & phiyg

1.1 SNHG16 5 4 % J& ( esophagus cancer, EC)  #5-4 BRI
AT E AR 7R, 2020 4R 4Bk EC B N5 7 40, FE TR
456 ', Zhang 41 % Bl SNHG16 76 £ 45 8 Ik 40 My
(‘esophageal squamous cell carcinoma, ESCC) ZH 2L A1 41 itd 5 A 1Y)
IR K43 500 LU RH BE A 1E 20 ZUR IE R B A A MR W b
¥4, JF HAEW] T SNHG16 {24 miR-140-5P (143 F1343 , 875 L
HUEETR ZEB1, D4R HE £ 8768 40 14 58 3T B8 R b 2 ) 58
%4k, ( epithelial-mesenchymal transition, EMT)JE %, Han 5;‘-";[17]
BRFEMILE R Zhang 561 — %, I HL I 7838 % B SNHG16
A e B3R 5 IR A 3 M IS S5 S I IR 0 B L R A AR A N ()
SRR YIAE G, SNHG16 7£ ESCC A i) & ik R 15 A R ik
SCTN KR . HLE SIS RN, SNHG16 23 i 32 88 47 Wt/
B-catenin {551 /- 5 ESCC 41 i (1) 34 41 1R 28, 3175 S 4L
AT WATHIFER W SNHG16 F]1F 2 miR-802 FY 14 L ik
PTCHI 313 7% Hedgehog i i, M2 # EC 40 i 3458 Fn 5 &
HOEY L BT LIRS, #5 SNHG16 AT REA N EC BUS A
RIHERR S
1.2 SNHG16 55 HCC  HCC JE4BREE 7S Ko Wk g 146
SHORMEMIRAET IR BAT Z I R S R
BRI Tk BETRI | TR P B U M S 2 TR AL A — A
PR HCC i EEAER "™ o RAEST AR HCC 12 Wi Rl
TR IAG T HERE AH L SR AR R AR, R, 38 V15 2
T AR R R T RS T RIS W

2 R, SNHG16 13357k 5 Mg /b (H ig 8 A
(AFP) ZKF- 1) ki i Rk L 25 5% B 45 56, HL SNHG16 175

FR 5 A B N BUS AN B 56, iR 40 i B
i Sy R FEFR . Ye Y i 3# SNHG16 i i 34 4 miR-
140-5p %5 HCC 4t R Pl Je (i 25, I+ H SNHG16 fy 1=
Feik 5 HCC B MR /I STNM 43 H1 1 1 785 42 A0 I DA s 34
AR V)M 5o T Jing 451 5 b g S % R AR JE i 25
Hep3B 20 ffl #5 A, & B 4€ & S 3F J8 i 25 (9 J1F 9 40 ff o
SNHG16 A% #3ik . I H SNHG16 i i i 4 ik Egrl 7
miR-23b-3p (%L, {3 Hep3B/SO 4L (773 . [ Wi F130) 1
AR T, IR ot R P AR e M 251 . DL B rsT R,
SNHG16 f) i 7T fE & HCC Hr &R FrdEJe i 25 i IR A, 3 L 7E
IS K AR R R i A

LI , SNHG16 7E HCC 2H 21 F 40 ffd 2 b 3k |
VA AR IE T AN M A 36 B L ST RS LR 28 R B TR) 7S 5 A A
(EMT) , FEAERSMIEH T AUMEATRT o ZER P, B 23k i e
BRI, T8 SNHG16 (1438 1 VI m] 30 kil JFF 96 40 A 35 (R 34 34
TR SRR AR JE BT 25127 i Xu 20— 130
WFFE % B, SNHG16 78 F8s 2L UMM A 28 r 4 2 15 7K 43 31 L
AFRE B9 TE 5 2H 2R R0 IE R 4 L R A, DT IR 52 SNHG 16 3 %38
308 2o 410 ) e 0 L ) R 70 G DR E TR 245 R D e A
AT 25 00 b8 7 I L $2 78 SNHG16 1 GEAE 4 fid 78
TR A R B R R T LR 2 I R, A
KB SNHG16 72 N ZIgRE Hh 1) 2 A A5 20 mT B2 1 o, o ] g
SRR, X T RE R R A A AR RO S H S A
AL R
1.3 SNHG16 5 fiz % & ( cholangiocarcinoma, CCA) CCA =&
NH WL BT AL TE IR 2 — ARk H R R - Tt
DRI e B, S RS LT | R 8 512 B 2 O 40l
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W, WS 22, TTFARREIGIT CCA B8 k. Whs kM,
AREFNE EAREER L CCA BETEARMEHERE,
B30] CCA 9 5 4F OS & F 10%°" . DHt, 38 )75 28 4k —Fh
BT T o EE CCA B I TG FIAE K A 77 10, FHRA
A bR S TG R BT CCA Bl M52 4

Wu 2552 S5 H7 TCGA ¥4 % 8L, 5 1F % 4 4UM 1,
SNHG16 7F CCA & g 2 9, [WHF SR H gRT-PCR Jrik43
¥r SNHG16 7E DUk CCA 4l & ' (RBE, QBC939, HuCCT1
and HCCCT1) iy 3k, 85 R EL M, 5IEH N L 40 &
HIBECs #1t ,SNHG16 7 CCA 4ig R h ik B, Aok
SEEZE R R, SNHG16 53 3 35 7] LA 15 200 it 39 7, 70 ol 400 i
JAT: . I HISIET SNHG16 .miR-146a-5p . GATAG =3 2 i) )
MEAEH#Z, &P SNHG16 23 5 miR-146a-5p/GATAG il
SR 0 AR BE AR AR T X BN CCA B4 T30
HLBRPLAE T 500 00 L e AREL B b oA ST 0 IR I 9 I A5
HET HEHA
1.4 SNHG16 5 ¥ & ( gastric cancer, GC) #E4iit,2020 4
GC i pl st 100 77,4k 114 769 000 AZET- (A4 48k
13 BIAET AT 1 ), RIS S BRAEA 58 1, SBT3 A
SERHEZ U, I B Ak 0 R R e 2 £ B
At R T TIBA A ER G IR 2D IR AN RO SR A R R R L GC
&R AHE A K TR B A A R AT R B RTIR T
GC A 8 5 FERT TR GC B3 5 4F 0S IR AN 21R
A DY RSERE AR 2 — R H AR ALE R, = R
BWHRICI R TIRTT R AL, B 3R GC VB AE AR L
o TSP RIS R A B I BUE B

Wang 26 % 91, SNHG16 1936 1% 55 58 3 g (¥ /N A
TNM S B EAHDC, 5 8 AR A0 2 7R 56, SNHG16 R34 15
W) B AR B AL . MRS DI RESESS & B, SNHG16 (17
BT LABEAIG GC 2B M358 AR 5L i R 2868 R A T,
X5 Lian 2550 fF 55 45 . — 3, IF H Wang'™ diE ] 1
SNHG16 ] LLE >4 miR-135a [ 44 , i 1 {i #F JAK2/STAT3
5 S TE GC P R AIFEURAE R . Zhou 277 Bl id Fe 3k
1) SNHG16 AU #E T GC 4B A2 28 , il HLik HA {2
HEEMT 94, FEHLHI AT g 238 13 F 9 GC 48 DKK3 1y
FARRIIY T I 3 1) — TR 5% & R, SNHG16 U F 745 {4
(SNHG16-V1.,V2 V3 V4) 3 E & SNHG16-V1, 7E 60 %t GC 41
LR DUk GC 4 h F k1 &, A XU 5T T AR S8
IR IR SNHG16-VI, B PEALT o-Mye [35K, F % m
T p27/cyclin D1/CDK6, p53/cyclinEl LA} eyclin A2/CDK2 &
GURIGTE A, LR 5 2040 M4 IR 26 G130, DA 42 32 4 A 9 7
FHIH GC 20 i Ay 389 78 AR 2 AT R o T I 46 90F 3% 2 71
SNHG16 R RERH GC IRYT IBH&
1.5 SNHGI16 5 il & ( pancreatic cancer, PC) 44> ER s
AT A 7R ,2020 443k PC &N SHEESS 14 17, 56T
RHEAEH 7011 . 5 PC ARSI G I D 2 R S 2,
HIA T B A A2 Bl B P A At R B A A
PCfE R ™, PC ks e B PR S, 2% PC R

HHEWSH O R LFARY S, BUEW 2, I3t B B Z 2412
Wi PC BRI AR A S IR YT 7 . R, BF5T PC 9 R
W2 Wibric P AR Ry T LA A PC Wik Bk PC IR
Jr i SETE AR S

Xu 251 530 (g — WA 55 % W, SNHG 16 7E A PC 214170
PC 4ffarb 2 3, I H SNHG16 [ 3Rk 5 PC BF 1
BRAERTUG AN BA K, #875 SNHG16 ] G 2Tl PC Filj5
HIFE bR, TRANZHBE S8 B A%, YT 2R SNHG16 %I PC 41 Jifd f) 348
B GERS AR B A IR, ST AR T A R E A, XS
Liu 2B gE 45 R —30, R Lin 25 08 SNHG16 5 8
) TNM 3 31 36 Ab 5% 8% e 43 A6 R B8 %% U0 4 G, O BLIE
SNHG16 it/ Jy miR-218-5p 55 4+ 1) P IR RNA (ceRNA ) i
45 HMGBI, 7 PC ik P AR EOR A o 1 Xu 28000 ) 3 5
SZEGIIE T SNHG16 ] RE 42 3 43 %1 17 miR-302B-3p/SLC2A4
e PC F s R R BUEE A

]S A TIEAR 22 B, BEL BT B 07 A A mT LA 25 PC gt
U R, 48R BT A A TR AL T T % PC Y
RRHETEEN, AP T SNHG16 7] 3 iof B4 1Y
miR-195/SREBP2 %, £ i#F PC 4R35 5% (R28, H-35
A B o s s SR W SNHG6 £ PC i i 82 44
L ARATRERL R AR PC AT I T TE L5, I ELR T8 09 1 %
BV A2 BRI YT S T BE S PC AR W — R A& IR YT T
2,30 HO HAR A TR L
1.6 SNHG16 5 CRC  CRC JE2BREE = K& A By Fu sty
TOREMEMRE AR S FE T R A, B W RNA T A AR T
CRC B # MARE A7 (B CRC 1 R BN R B AT,
FAR AT L BGR AR 51 (58 ) S 8897 1048 & CRC 1R
JPIERE. SR, Belb) CRC MR yT R Ml 5 B R Hk k. A
B, SR TS W R R R A R A kR R g, R nT LA
B3 CRC BIRYT , BT RURA T MRIZHE 9 A IRAIL T o

Qi 45" B —TRURT 52 % B, S AHAR I CRC 4 55 2 SURI IE
WA E A AR L, SNHG16 78 CRC 41 4UREA K 21 i £ v
Fk BT, I 0 SNHG16 ik M% 1 /B % W5 B B 3
IR R E, RN RESEES Bon, UTER SNHG16 1] 3% 58
CRC 20 i i 1T A% R 22 , 152 o 200 B 1) 486 5 TG W 5, {HL
J& Christensen %MM A5 5275, SNHG16 FE CRC ZH 21457 Fil
AN rh Rk 1 E, T T SNHG16 76 CRC rf X Fih 32 35
Z2 5 TNy B FH RN DEA 7 R A 3 X LA i Rk i 22 S T
RNA Jviz 20 20 H i 40 0 L 300 0 458 R 1 400 A 7y 28 S T 1,
fRFRIX B AR —%, [RIAT Christensen 251t % ¥ SNHG16 [y 3%
K32 Wnt 38 8% P8 45, 55 Wt 8 BR 98 25 19 %5 % N T ASCL2,
ETS2 .c-myc (R IKEFEAMK, FH SNHG16 FJfE# T ceRNA
AHSCHLHI S 5 BR BRI B 19 3Rk . XN 5 LR A DL B 5T
FEI e s it TR BB S5 0y . MAELL S B0 4 1
WF5TAE S T SNHG16 11 CRC £H 2145 A Fl 40 g v 2 w5 3%
AT IR L LB SNHG 16 1] AR Sy —Fih 3 4k Py U
£ RNA ( ceRNA ) 38 3} 1§ 4 1k, miR-200a-3p Y A] LI 3 CRC
YNGR AN (228, T L AT DA 2 40 6 1) 38 i A0 o 2B K
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i He 2" B B2 [FIRE /R LEK SNHG16 AT FEAK CRC 41y
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2 Hit5RE

KRBT R, P57 58 1 IncRNA J2: 78 7 1 98 B D) s e
JEHI LN, 7E IR 0 A R e R HE R EA/E . LncRNA
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T ZRIRN . SNHG16 58 335 514 2 1 A0 T8 b8 (1 i
PRATH0T AR B 5 7 s TR A 3 A A S I DR SELRRAIE 28 DDA G, 42
/N SNHG16 W B & — A TErEd . 25 Won, SNHG16
TELFPIHALIE bR v 238 LA . R, R 7E AR [ 25 7 1 78
A& (140 CRC 8% HCC) fr , — 28374l SNHG16 1 FH (4 BF
FMEEN G THE T WS, i e 72— 4k
5%

ML YF, SNHG16 7T L35 St 4 55 P9 miRNA 2545,
SRR T R IR RS MG SR, i 5 —
BB AR R, AR SRk CE R R Rk, Ui
SNHG16 X FilF— 2 78 g ) 2 & e HL R 28 3,
SR, T IncRNA HLEI Y 2 HEPE I 2 1, SNHG 16 7R3 ALiE
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1 EC \PC [ CCA Xt H:BR Shis A8 940 AL T kil R 5
A, RO R T E TSN,

S5 Lk S TR R — 25 B g o, R R BB 9T 45
PSS AR, R R 40 K 2 B 5 it 5 26 W SNHG16 72 A2 T4
AT A s b B SO AR L T B8 = — BT 4 R 12 W D
TR B AE bR B AT S . T E A% SNHG16 (A 5T 4K
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