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[ Abstract] Thyroid cancer is the most common endocrine malignancy,and its incidence has increased rapidly in recent decades and
has become a major health problem. In recent years,our understanding of the molecular mechanisms of thyroid cancer has made sig—
nificant progress, with significant advances in diagnosis, prognosis and treatment, but there are still cases where the risk of developing
more aggressive and fatal thyroid cancer. The discovery of long non—coding RNA (IncRNA) has dramatically changed our understand—
ing of cell biology,especially the pathophysiology of cancer. Several studies have demonstrated that they have key regulatory roles in
gene expression, cell biological behavior and carcinogenesis. Deregulated expression levels of IncRNA have been observed in various
types of cancer including thyroid cancer,however, their role and molecular mechanism in thyroid cancer remains unclear. In this re—
view,we summarize recent literature to highlight the current status of such IncRNAs in thyroid cancer.
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FFOBR B 95 (thyroid carcinoma, TC) &3 & UL By PN 433 2%
PERRE T 2519 40 4F b TSR B 22 1R 5 A HOIR IR
Fhal BT, BAEHZEE B HARIRFL IR (papillary
thyroid carcinoma, PTC) . H R i 18y 1R 9 (follictalar thyroid
carcinoma, FTC) | Eﬁ#ﬁﬂ;ﬁﬁ‘iﬁﬁﬁ(meduﬂaw thyroid carcinoma,
MTC) FIH R R A 43198 (anaplastic thyroid carcinoma, ATC)
AR TC FUSHAF BB T e b sl MR, K2
109 1R 955 151 7T i 2 53 A 1l B LA 28 P R S5 i e 19 IR AR
T, JRAF I 2L AR HUIR B b B R I st A
AL AU AHZGS B ) SO LR AN TS 2 . Rl T
B 1 e PR R 1) A BIL I T BB Bl T4 B (12 8 iR
I3 BT S

B Tt s 2 Ah AL AL H < AR 4w 5 RNA ik
RS2 B G, L9 B e Jed 2 Jo 1) i A7 20 B G4 200 Jf A
K AAHFIFRN, LncRNA J& KR 200 nt 1973, g
RS E Y VFZHESERY IncRNA XF T T Z A4~
HERE OGS AU AR Sl B sk A g g ek
FHERS , XA BAS T IncRNA 3[R HU M (1) SR IR A 20,
ML EE, IncRNA 7T LIAE A7 F 3242, MicroRNA (miRNA )
TG4 R UBA I AVNE S RNA (66 2R 7 2 B 358
VR F B HIREY, A ORI HIESE R IncRNA 7E A0
i P EE AT THE HOIR B b A VR HTRIIL TSR AR AN
WA, DR, ASERBI S A5 08T T BT IncRNA S5 1E TC iR
H IVE IR AR DCIFSE o

1 HEERE

1.1 BANCR

BANCR (BRAF activated non—coding RNA)J& 693 bp 1%
TR S, 1 e tE AR 4 5E  Zheng SFTWLEE F BANCR
FE IR IR 40 23 1) ek KP4 i . PTC A2k 4 i &
(IHH-4) () BANCR R I 33 EZH2 (1Y 6 5t SE 5L 0870
ST B3R R B 0% 3R 32 1 (thyroid —stimulating hormone
receptor, TSHR) (13215 B i3 % . BANCR & fICit3d 8 T I8 20t
R 1 D1 S B0 S5 R TE GO/G L 1R 4 it 36 B 410
il , Wang 458 % 31 BANCR ] g1t c-Raf/MEK/ERK {55 %1%
IRV IEAE T AR Y LGRS 1 EpCAM [ R3Kmi7E
PTC R B RAEH ., b5 — Tk & B BANCR RERS I
T A W, BANCR 133 3510 THH-4 20 b iy 4 ga -0,
IEAh , BANCR 1953 3k S8 A WEFRICH LC3- [/LC3-1 (1L
RGN, BANCR if BE il id Ral/MEK/ERK 15 514 S %4218
PTC 755 |-} % 8] 57 %% fk. (epithelial to mesenchymal tran—
sition, EMT) , (HLA W58 & B PTC 41410 BANCR B
P JEA G T g A A Y B SR R R 58, B R A5 R U A
OC,IX 551755 0 MR G2/ 3T BEL Y RS Jon 48 A g T A DG
BANCR 7 HUR B b i) SUGEAE AL R E— 2 0F5E

12 PVTI

LncRNA PVT1 {57 T- ANFE YL 4k 824, Zhou Z5 It 84 4>
HUR AR 20 ORI R IR i B 2 1 PVTL I RE 00T o
PVT1 75 HUAR Bt vh 2638 T w7 IOHR PVTL S 3040 i A K
A CYUTER PVTL B, n] S0 s+ Gl ik —25
R LB, 24 H siRNA-PVTI 5% YL 40 f s 40 i B 01 2 1 D1
B BIRAR 5] PVT1 93 IHH-4 20 TSHR (mRNA %
) (Y BB AIG . 7E FTC ANARARUAER B R 42—
(RSB TIESE , B0 PVT 38 55 HOR 98 40 i 32 b ) EZH2
LA MIBEAR TSHR 235, #i 1 TR & BAR SR ITRNA
PVTI it 554454 miR—-30a H438 IGFIR 363k, T2
i PTC YK,
13 HI19

H19 B AL T AR YR 11p15, J&—FhEp i i
B, Bl H19 A E 2Bl i B 78 FOIR BRI 40 22 A1 i p A
PR BE K014 7 TPC—1 1 NIM HUUR R 20 M 22 i 6 0k
H19 W R¥gsE ER AR, HLHIPFRC SR H19 I
HUFR YESI AY33 Z2 55T miR-17-5p Il HA S (0 2m
TRV FRE L S0t Xt 131 {51 FEUIR i 2 bR AR AR )
R IncRNA H19 FRikThim , SR BB HEHUE AR .
02 b A T 5% 3 15 A R A9 458, Wang 28051 R B (19
LncRNA H19 A3 R % SW579 Fll TPC-1 4il il B 1 = 52
PRJEEY) 1 (insulin receptor substrate 1,IRS—1) &AM 407G /7 .
TR ANRZZE, Lan 90 1 TRHFSEHER H19 7EHUR AR A%
Fik, W H19 KA T PTC 4NAYEIE RS, JEH
H19 FRIK R SR A5 5L R G . X BEE LT & BT 5 45
Bt — e iR R B,
1.4 NR_036575.1

{7 F Chrl9 Ay IncRNA NR_036575.1 & #% 3L W 78
PTC LU HLAEARAR A AR 21 S ek W i T h g 7™, BAIG
NR_036575.1 W 410 ifil FE R M J 240 B 1 G RTIE BB U4 I
PRIUEHE8 2B NR_036575.1 119 1 #2355 FUIR IR AL A M A0
FEE R/, NR_036575.1 X6 T [X 43 B I FFOIR
Jiloggg EA v BB RS R N A MR IR M A A,
Z ,NR_036575.1 1] BESZVEEAE I WA Wb 722 Fn R LR 9
FIHAYT R
1.5 MALATI

REA: W5 i3 MALATI (metastasis—associated lung ade-
nocarcinoma transcript 1)2 8 2 5 18 35 22 Flvj fE 7 20 i J&]
] HFEATES . Huang S50 R B 40 22 0 FTC 4121
rPORS I 3 B 5 7K B9 MALAT 2635, B MALATI 7] L |
TQGAP1 325, MALAT1 @i S5 FTC-133 2 5 Al
BZWD  Hir— 5% B MALATT A%/ TAMs FGIF2
FR MU REIEL AL P ] 9 VR P TR, f23E FTC 133 4
(3EF R AR 220 K REE K, IEAh, Zhang 4521
ST T MALATL £ 195 f5i] R A R0 R B g v (323
K BAE PTC B Fa5 LA (B ZEAR AL R AR A ATC A
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TH, WA AE PTC 40 & b % Ak A= K - —B (transforming
growth factor-B, TGF-B) %S EMT, F:50 MALAT1 ik,
YRE MALATL #EHURBR R Py EMT rhofy 2R, 7 —
TR MTC FAF5E FP G TN 3 MALATT 223K B0 i T IR
FUOIRIR , siRNAs AUSEES 78 MTC 40 5 MALATI 3k A9
Tl B 5 B2 PR 1 B AR 22 1 W) Sl BRI
1.6 HOTAIR

HOTAIR (HOX transcript antisense RNA)J&—7Ff1 2158 bp
i) IncRNA , e 0] 78 2007 AFP S A T 12 S fk i
HOXC 2 H#EH B IncRNA, 5 1E % HURAR 2 U e, HO-
TAIR 75 AR B v A i 124, gedh B8y HOTAIR 3%
T B S 20 T B A RN A TR S, 8 3 F TCGA il GEO
BAERE Bt 1 TR R W, HOTAIR ik 5 TC B 1
Jo8 RN IR L A RS R 22 IO AT SR T SR A 56, I T B ok
Wt 15530 B% 76 R IR 98 & 28 b R #EAE P, Di S520% 31
HOTAIR A2k miR-1 A7 89 J5 2L 15 miR-1,CCND2 1)
TR, #8715 HOTAIR 7] G 7l miR-1 F1 CCND2 (1)
TG AR TE HURR R 0 KR
1.7 NEATI

NEATI (nuclear enriched abundant transcript 1) 5 £ $%
PTC £ PN AN [ AE Rebed 1 gk JR 4 AR G . Z i 1 I3
WFFEP ] NEATL 78 FURARIm 40 B b b8 NEATL 533835
R I PP PR AR 98 A0 B 0 2 R 58 NEATT {16410 i #8 F p
A R AT R ZEFIBURE T J7 . NEATL 38 3 55 e 45 &
miRNA-214 S F) 9 H I RE I VE T, iF— 25 42 3k B B
SRR A EMEE R, Sun SFPE IERR NEAT1_2 #4d T
UL ATAD2 B A AE =47 . A NEATL 2
A3 53 R 8 miR-106b-5p 7E 2 3 4+ M Y U RNA 2K 97
ATAD2 Fy263k, MAMA L I IncRNA NEAT1 #1) A] @ 4 [
P4 miR-129-5p #ifi] PTC 3EfER,
1.8 IncRNA-ATB

IncRNA-ATB (long noncoding RNA activated by TGF-)
T AW E 9 T4 98 P % IneRNA, Fu 2520 T8 v k31
5k 4H 2 A0 1, LncRNA —ATB 7E PTC #H4th Fi |, A
IncRNA-ATB 1195 3235 5 Mg K/ MR L 4556 485G, ROC
SR IncRNA-ATB Af DUEURGHIX 43 PTC 5334 41,
VIR IX 5y B TOMR L 255585, Ak, LncRNA-ATB i ik {2
PR LT B FE 2% IncRNA-ATB 33 A%t TCF-B1 &
IKTCH B EZ , TGF-B1 AFEHE NN IncRNA-ATB (R 23k 7K,
P75 TGF-B1 7] AEi i %F IncRNA-ATB fi4 #1298 T PTC
R A B FIR 2R,

2 MEEE

2.1 NAMA
LncRNA NAMA 756135 H R B g 76 P9 B9 JL A0 A 2SI e

HRER R AR Y MEK S5 U0126 403 H R AR A
Af, NAMA B FJEPY ) ke BRI NAMA 1l fig /& MAPK/
ERK i1 PR, H 5] DUl iz e sy, it
AN, AN B R ARFTIA T AR BT NAMA gk 198, 3
PEAEAASHERT DNA $4550, il 1 TF5EiE i qRT-PCR
ST T R E 40 X PTC 4141 NAMA K3k, 76 PTC
NAMA (92648 & FiM . (HITE NAMA FHA 435 IHH-4 41
i rF ) TSHR K, 3% 6 B0 NAMA 7] GEA 238 i TSHR 78
PTC R,
2.2 PTCSC3

PTCSC3 (papillary thyroid carcinoma susceptibility candi—
date 3)1Vi T 14q13.3,PTCSC3 A5 F2 HR IR PR 0 9F B
TE PTC H IR F AW, Jemi it I PTCSC3 $fl IR AR
FEANM AR I 2 53T DNA &6 85 R 24 0L R 3%
IR TIRERFSY 3, PTCSC3 YE M ceRNA 7EFUR MG AN P
2 miR-574-5p A5, NI 4 e A A O Fa75 S A g 78,
Wang 250 5% % BLAE PTC " PTCSC3 il i W i} miR-574—
5p,miR-574-5p P-4 ] SCAL, #E 1] LLJH 45 Wnt/B-catenin
BTG PE . 8NN PTCSC3/miR-574-5p 7] fEii 1 SCAL 473y
Wnt/B- IR LG, IFAF PTC-1 B9 43S G R RS |
A, PTCSC3 BliE B al i) S100A4 2 H R 3L R VEGF
I MMP-9 (53K 530K R g 20 B 09 3 B P RS 28
fIEPe, Wang 25578 % B LncRNA PTCSC3 7E ATC ZH4URZNE
HRIkEIs . 1 3IA) PTCSC3 HI] ATC XoF B8 28 A 257k
#2758 LncRNA PTCSC3 1] G il 1F 11 545 STAT3 il il INOSO
HIZRIR , INITIRES ATC XAIT 25 B 28 i 24544
23 PTCSC2

PTCSC2 &7 F 9q22 HHH LR AR ZURR S IncRNA
oK A PR 21 DI 9 1 Bl e R, 9922 H SNP 1965513
L5 R B KU 22 (A1 A7 AL SR U OGIREES T PTCSC2 {5 81%
{7 EIf H A5 15965513 AHOCE, il &3 MYH9 7] 5
PTCSC2 454 IFM3T FOXEL: il f8/Z i rs965513 #5319 PTC
ZIHEDLR®, XUEFFEFRI PTCSC2 W HERE PTC AR
Tl
2.4 MEG3

LncRNA MEG3 (IncRNA maternally expressed 3) e TE
Petafk 14932 DU AEZ R T &I MEG3 AR
ik, APFRFY MEG3 £ HAT ML 1% PTC 141 B
AT IO LS5 FR IR |, 2R MEG3 KR A K-
LNM 38 ZUAR JCH . MEG3 13 235 AT s 20406l TPC-1 F1
HTHS3 HUAR BRI AN 2R A AN AL R 28 5 S G 2R ki
FELEH IR, MEG3 PTG 5% J5 /K i #L ) 3° UTR, T
Racl BY3&iAH T AT 5838 & B LncRNA MEG3 il i i 4
W% BfF miR—182 345 FFUIR BRI 1Y 1311 Ui,
2.5 GAS8-ASI

LncRNA GAS8-AS1 i T GAS8 % — AW &F i, B
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BEUERAE PTC iAW, i 1 300X 402 44 PTC B4k
72 F R Sanger P F (9 AR 58 o & X A IncRNA
FE R RN AR (L R b Ah , GAS8-AST 2 [F PTC
B TIREE AR (9.2%) ; i — AL BFFE R W], GASB-AS1%E
725 55 i A 3 S DA C , GASS8—AST Y S 2k B L am il R
PRIR ARG 5 . Qin FFER & I [ WEAH DG SE R ATGS %
GAS8-AS1 i ek WI i L3R, Uik ATGS W55 T H MRS , It
W% T H GAS8—AST 7| 1 241 L 5 ZE A, 38 7R T PTC 4
Jifl Zh GAS8-AS1-ATGS5 HirH LA
2.6 LINC00312

LncRNA LINC00312 .58 NAGT, &7 T 3p25.3 Iy
LncRNA, Kai Z541% 81 LINC00312 FYZEIATE TC B T4
LINC00312 3 #3541 Hf miR-197-3p BYF kK T 25 B 41 A
NC 40, LINC00312 5 235l miR-197-3p 411 551 25 2 A7 ik
ARG A R ZEFIERS ;i e85 I LINC00312 i3 5%
AT AEM I W miR-197-3p A TC N85 (228
FIEFRS . Min ZEH4HA % B LINCO0312 41514 TC 41 iy #0
il ) BESE AT 0 ) PI3K/Akt 553 F& (9 006 F1 MMP-9 11 3%
Ik &4 IF Had Fek i LINC00312 8 si-LINC00312 55
MMP-9 ZE3K A4 T AT B LY294002 Hil 55 (PI3K 15 ,

3 REBERS

il % 4 5 PR A R ) 2R 00 P B R 119 2 B8 IncRNA 52 5]
MR Z 1 0C SR, 55 HA S g AH LE , Inc RNA 76 FH
RIRIE T E FHAHLEM A RANTE 2 . RSCE4SS T IncRNA
TE TR 8 Ul ) 3 2 B (3R 1), FFRE— A4 A A i F
FEGUER, B AR b T A PR AR 0 LA SR, AL
PRSP ER

H1F LncRNA AT LD 4 i 20 i BRI R e v, K
T 5% R 2 AR I 0 R A 12 Wi i) B, 91 40, IncRNAT-
CONS_00024700 F53H /2 B WA i i A Pbm sy, A 4
o B AR R S T AR - A BB R 5
Jibea 2L UAH L, IR T 5 (A | (A3 XS IneRNA 2 — 2545
R RN FHEA W KAIRE] T1, WAk, 270 2090 IR AR 2
ST AG 2377 A AN A B AN 65 51 ORI PNAB JR8E A G
) IncRNA 1] B2 A 118 M FROIR AR R 12 I A 500

VE 3R A7 )70 35 IncRNA %48 J% (10 LNCipedia |
IncRNome I IncRNAdb ) il 4= # {5 B 2% T. 2 (41 GSEA FI
KEGG) AMY AT ATV FE B ARAR S , 38 0T LA IncRNA

%1 LncRNA FERRIREMRIEMIIgE B4
LnCRNA e FEEST T BRAs *ik A E=BUN
BANCR Chi9q21  PTC 30PTC,27PTC,40PTC THE AREE TC 4 M s 4k 4n i e 7,8,9
PTC 60PTC 0 11 T O 21 Ok R e Nk e £ 2 4 10
PVTI Chr8q24  PTC,FTC, 84TC,72PTC T AEUETC HAEG A, 5 TNM 4389, LNM #1 PTC 11,12
ATC B R R AR O
H19 Chrllpl5 TC 131TC,30TC Fher R B, TNM S AN A5 55 iy 13,14
B IER RS
TC 75PTC FEMR IRAnpeis o BRI E, SR AHERADE 15,16
NR_036575.1  Chrl9pl3 PTC 83PTC T (RN AR, HURAREBAMZAL A 17,18
HPNANEPS
MALATL  Chrltqrs oo VTG ORTE e o i sop A Ao T R 20,2122
FTC 20FTC
HOTAIR Chr12q13  TC 26TC,60PTC. L VRS FE AR A, S R RN R ESS 23,2425
T ez nomm
NEAT1 Chrllql3 TC 59TC,87PTC Lo Ve AT RS P AN T, 5 TN 26,27,28
R A
ATB Chr4 PTC 64PTC,44PTC T R AT AR AR 2R, SIE RN K 29,30
SEFEREAR
NAMA Chr9 PTC 40PTC,21PTC FEAt AIBESE MAPK / ERK 3&A210 FHFEAR 30,31
PTCSC3 Chrl4q13  TC 46TC,73PTC, 10PTC, G gl KA AR T, S ARSE  33,34,35,
20FTC,20ATC PEREAR 36,37
PTCSC2 Chr9q22  PTC 65PTC FEAK RTREVD S HUIR s (st A4 ) Jaki: 38,39
MEG3 Chrl4q32  PTC 16PTC,48PTC. G FERAIERS MR 78, 5 LNM S 20MI 56 5 E 40,41
DRG0 ok
GAS8-AS1 Chr16q24 PTC 97PTC,402PTC FEAK AR s in il , 5 e o3 2 DI AH OG 42,43
LINCO0312  Chr3p25  TC 211TC FEAE sl g g s, 222 RS 44,45
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(53T 45 F L e 5 oAl RNA FIEE (B AR EARE T . %1
IncRNA [ 45K S5 FAb 1 1 S AAREAR AT, BT
IRETCIE T FIME B s sl i+ T B b e i, Dt
A5 B R e Z0E e i — 2P B R N AR SR
REWT ORI 45 2R

SV Z RN C 25 3 HUIR IR S IneRNA,
RR T # ST T PTC, 1% JH by 15 58 24 1) FR AR
g 7 BRI B SR L AN, R SE U A — LIS
AMSERT RAGE R X 26 R B9 701 S AL B B 38 mT Lk
X LA LI TR IS , B ATC X Fh Ry
4 FRAR B Fe S 22

FEFB 7> IR BRI IneRNA AFFZE b 30 5 X £ T A 2
4,40 BANCR TEHUIRIRIE 05 h  BEA WHE & R AR B
AW A, S Bk TC 2RI FE I 4 i 20 i 08 -0, oA
FEHEAF A IS5, R 21 A IR e vh 2R IR A, 1
il TC A I AR R, LB/ DA R AS R, HAME H19
(IR BRI FE T, A B XLl M 19, S S8 P i
MIWFFE AR 783X 28 IncRNA R REAT 4 B S 42 2= I 45 4L
il , ATt — 2

B, HUR B IneRNA BYRIFSEIE IR — A 15 |
FIBIUR , N EIRBEFE AT LA ), IneRNA SZ B A g 76 1
ARBRAAPEIG 5 S AL R A b BAT B B SR T (HH A
PRAGHLHE S 2 2 ST . BEE P HITRA  IncRNA 1]
AR ARG RIS W T A b s ), L 22 2 1R 7 (4

=3

Mo

2 % X M
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