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Abstract: Papillary thyroid carcinoma is one of the most common thyroid cancer subtypes. Although papillary
thyroid carcinoma can be treated effectively with excision, microwave ablation, radioactive iodine and hormone
replacement therapy, these ways are inefficient in reducing its morbidity, mortality and recurrence rates.
Therefore, it is very important to seek the molecular mechanism of the occurrence and development of papillary
thyroid carcinoma, to provide effectively early diagnosis, accurate treatment and better long-term prognosis
for papillary thyroid carcinoma patients. This paper summarizes the molecular regulatory mechanisms of non-
coding RNAs and their related signaling pathways in the occurrence and development of papillary thyroid
carcinoma, in order to provide evidence for continued research of biomarkers for papillary thyroid carcinoma.
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H, AR m L s R ML L | AEgASRNAS | 4
FAT= . AWER F -8 544k (epithellial-mesenchy-
mal transition, EMT ) 457 FLpe 2845 n] 3 HUR
PRI R R, 22/ TR A (BRAF ) %€
A RAHEAEPTCHUY, BRAFZZ T 5 i BIFMAPK
RS2 5 T HUR IR ) & A R Sh S i
TR, KaEEgmSRNA (long non-coding RNAs,
IncRNAs ) HIOTETCA L33k i, il s
71, eI TE T, i PI3K/AK TS 518 s & FEA
FEMEAY, HET, BN RERIRMPTCA JE 3 N Bl
FS A TR RS, BXPTCRREE Y. 43
RIFHLTIFIF ZREA NG 2 . IR A 50T
BURIFN 3 F AR S0 T PTC A I Tl . SE9t
AR IR B SR L

1 JEZRASRNAsTE BURBREL SR 5 P AR R 1L

MR EEPTCHL R EM TIFZ T2 R,
NS B DR 2 3 s 3R 1 7 XA /N 43 3 AR
HIRZS 54 mTE, MR hAESISRNAS
(non-coding RNAs, ncRNAs ) , ncRNAsJZ:JE[A
R ERERE -, HAF R R R IR & ZF
BL, anfe sy . BEYE . B . RNA-
FEASEA-FEAL YRS, foeEm,
ncRNAs ] BETE 1E 5 41l & 5 & J Leis 240 i 1 25
Foft A= 49 3y R s B R o B B SRR E AR L AR
SCHE X4 BInc RN As HP 4 85 E S i RN As Fllmi-
croRNASYEPTC H 1P A T A 251
L1 KEEIESRNASTE HUR AR 2L R0 th i
B

ARSI LB, IncRNAsH] LUTEZ A 7K
ZHIEHRE, WEZMAEY IR, GiEe
RUTER . B R AE K R ESE . IncRNASTEZS
ol 2 BRIV B 5k R v R HE A DGR AT,
UESEAEREIE A2 W) 2 Th R G B RTEAE R, 2
S A A0 R A gn R T e Rl AR
MM, IncRNASTEPTCH /E A TERE, XFPTC
WS A A EA b TR R B B . VA
F R AE X IneRNASTEPTCH BIAE FH#EAT T i

%%, B2 A MIncRNA SNHG124&— 3l 7775
F NI PO 7Y, DingZE "X} IneRNA
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PESNHG 125 20 L 34 58 68 g 52 24061, FL40 i )%
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i 6 B-catenin gk [ 5 T 5L R R GE HIMMP-2 |
cyclinD 1325 A HEPTC4H i iy 3% 58 F446 55 . In-
cRNAMZ AN 28 5541 (IncRNA plasmacytoma
variant translocation 1, IncRNA-PVT1 ) J&if4E3k
BRI —FIncRNA, H TIncRNA-PVT 14
W, TEVFZ MR AN b ek TR, AR IR i h
FORT M, HAEML . i 2% R0 b 5 TG,
H A E 28 B —FioE 8 A R 12 Wi AR s S o
XFIncRNA-PVTIAEPTCH 21 59 55 4 4L b () e ik
W5 R, mRIAMIncRNA-PVT1 5PTCHIEZE
PEEAT A AERY . HAAHSCH TRt &L, IncRNA-
PVTI1fgidE 1t FJHmiRNAs R BVER, B REE
P DR S AR 1 Fas 2,
1.2 microRNAs7E VIR R L SR iR AL
J PR 2 Hh i R 22 B30 11 )5 G % R TR Pl mi -
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S5 AR R A A e g T R
miRNAsSE— 5 55 dEgmBRNA, FE45S FImRNA
(3-UTR I, fE Ry 3L PR 323k (1 5% 5 I 1 IRk
Z 5P HE A R g SR g S R Kk, H g
A AT R I R B mRN AP i grk
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RmiRNASTEIREAE & A F1 A J vt & 4 T 2 )
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SRR IEIR R R R DR R e R DR A 1 T
MutluZE "5 LRI A58 & B, miR-564J&—Ff
TELER IR R 7, miR-5644F HPI3KFHIMAPK
155 WL (R RCEE A 0], R4 L B des A0 AR Py 3
EMT. B AZZE, 42k, BORBEZ MR IR
S R A A miRN As7E FFUIR SR8 H A2 W A0 s
. XFmiR-S641HHEPTCHEN: & R BB IT 45 SRR,
miR-5647EPTCAI ZURI4H Il 2 3B B R FREAIK, I
IR AT 1 5 U EEL 45 e % R e Ak L 45 5 %
A, miR-5641) L RAEARSN B2 TPTCAM
F¥asE . B AIRZE, S TPTCAMMIET, 7
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HHmiR-497 1) —ASH 1 HAZHE A, miR-497/Akt3 (5
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Ve
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Figure 1 Molecular mechanism diagram of non-coding
RNAs-mediated related signaling pathways regulating of
the occurrence and development papillary thyroid cancer
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