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FURBRAR L R 4R T RO ST it R
Research progress on biotherapy for anaplastic thyroid carcinoma
FHA R 2 FH(HAEMNKEHAER FARIRSME, @ #91 646000)

(#5 2] HURIRA S (anaplastic thyroid carcinoma, ATC) & — s 28 Mk | i SIEIE K ORI R , FOR A AR A K
PR, LI W DA E R RIZ AL L 112 B AL AL 100% , TP AL A FE I 3~6 N H X ATC 957 1 DR HE
PERESE R Mk, 512 ATC O 5 IEAE MALIR YT IR I, B AT M TR AEAL BOVR T 77 58 R 2 A7 SRR & B IR 7 N 1
RS A, Ak R BE A6 YT . BEAEWTFCR T, S e VIBR AT I8 K ATC (85 IR A, TR 5 RST80T W Ik 3 78 A G2 A 73
G, H RO CUABEIE ST PR P , 318 e A0 o B, B AR 22 SR BOK, HL TS 52 22 o DR 2K B R, AR EOR < v A A FROIR

HRAMRAT 12 WISz b e 78 AN 58 e VIR AU 77 B 55
[KSEE]  HARIRAR LS 50 728 s LG T s BE AT

[FEDHES] R736.1;R730.5 [XEAFRIREE] A [XEHS] 1007-385X(2021)09-0947-06

FH PR M 8 2 o o L %) P9 0 A S PR R, Lo
o Ak B EOIR IR 98 (differentiated thyroid carcinoma,
DTC)  F R R 8 #F J8 (medullary thyroid carcinoma,
MTC) F1 H AR I K 4> 4k J& (anaplastic thyroid
carcinoma, ATC) . DTC £ & H IR g 7L 3k IR 2
(papillary thyroid carcinoma,PTC) , )5 R 4f, 295
IR R (9 85%) A1 JE i Pk H IR iR J (follicular
thyroid carcinoma, FTC) . ATC ~N— & A7 28141 H
R bR, B S 22, A A AR A A
ATC 2 I, 55 FE A BRI A0 16 42 0 Azt 4 %
U, ATC 1l 3K H 5 47 BRAF %45 () DTC, 1] [ &
FEA AT RE SR E G PR TR A I B B B T S
A BRI, B RTX T ATC M e % — 1A
7 7% ABAE I 5 RS TR ST AT 4 v R
AR 2 B R AMERAGIRIT R AR AR 2
SRR, TER R Z 2 MR R, ERE K &
H A R IR AMZ AL 12 N iz A 3% 72 AN 582 4 1)
B AIBOT FIEEY HRT ORI ATC AR IT 77
3, WL B2 A2 K K] -1 52 f4 (epidermal growth factor
receptor, EGFR) # 1] 63 47 & 52 P53 J& A 6kt 2% L 4t
BRAF HE [ 7497 4[] miRNA %5 35 m] 410 il i A= K
MARZAS F BEAC R 42 28 1, i3k — 20 23 ATC 3 il
J& o DUt H AT ATC A6 ST it Fuik el — 251k

1 ATCHI4B[E)ETT

1.1 #EGFR ¥/ i&77

H #7250 LA ATC A=) 225 &40, FoAE ATC 41
b RIA , MAE IR FUR B 20 2R (IR 0k B A
Fak , DR I [ X B8 A ) 2 bR S A 2 ATC R YT A
BRI EIAYT 7. EGFR & — M4l i i 52 44 , 5 i

JE IR A K A OG, FAE IR R I b e Rak . H
DR B i o TS M BB 7 ) SR S T B A B 42 R
Jif % 2 (thyroid stimulating hormone , TSH) 4 #5t £ #H
I, T 43 A R FEE AT ) FFIR Pt 2 30 TSH A4 1)
e 2, PR 48 TSH RIS Jo 7% 3 3k Il [A] v) %% iz
(Na/I symporter, NIS) DL K5 TSR 14 WL 325 77 A2 I
I N HOIR IR 6 40 B+ EGFR-1 1 5€ 4= B0 vl B
R TR B 22 AR 28 M 3R Y e TSH MRS 4 3
R, HoAR 28 VAT O 3 B N 5 A 2R 1)
FORBR A b SR IE 1R 2%, DR 22 2 NIS () 3Rk
e IR T AR 28 M FOIR g B T I Y e KPR 2 — .
EGFR-1 35 1) L T 58 /& FOIR e 9 2% 7 L g
AR R B bR &Y . — T EGFR-1 #1177
i AE B Je X T N MUHE VS PR ATC 36 97 2 € 14 1
Fi, BRI FEAE I PR S o e e e 4 F ) 48
PR, {H I8 I W %% 3% B 40 A e 22 1 FEOIR B e 2 A
EGFR-1 #fil] 51 fUs , mf B s FH B30nT 5 407 259 1k
A, T ATC B H TS -
1.2 #BRAF ¥2 &) % MEK #e PI3K #7471 & 77

ATC X U5 1 BE 7 H T, 2 202 K R ATC il
AU T 8. BRI 32 00 ) B2 th 2 RS R
1 ¥ % (mitogen-activated protein kinase, MAPK) Al
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ok Fig W L B 3- ¥2 2% ¥ B8 (phosphatidylinositol 3-
hydroxy kinase, PI3K) /5[] , MAPK #1 PI3K 4% £
Folv 240 J 1) 355 M 5 2 5 2 P 2 B g (9 gk JR . ATC
AJYE E AL AL R, 1 PTC B FTC, B ATC 3 3 4>
8 I3 AR B B8 5 1 i R v AR B AR AE IR BN AR 7
RAZ, R R T e T BUR N 1R 22 M 1) A, T AE B R
LRI ATC IR BN FE 7 RAEH, LA BRAF " 1iF 52
A EAEMT, SRS, A YBR[ ATC H % 7
BRAFY RAZ ) 838, AT IR R A JE Al 26 % Je 1k
7 G, AT IS B PR 1 e A W, R T R A
A RY, S RY B OR , BRAFY™ R® 48 Bt &
PI3KCAH1047R FAZ 2> £ /N AR Y 5] A PTC 2|
ATC I e it fg o 33k — 2Bl i PTC /) BSE AL IR
B, MAPK & 42 5 41 g P i 47 e 0 2[RI DG &R 5 1
HEREVE I MAPK G A2 35 PTG N T NIS (193815 AT
BT MR R, 8@ i MEK 41 MAPK i
P VR TT WU VR PR FOIR IR A A S SR mg . [RIRE,
A HE SIS, PI3KE 7% A4 0 b 2 386 o IR R e 4
Ff P P B B, L SR = — A0 R
SZIG A ST SE . ELMOKH 2538 i A4 ST F3IE 52
MEK #5717 S 7 & # BRAF"™™ 545 ) \ ATC 4
Jfl 22 H NIS mRNA % 5%, M 1T 5 2504 f Hh A4
T A8 /N RO R AR 2 AE Sz, Bk Al ] MEK 8§
BRAFY 11| 351 5} 5 A& PI3K 0 751) ] 4 i NS (1)
. HArcA I, X BRAF R A2 ] ATC
BEEFARIMLT FR T AR RS i 8 e IR
BPUIR TR OGS B AT R . NIS #i)E 2 [A]
R, 5RWEBAL R MR EREE L, WK
DNA H 24k \MAPK {5 5 7 T Al miRNA™,  HUR IR
Je N TRUS R T I R 5 L LA 1R TSH AR PE
FHOC, T ATC 3N TSH KR (1) 3% 5% , 8 TSH il
J5 TCEE R IE NIS LR o350 U P B 7 v 77 A S v
E TR P RO V6 12 FDR B i 988 v, BRAF R AR A6 fy
e HETHIWE T, 2 8 B A RS ATC 9T 7
332 BR 0 NIS [3RIE , FL U2 ek I8 41 i f 34
B V) e 8 P AR R AN [ ) R AL 2R AR 2%, AT 42
BEMEAAR,
1.3 CD473e®i877

IRAE B /7 A B e IR B [ e A
T R I AR AT R R AR EERE A A
H 4R %1% (natural killer , NKO ZH it 185 4H < 0 24
Jitd (tumor-associated macrophage, TAM) . 71, TAM
BN A — 3R T &1, I 5 B E B BT
HBORIRA . CDAT N HEBRE H KRR, 15 2 Fh
PR A e R IA , 40 A A IR BB RN, CD4T
Al E 5 B A 54 S B o Csignal

regulatory protein alpha, SIRPa) 25 45 M\ T 411 il ¥ 4H ffa
) WEAE M. B AR B, fE N ATC R A K=
TAM 2§, HRIEK B CDATH5M 5 1 DL K o e 7
=i FEF P FE T 85 -1 (programmed death-1,
PD-1) A1 PD-1 Fit 4 1 (PD-L1) . @i W52 sb it ,
PLCDA7 mAb 1537 RT3 TAM i i 2 35 X6} iy 441
MR E R, B A R (AR K . BT CD47 ] 1
I TAM HH PD-1 2 IE , M 228 380477 o) G A W 4 FH 1)
v & S il RN M N G267 L T2 L P P 1
UK PT CD47 B 1 PD-1 mAb F 28y 25 BB A5 i
AT REARR T ATC B3 — TV /T S a7 7 A,
H il 2 W 7R 0, 6 PD-L1 BH 4 f R 3 ATC &
&, #17 PD-1/PD-L1 ] B384 (1) Tl
1.4 4tmiR-17-92 ¥e.15) & 77

miRNA B 2 A2 5 PR 3R 04 1 5 K 42 R 7, 3L
LA BT R R A R R B4R 2 B A
&, miRNA [ R [FIFE R M R ERbr iz —. fE
ATC HF EAG I 3 K & ) miR-17-92 #% , AT A] KA
JEAE ] . miR-17-92 #% ] CRISPR/Cas9n 3 [K] 4 45 Al
e 3 FEOPR R B8 V8 2k 5 T T IE R HOPR R D8 YR 40 i
miR-17-92 & 75 T K I HI 55 T HOR IR 1 4 6 5F
FHS TR E R, SEIGPOESE, $E 1A miR-17-92 &
DRI 4 X435, 7T % 38 DR R e M 5 8 TPO M TG
PRI, HAE—EFRE YK NIS DL & PAXS8 Fil
NKX2-1 ¥ 5K T iR iE . BFFP R, miR-17-92 3
RIUTER J5 , 40 i B c-Myc /K F B K, 1 c-Mye /2
miR-17-92 #4577 12—, [A] I miR-17-92 ¥ [F]/
T Myc it 3 bR 1 & B . 4 H ORT 9 BIF AP,
miR-17-92 [ J5 i 5L PR % 5 734k 1) 1225 NIS Rk ek
PL 2 %o B4k A2 K IR F B (transforming growth factor
beta, TGF-B) $iL 3 5 15 5 W HL LA 5. 1EN
miR-17-92 #% H ) — 51 , miR-19a 1] G 38 i 5] 54 41 ffg
158 5 R0 93 /0 8 T 5 T R DTC 4 ) S e R 4
fne 7EPTC 40 M, miR-19a i /& ik B2 L HE 40
(B 5, A5 73 A R R ) 3k B AIG, 51 A R Tl
£ ATC 21 i 7 31 1) miR-19a 957> 1 41 fif 338 4 A1 5 A4S
R0 A DG 19 3 DR 3R, (AN R 3 A6, (R, 32
1] miR-17-92 W] f¢ N ATC B Z IRAEHIBIT &

% 1 LA , miR-483-3p (Pard3) £ 22 it 2 74 ) ik
Jeq sk SRk [ BT IR 8 M g A4 R ) 42 28 L R RS RN I
B A FFEARR). Pard 25 1 50 R # 40 B A 1 L IEAE AN
sr%. Racl B 1 S MR % 1 18 2 4 [l F Tiam1 5
Pard Z J& 1 (1) Pard3 #H H.AE T, 1T 32X Tiam1 4 5
ff) Racl i AL BRI H AN A, Pard3 55 TGF-B #H H.
EH, 58 Pard B & W) K A AP, B AR,
ATC 41 8 /Y TGE-B1 5 5 1) L 5z 18] J5 %% 4k /& th




BT, 55 TRBRR R A IR T BT U E R

- 949 -

miR-483-3p /1 3 ), HL ¥ 5 Pard3 45 &, 1T 5% W)
Tiam1/Racl {5 5 # 5 , £ ATC 41 Jf H miR-483-3p -
i 1M Pard3 N i ; miR-483-3p it % i& 5 , miR-483-3p
T8 41 23 R i Pard3 AT B2 3E 40 FLIE S (=2 28 N
bR IE s AL

DRl I, B8 7] ATC (1) A2 P b 360 FL AT se e e

2 PS3EFABERIHATC A RITIE

HH PTC # 4L 1 SR B ATC BARANH WL, H T 5
AR A I 5 A A TEAR 22 R i
PR o, iR 2 1 PS3 110 90 788 AT 6 14 T 3 o, I A
ZAE ATC Wik 3 f ™. i o /s B AL R B
BRAF""" [f] 2 1 & LAALE B4 2 4 vh 51 ke i 98 (1)
A, T P53 R 2% A HL 3 e O BLOE /9 ATC, AL 45 Xt
BRAF 1 l] 551 () [ A5 HKHt 78 7 18 A% 2 L PR (1) 95
R RFA R 2SR . R/ RS FCUE, P53 2
() g%, WA i FOIR IR IS 4> 4k s (poorly
differentiated thyroid carcinoma, PDTC) ] 25734t , £
IR JEN ATCH . JEIE X N ATCHRA 7 7 K I, P53
J2 FEOIR e F Jee o 8 S0 iR 0 1 (R, 45 & BRAF
AL P53 SR AAE & A AT B[R] (i 2 ) ATC # A Ji i

2, [Rh, P53 2 K W] RS2 ATC B — Mg EVE R T
. HHATOA — 20T P53 RAL A 50 A
IR BB ATC R B AR A FE

3 EHEZHFHIF YM155 HE) ATC a1 5E

TR B, AR A7 R TE AR I A ATC 41 g
i RIE , 5 BAZ 2B M R B AR G . YMISS
B 7 AME ATC A b AEfF R RIEAh, 1B WD T
claspin {15215 , claspin 4 S # DNA 5 il Bt L 217 , I
HAET AR R R e s Rk . YMISS e
PR 1) A2 A7 22, T FLAR T A A RS AR /N, AT
B EANH] ATC 3G 58 . BhAk , YMI15S 75 ATC 41 i
R S50 35155 DNA 45107 40 M & 390 45 s A0
ToRF o HOG IR FR BRI 448 i P 384 B 3 14 TG 5 et
I 32 FF ¥ YMI1S5 H AR ATC #7 BL 6 97 1 1% ik
2,

4 S100A8 HYEL PR &K ATC 4B AYILSE FNIT L4575

S100 £ [ Sk CL & BN 18 PR R S J8RE I ¢
AL R A, H b ST00A8 A1 ST00A9 Ky 4 728 J5 4 K
I COURRES TUER D, BT E W e o 248 i A i A 4
JHRE 2 Ak N oy i, [FI AR E R RAEH . BEARR
I, S1I00A8 A1 SI00A9 mRNA Al 25 (7 i % ik W 7F
ATC R I, T A AE 7L Sk R B8 IR R i e B R

PESEVR IR R R B, HRTX T ATC B ya 7T i 2
P A B = S W AR E Y, D I — R I AT R
N ATC (AL Wik (A VbR & . Sl
UE B, 76 41 g R {3 ST00AS8 JT BRI, ATC i A= K DL
Jo 378 Aib 7 e B A, A6 43 3 W) 1 A7 B BH B ZE K, T
S100A9 YTERH AR =AM A I 2R . HAF TR BH , 45
PEAEAYSI00A8/A9 55 Sk 2 5 kR 40 i 2 1)
DNA #5145 SN, (2 BEJE T2 S A BT , FEAE AR S0 XsF it
FHAN X S22 B BURPE, S100A8 7 ATC H ) 5 2
PERI R B, FAE 6 97 B AR I 98 76 AH 5 14 1T AN Y
ASCRR 01 e g %) A2 G, #0) STOOA8 ) 2k B 14
] DA S i P8 40 4D A 25 ) U T IR T
RE N ATC B (1R R R 2 Ak

5 BEMEEXZAy EEENF DN200434 30 ATC
IS ET 14 R A SRR

NIS H4 Bl — P 2 B [, T 15 5 FFODR B i v 248 P
XF A A 1 B8 B, AT BS 00 TSH I BE A - £
ATC 1, NIS [ 2 75 F1 Ty fig P b i ATC R B 15
()25 70 A IR TT Bk DA A= 28 R B | B R )R
MG RS, R P &2 ATC H NIS 1238 7K B
NIRIT ATC (1) G B o HE B3 AH 5K 52 1K (estrogen-
related receptor, ERR) , f.#5 ERRa.ERRb 1 ERRg, H
[A] 1.7 CGisoform) 75 fib < -Ca  JR AN 381X, Ho v ERRg
FEZH S bR BR8£I 17 2H 2
AR EE 1 B RIS TR S A6™ . R4 ERRg 4
BT YA 2R T P R = U P T ) e ) ) A2 PE
1 1 e 1905 A RT3 B AR VDAR B, Rt ERRg AT
AR AR 25 LA ) — B W g1 1 R I B AR A
AR S, ERRg 35 5h 75 DN200434 B A 4
PIAR SV SRR BRI AR S T A NIS )
BIHEF , A 250 1 1 AR A 2 35 DR AT ATC g 45 497 H T
SR B35 2, 2 v e 8 X TS T AP A Ak L A 2K
e i AR, T TR N A8 ATC R TT,

6 TR Z K 1(transferrin receptor 1, TfR1) £t
ESPITE N

TIR1 & —Fl 5 324K, & B P A> H [ M 22 ) —
RARBE0S 45 & B AR 8 1, IR R A s HE N 40 i
Ji*T. TR f 3 IE 52 40 B0 8k 1) i SR A 1, I
FENAR I % BBk . TR 21k [F) R 52 3 20 i 14 4
WA R PE X AT REAE AT 2285 2 (1. TIR1 &
c-Myec U 22 [A] (14 B4 3 SR AR AR, 1 N S b v
B WL AR L 22— 5 o 2 R 32 PR 2
LR [RIRE TR J [R] 2 FFOHR e i e -8 11 3t g
AR BT . SEERUIIER], TIR1 % R T ER RE6 12 45
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1 40 58 9 73 B 8 FRHR AR 1 24 ke L
SR S T TR R M , R BN TR A
AL A5 5 T MR 12, TR 6 o-Myc 122
35, T LB 00 6 300 3 0 0 ML VA TR A
TIR1 T A ATC Y77 1 T B AR , H 3 O T 40
) THR 1 4 L bR 240 AT S 90

7 PAXS8'E B-HCG' Al §E5 ATC RIFFGHRE

Becker % i 38 1 4] ATC & 3 1f 7% ' p-HCG FH
P, R, X 53 b e BB 2 Bl U U 2 R I ATC
A B-HCG 58 BH 1 U A2 17 B-HCG FH ) 7T R 2
HA BRI PG AR &, [ 7R 8 B, ik
H 1 PAXS, PAXS J2 5 i 5 5L AT R e (1) 5 9%
UL AR EW, JoH A2 ATC % BUR AR B,
W FE R B, PAXS JR o AR A A Bl , 2 TR
AT Re MR S . H AT T B-HCG FT PAXS 71 ATC H1
WD, e T HF XS ATC WG 2 18] 1) 2% R IE 7

HE—D IR,
8 4 B

ATC g — 12 2 11 1 v 107 FRIR Sk oo, LA
WIS H AT SR DA R G b e R IX R R 2R AT
2 R A O 5 AT A 5K (1 FODRBR 73 A b S Rk
e 2%, PRI H NS (RIE R iR T 1R 2R 1k F R AR
JIv T 4 B R PR — o TR B b R R P
KA HIBIE T T 6 R E YR T X — . X T
ATC iR 77 77 3K 2 Bt FU 02 el B ik 78 JF H A&
BB SMOEEE R R R g iR T . £ H
i K2 B stk ih 77 7 A2 AR D R R h S R
T ROR S R B BN BT A% T I, ATC 1R TT
IR TH W VF 22 B PE A (HZ BE R BOR ATt 2D, M5
FEA IR R ATC FRIIR YT 13K BE KA SR o
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