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HWE . B WL 77 FEEBCS AP IR AR ZL ORI R 3 WL AR 2 SR RAFIERISE R, 3k L8 2019 4F 6 A &
2021 4F 6 3L T Wi VLR B 2 B s TR 3 3 12 5 i AR 5 s BRI BRI FL SR8 . 1 B EE32 77 RIS ) HL B 5¢
HE G R B TERE 5 BT BRI 215 B I R S 5 8 . JEDR I ZS RAIYI UG 52 e S A3 )2 45 5 . AT R AR A 2
BAFAEILNAS T WA SN AR R (n=186) FIICIENAS R (n=29 ), RAVMSIFEA ¢ K050 . Kruskal-Wallis K50 1 7 4656
FLFE A TR ARG FRAFAE ) 22 5 . Logistic BT FURBRZL SR R B SRR I ER R E . &R 215 BIHVIRAR AL SR
FERFE T, B 65 B (30.2%), 150 ] (69.8% ) ; 4T 13~85 %, (43.2+12.7) % FiA HURBRFL SR 3 o 646
27 FhILR AR R L AR %k 85.6%, Hih AR iR 24 ( single—nucleotide variant, SNV ) 3 AN 2745 ((insertion or
deletion, Indel ) 172 #5] (80.0% ), FEF S 7 4] (3.3% ), SNV/Indel fEEEIFS 5 ] (2.3% ) 5 BRAF JENABEF R LW, BH
B T81%, A TR A AICEER AR AR A R KR Dy i LA, 22 R A G2 X (Z=-2.265, P=0.024 ), Logistic
[IHATEE R R, S FFOIR AR PL S DR IR A R R A8 S (1 R 3 R R A A A RAEHDIR RPN ()°=5.311, P=0.021). fF& R

IR B H o MBS S . ZRig HORIRFLSRE R AR O SE AR 525, LA SNV/Indel Z2 0L, Horh BRAF 2E7E
RN T81% . AP RAE RO AR IR LSRR8 (R AR S RO FE R R

K : TORIRFLIME 5 JEPIE S 5 fal R

PR B 98 72 A B i UL B PN 0 0 2 9 P i
LTSO8 S ST AR bR L O
Hh IR IR L SR g 2 o LA AL B HOIR e, 24
o FFBR B 19 85%~90% 7 3 Ak 7R IR Ji g 2 —
o BAT B AR e 5878 B Ay B, T RBAN AL & P —
IRSAIER AR OV IR R R, 2R
IR WA A7 E 22 P L TN g 5878 S il A S I AR 5
BE RS 5 vl BE 5 o3 A 2 FROR e 18 8 B AR LA
K RIS 2 UIAH G, BRI, SR R O A Tig
T AR IR 72K

AW AFRE (TR YT 0 A B AR s 4 e
(2021 7)) ) 5556 [ R LR AHRIE M 2% (National
Comprehensive Cancer Network, NCCN ) 2018 AR
2 RRHUIR AR TR AR S, AT AR SE R
AR, JEAT HAR IR LSRR B 77 LR &
R, PPA BRI L Sk o S 2L AR S 5
FER R, At —PARER 77 H RIA R 7 HIR

i 3L S TR g SR A 2 W 5 TS DA Al R AN (1 4
PR SR
1 #RETE
L1 #RMEK

[l i 43 T 2019 4F 6 H % 2021 4F 6 H Bl
12TV R 7 5 25 e R T A 3% 5 B 6 AR s o 24
2 R SRR . AR Z 77 BN A R
I L ELA 58 B i PR B 50RE B T B AY SR AY
HL T Fi. TNM 73300 2 I 56 R AE K & & L &
( American Joint Committee on Cancer, AJCC ) S5[EH
Brpisg i ( Union for International Cancer Control ,
UICC ) 15645 o A2 9 55 8 P 0K gt 88 oS00 ofe 77
2R W 41 )2 2 B8 B HIR R B 25 (American
Thyroid Association, ATA ) & i f¥ 2015 il € B A
FRCBR R 4547 5 40 Ak R R I s e ) s KRR A
J7 7 2 5 MG AR R BRI % (thyroid stimulating
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hormone, TSH) #ifil HFnZ I E (" TiAYT 54k
RUFUR BRI TE RS (2021 [ o HEBRBRAE - A
b BE R s s ST EATE IREAN 4. ARHT
ZERIBRAS 5 T AT HARA FH T2 P AG

JIT A A BERMISC S AR ) . AR IR
155 (body mass index, BMI). g 4558 IIF
RO WD IA I KUK 73 2 B B R I 235 2] . AR
W9 C ARG AR BEAE B2 51 o it (b AE S . FHOT
20210923-33 ),
1.2 EEFEEN

N T A >99% W HUR IR SL R AR 5, ARHESE
T 2019 4 9 H RTINS 5 H 5#( Catalogue
of Somatic Mutations in Cancer, COSMIC ) %% #& J%
Hh i HOIR BRI AR DGR, Rl A 2019 £ 9 A 30
HETr E IR (OCBER « HURIR . R sy
F ) 5 PubMed £ 4 & ( 1A « thyroid, gene .
genetic I molecular ) AH 5 SCHK FH T 4h 78 B4 5 41
v CRE IR R A R IR, R g 8 B P
BT COSMIC 48 J2 i SC Rk 41 18 1) Eﬁllkﬂ?f.f.*ﬁﬁé
LA AR S, A AR RTI B AR () g Az 0 77
B DY, A0 4 BT IR R

* ( single—nucleotide

variant, SNV ). ¥ A Fl Bkt 2 & 4% (insertion or
deletion, Indel ). FEREEHE ( gene fusion ) N =

HEH (reference gene ) & PR I 3K 7] 0 e
Gy mlpeit e, T ACEE G IR 4% O lumina
Nextseq 500 1% #% (Hlumina A ], JE[E ), DNA £
AKG I 29 4~ F R 1) SNV/Indel 5 RNA BEAHKS I 44
ISR 6 AN S AN, Hoh, B-Raf J5U
HIR 22 ) 9B R R 1% G ( B-Raf proto—oncogene,
serine/threonine kinase, BRAF) 5 RET J§ J& 3t
( RET proto—oncogene, RET) f144M g F#, H
e PUAT 8 0 Hb S 7 G PR AGI o 5 i B A R
SILAIE =200 4>, FARA WA LR 5L 41 ML
1 >5% , PR Az E$>w%ﬂ%ﬁ S5 PR n
R SNV<1.5%, 5 I3 52 BH 5% 72 1A 2 3R 45 il
g J2 I (amplification refractory mutation system—
polymerase chain reaction, ARMS-PCR ), 45 B H
PRI SR N BE PR 8 S B
1.3 FitELSH

i JH SPSS 25.0 #AFREAT G T . TR TR
KR £ ARifE2E (x+s) soP Ak (PO Azl EE )
(M (Q,, 0y) 13K, HEHHER ST FREA ¢ 46
Ko F1 Kruskal-Wallis ¥:55 . RGBSR AL (1
Gyl Fon, ARHCECR A ¢ KK, Logistic [l
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OBV FE R 3L Sk R i R o R TR A SR A i I TR
. P P<0.05 hESFEAGGITHE X,

2 & R

2.1 HFREBEIREEEEFRTRONER

215 {51 FAR R 2L S PR i JR 3 e R 77 SRR A
. Hodr, 5 M 65 il (30.2% ), 2t 150 )
(69.8% ) ; 4EHS 13~85 %, (432+12.7) % ; 47
BRmUIRR, 168 432 HUR MR 2 U1 F AR . X 207 4
FOR AR 7L S R 45 35 5 111 A5 R 0 L &5 b A7
PRGN, kA Hy 27 FhAL AR R, Horp SNV/Indel
220 Fh, FEHM@A SR, EHFAFER 85.6%., H
PR LRI B, SNV/Indel 172 41 (80.0% ),
Fe Rl A 7 1) (3.3% ), SNV/Indel £ 3 4 gl 4 5
B (2.3% ) ; Lk BRAF N F i 2 0L, BHFEH
78.1% (£ 1),
22 BARERTERHFREBEILREEZREIGKSFE
A%

15 A7 78 3 R AR S 215 491 FFOIR B L Sk R

S FR A A TR S S 186 91 A G Jk IR A8 53 44
29 B, PHALIG RARAE L, (UR K KR 22 57 HL
BEitrE X (Z=-2.265, P=0.024 ; £2).
2.3 Logistic A4 HiFEFRBRIALRKEEEE
ETREmEER

FRCR L S DR s A8 28 25 PR A28 S g AR O fis 65 1A
RN R H logistic BIH T T, SR EBR, #
M FH DR R L Sk bR s A8 3 6 PR A S ) R 2R R R S A
KR PERR IR (°=5.311, P=0.021), KR
PEHUR IR 1) B T 5 iR AR S (K 3),

3 i #

PR AR (10 S 36 S 4F BT g Y0 2021
21 KM TT - B DRI S N o3 Mh o ) AR5 R
T A T A 21 21 [ B 98 AE BF 58 MLA (International
Agency for Research on Cancer, TARC ) X4 H &
TEN AR BR 25 /> 58 BR800 g i 4
o i R4 7R, 2008 4F % 2012 4Rf), HpE 4
R 5 P A A A U s YA A0 2R 7039l 25.8/10 T3 Al
8.66/10 J7 "', vy I AE BC AL 2018 AFEAR JE
R, BRI Ok g R R AR 10 K
JEIE 2 — Y MIAEHTITAS, 2016 4F FUAR B 4 &
RASRLLASCREN L .

PRI S5 7 FPCRR U988 & A R ke e e oy o B
(8 ﬁqjﬂi,\i”lﬂ’]ﬁrajﬂ BRAF 3725 4 H
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R 1215 BUFCARIRFL AR B HE NS AR I 45 2R (B, % )
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R 2 A ICHE AR5 B HUIR R L S DR AR £ s S BRARFAIE EE

3 A SRS i IR (ol %)
BRAF 168 (78.1) HRAS 1(05) s PR B A %ﬁfﬁzﬂ L‘%}Iﬁ%‘?éﬂ aziA P A
TP53 8 (3.7) TERT 4(19)
MENI 1 (05) ISC2 3(14) WS (%, )?f s)  42.87+12.55 45.00 + 13.85 -0.838 0.403
BMI ( kg/mz, x+s) 23.17+3.43 20.09 £ 8.18 0.066  0.948
KMT2C 11 (5.1) NRAS 1(05) FEsl 447 0229
ATM 3(1.4) PIK3CA 2 (0.9) B 59 (31.7) 6 (20.7)
ZFHX3 13 (6.0) EIFIAX 1(05) o 127 (68.4) 23 (793)
NoTCHI 14 (65) ISHR 1 (05) kR AR 1.00 0.60 -2.265 0.024
NCOR2 13 (6.0) SPOP 1(0.5) [em, M(Q,, Q)] (0.60, 1.60) (035, 1.20)
AXINI 7 (3.3) CCDC6/RET 7 (3.3) T 40" 6.807  0.449
IDHI 3(14) NCOA4/RET 5(23) la 89 (47.9) 19 (655)
APC 2(09) ETV6/NTRK3 2 (0.9) Ib 42 (226) 2(69)
PTEN 1(05) TRIM33/RET 1(0.5) 2 14 (75) 3 (103)
RET 12 (5.6) TPM3/NTRKI 1 (0.5) 3a 5(27) 1(35)
KRAS 3(14) 3b 21 (11.3) 3(103)
) 4a 13 (7.0) 1(35)
T BRAF : B-Raf J5UJi 2 [N 22 / 5 54 W2 46 (1 % i (B-Raf
proto—oncogene, serine/threonine kinase ) ; TP53 : 98 4 11 53 (tumor 4b 1(54) 0(0.0)
protein 53) s MENT : % % ¥k 14 40 9 B SO0 B 7 1 Coltiple. N ) 43750112
endocrine neoplasia type 1) ; KMT2C ; Hi4 1 7 354 3 i 2C (lysine 0 51(27.4) 13 (44.8)
methyltransferase 2C ) 5 ATM : ATM 2254JR | J7 AR EHE ( ATM serine/ la 59 (31.7) 9 (31.3)
threonine kinase ) ; ZFHX3 : ££38 RV AE 3 ( zine finger homeobox 3 ) ; 1b 76 (40.9) 7 (24.1)
NOTCHI : Notch 44 1 ( Notch receptor 1) ; NCOR2 + B R B TNM 43481 2067 0.559
KT 2 (nuclear receptor corepressor 2 ) ; AXINI + VK% % & 1 ) I 160 (86.0) 26 (89.7)
¥ (axis formation inhibitor 1) ; IDHI : S F7 R &l 1 (isocitrate i 19 (10.2) 3(103)
dehydrogenase 1) ; APC : 9% J3 9% (adenomatous polyposis coli ) m 5(27) 0(0.0)
PTEN : @R AR J)E A REY) (phosphatase and tensin homolog ) ; VA 2 (11) 0(00)
RET : RET JiU i 3£ ] ( RET proto—oncogene ) ; KRAS : KRAS J& Ji# 5 Pkl i 2305 0.129
A (KRAS pr()t()—()n\cog‘ene) ; ?MS : HRas J5t J %t B (HRas proto— il 121 (65.0) 23 (79.0)
oncogene ) ; TERT : 3Bl S5 5%l (telomerase reverse transcriplase ) ;
TSC2 : TSC E AR HE 2 (TSC complex subunit 2) 5 NRAS : NRAS J§ el 65 (350) 6 (20.7)
W H B (NRAS proto—oncogene ) ; PIK3CA + i NG Wk L2 —4.5- — % TR 0000 0.991
5 3— BARHAEAL I I a ( phosphatidylinositol-4,5-bisphosphate 3-kinase EZSS 90 (48.4) 14 (483)
catalytic subunit alpha ) 5 EIFIAX ; FLAZ B8 46 7 1A (X i) gl 96 (51.6) 15 (51.7)
(eukaryotic translation initiation factor 1A X-linked ) ; 7SHR : i FFUR iR VIR B KB oy )2 1.800  0.407
M2 ZAK (thyroid stimulating hormone receptor ) ; SPOP + H{3 % BTB/ AN 54 (29.0) 12 (41.4)
POZ ZE[1)% (speckle type BTB/POZ protein ) 5 CCDC6 - R jiE4t 4y s 94 (50.5) 12 (41.4)
1% 6 ( coiled—coil domain containing 6 ) ; NCOA4 . W Z RIS IR T Bt 38 (20.4) 5(172)
4 (nuclear receptor coactivator 4 ) ; ETV6 : ETS AR SRS 6 (ETS % LR 3514 0319
varian transcription factor 6 ) ; NTRK3 « f#l 2575 % 3% IR & 2 TR i W 3 PR
('neurotrophic receptor tyrosine kinase 3 ) ; TRIM33 : =453k F % 33 S5 HERURER I 54 (29.0) 11 (37.9)
(tripartite motif containing 33 ) ; TPM3 : JFJJLBRE 1 3 ( tropomyosin 3 ) WA ORI SE 24 (129) 5(17.2)

AR MR 04 K HE R A S AT R P M 2 R BR RS S S AR
3 s 0 S [ FEOIR A R U R G B
W 5B . NCCN 579 T e H OIR R A
I8 4 2% L DRI T A IF S 4 A 98 IR £ R 3
( The Cancer Genome Atlas, TCGA ) F & J& 7 496
151) FPBR i 2L S PR R A e RT3 A s, 29 75%

TE - OBMI : A 5 8 5 ( body mass index ) SR AR S 1
PRt U IR B Sk PR AR BERE, 1% R Tx

(1) BRI 7L S R SR AR AR AR R AR 15% fAAE g a
PREHE P AR W%, 215 6] HR R SR g
BEAETE 22 MG RS 5 Pk Hm A AR 5, W
RN 85.6%, Hith, BRAF 55875 e UL
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&3 Logistic o] 57047 i e FAR MR FL Sk AR N £ 3 P AR 53
fERL R

M # M ER bR {6 P OR
T 0.874 1.510 0.335 0.563 2.396
AR -0.033  0.052 0400 0.527 0.968

WILRE &IN5 2 1.016 1.282  0.628 0.428 2.761

T 434 -0.091 0.564 0.026 0.871 0913
N 533 -0.972 0.861 1.273 0.259 0.378
TNM 53+ -0.398 1.270  0.098 0.754 0.672
Jpakb -1.947 1.884 1.067 0.302 0.143
okt -1.371 1.668 0.676 0.411 0.254

Pk BAYERUIRIRGSR  1.487 0.645 5311 0.021 4.426
Skt R AR -0.881 1.043  0.713 0.398 0.414
BMI -0.076  0.190 0.162 0.687 0.926

W OBMI : MAFEIEEL ( body mass index )

SNV 225 R, AR 5560y 78.1% . AHRHFFEWERR
FRBR B L S RoJes JE 3 AE A 95 1K 95% 1) BRAF ™ Sk
I 27s P TCOA BFFE 4 SR n, HURBRFL SR
g FB W DL AR S i L RAS AR 5 (13% ),
RET JE N HEHE (6% ). #2878 7 32 1A % 2 2 T
3 ( neurotrophic receptor tyrosine kinase 3, NTRK3 )
JEEEA(1.5% )5 NTRKT B4 (1.3% )% 22,
— I 168 il w5 5 e AR 73 J2 18 HR R L Sk 1R
Ji JBE M BE G 45 AR, BRAF™™ LR 2875 119
% (70.8% ), RET il 45 2 5 13 i (7.7%), i
*ﬁ @@ )i iif i E (telomerase reverse transcriptase,
TERT) J7 2 ¥ 22 5 11§ (6.5% ), RAS 3 [N 12
510 B (6.0% ), HAth K& PR A8 53 0 K2 il 9 4R
53 (tumor protein 53, TP53). A5 Bt WL EE —4.5-
TBEIR 3- BB AL 3L o ( phosphatidylinositol-
4,5-bisphosphate 3-kinase catalytic subunit alpha,
PIK3CA ), WmREgA 5K )8 A [FEY) ( phosphatase
and tensin homolog, PTEN) 5 NTRKI % [24]O i
ARG WA AR 5 5 LR g FEAAHRL, (A A
Ve E R Ay 25 R R], PR AR S 37 e
—EZES. B, REEAZIER ISR A B T
DAl R IR FL AR B 5 2B R A 5, R HUIR i
LW SRS BUS ARG S O E B A B SRR
EAFFEARR, BRAF AT /5 Sk R AR L 3k
DRI 125 R B b i 2 BRAF SR 534
FRES MR kA B BE AN R R SR AR ) AT O i
FAg o P A, SRR AR ] i EA
LA/ A P, 4 TP53. RAS. PIK3CA. PTEN A
ALK"™' . BRAF'™ f§ TERT Ji 31 T 78 S 78 >45 %
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HTTNM 4310 47 T 5 IV 3 % F PR A 2L Sk R 8 & h
L UL, BRAF'™" £} RAS PR 75 AV 55 FAR IR 5L
ShoPR I £ I PR B AF P 9 244 56 B0 RET
LR FEHE S . TSH AT Btk ELgs R AR 5 27
AT VSRS AEE SR 2. G5 R, &R
AEAE 5 PR 2 S (8 HOBR IR 3L SR 8 S8 2 TR b A, AR
FES b B KA T T 25 S B Ge it 5 L (P<0.05 ),
MAEAFE Y . TNM 43 B K2 75 22 b A I DR s 3LREAIE
Jr 22 TG AR L (¥ P>0.05 ). ARFR4s
B IRBET A RATAE— 25 P, R AT
RETE TASHE I R 2 L A S G o0 B, RATHR
WP, B R A RARAERN L T 5
FHBR 2L S R S A8 57 1 DA 5 9 B2 SRR ) R D2k o
AR S — g TR B b AT B R HOIR B 23 Ab R B
RS e iR 2, [HARIE M A B HAIFIRG .
e e, ARG /D, BEVIET R, B
FEE G = AT, 5 LK BE T ] 2 — 25 PP A
FROPR B LS R g A0 2 R R R S 5 I R AR DG 2R
RL A FFR B -5 PR B 2 2B B DI AR o6 2
AHFFE LA logistic 119 434 i 15 HH PR i 2L Sk R 93 AR
HRABRAERRE, SRER, BEERRER
SRR 3 97 2 FF R 7L Sk DR s 3 3 PR AR S ) i B
K& (P<0.05), 2018 4F, —Iip}42 i 4 [ 1A S
WESE 43 M 1978 4F 28 2013 4E FF 52 B2 b M i 0iE bt
>800 J7 141 B AL FUR B F8 8 Buai , PR R R
ARBRBERE L & AR B B KU 20 R o, B
FOR MR DD RE VAR b, B HFOBR R T 5 380 R
FRIEE AR 2 g SR B i, U DL AR 5 1 EE DR R A
AR R, M THORIRDIRE T B, AR
FRAE T S R MR RR R 2 IE R E ™ i,
ArEFARE XSS 0 U A AT HUR IR
i ® . Ak, Kim 2 B ESEAIA 1 780
B HUR IR FL IR B, TP AR A R HR R R 5
ARAEFLIRIE S H BRAFY ™ 5828 M ek o 45
IR, 11.5% W FUR IR SR8 B8 35 R A M AR TG
ARBRA, WIHFA AR AR % 5 BRAFY ™ 58 A5 A%
PERAR, 5oV FUR IR R B VTR G . A
FG LR MR 9 4 Sk o UL 1) 1 B 28 1 IR R 92 95
5 R B 2 A R T REAEAE DR SR e 2 PV SR AT
RETE T« 1B Bedia 2e 0 FRCLR R 4 L 25 ] 75 & FRAR
T ET B s s RS G R R 4 1T S B IR B 4
F 2450, 520 FORR IR R 9 7 A2 DA TR TSH 43
We, KR AKOF Y TSH I3 nT R 34 FH IR B g &
AU 5 RS EGHF DR R 2 i 37 FP PR iR ot S A A Bt
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PRIK 75 T BE 82 R FR R B9 62 5 AR IR DR
JiR9& T RERACAE SR BPAE , At B S PE A AR E T
IR L 200 i R R A, BT I K SR ¥ e 5 M AL 5
HOPR M8 1 2 A o DRI, il PR A7 v b B 40 H AR
TR ARSI (92 W 53R Y7 © . AT B IR AR
JRR R A R A JR BAT — T I PR T S

PP R 2L Sk PR A8 25 A7 A 85 78 57 R 11 SNV/
Indel, 52 AR R LSk R0 B8 B S 9 I &R
R RAEHUIRIRGOR . SR, HURIRFL KR
TR R RN AR S ) S DR 3R v i i — BRI A
WFFEAF e —E YRR, EF Y RUTEHEAE |
A A BT I 8] 45 45 SR N 5 2 IR M i 7 1%
HE— 25 VAl 3 R 728 S ) BRI L KPR e S8 7 12 W
HRWBEVI N

SE A -
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E FEHF =X pinnacle auto-planning B 45 R 3 17
BRI ATIT R

i, RR, HE, ek, Rk
BB RFWEF L ERASTF, LiF 200030
BAEME4 : IR, E—mail : zhang jianying@zs—hospital.sh.cn

WE . B 228 pinnacle [13hi1H4%) Cauto-planning, AP) (IZ5RGEATHEALIL, SRITESRE “RTEE" Wik 505
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