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REAT, RELERATF 2EHZ \UEF FEHEFR ERERETAEL . ERETLEFHEK
ThE. ERGRRERABREL L KETHEFHEE  KET DWETA" ERAFERRELS#
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Zi E¥HL EHARBLIARESN, ERAFFR(EFHOFFRE, ERLEZRAN ¥4
ZR, IREFEAREFFFEL I T . FERA L EELTEIB. A HEABARALI0T. TEN
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KIREBWRTRFRARETERE: 7— 7l . 2TEARA¥ TaRBE R IREAFF L A% %,
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Role of acetylation modification in the occurrence and development of thyroid
cancer and its potential clinical application value
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[Abstract] Thyroid cancer is the most prevalent malignant tumor of the endocrine system, and its incidence has shown a significant
upward trend in recent years. Acetylation, an important post-translational protein modification, is involved in regulating gene
transcription, cell cycle progression, and invasion ability in various types of thyroid cancers. Additionally, histone deacetylase (HDAC)

inhibitors have shown potential in the treatment of thyroid cancer. This article systematically reviews the biological functions and
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regulatory mechanisms of acetylation in the development and progression of thyroid cancer based on recent literature. Furthermore, it

discusses the clinical application prospects of HDAC inhibitors, providing a solid theoretical basis and feasible therapeutic strategies for

targeted therapy of thyroid cancer.
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¥ 2022 F B B REE T 04T, TR IRE W
AREEGCHEMBERRERANE =, "EREFA
ROER". KEMBRLERINEZR, FREES
K % Fb KA FOR AR FL K B (papillary thyroid
carcinoma, PTC) . ¥k fR JE VR | B R IR B A2 %
FOR IR K 4 B A1 RO IR R 4 B (anaplastic
thyroid cancer, ATC) % . 1 [ 7% 3 & & 89 ¥ ik Bf
BEXFNE EIFTN ARFRES EREI.
BN RGE R EIEETaA AR EEZRY. BT
XS0 F R B T AL By R 2R M AR LT T
AR R, B BIE B X AR 0T 0 E e 3
BHERZR TR, AFER, LB E
EREWARAEEETRET H AR, B2 H
KR BRBBIET R & e KRR RS
M, BT R FARIRE W 4 FALE R BT & WA
B FIE T A, KA BF MBI FE A, KX
X 7B B A AR TR IR R AT AR Tk R AT 4R
i, DUBA A KRB e R AL R SR e R F 5 %

1 ZEHEInNEZEET

LB —MHEENEGRHMFEEM,
1964 %= & ALLFREY 2" & )k #£ Proc Natl Acad Sci
US AZEERE, FEFE G RBE G BI69 RN
BWEREARE., HEGRFEHLHEGLHBLEE
BWLBNBIER R, dHE G LB (histone
acetyltransferase, HAT) fu 4 & & £ Z B 1b B
(histone deacetylase, HDAC) #£ [& 8 %7 , ~ ¥ &
HREEREM AT REE FTHHERS,
R rsSREEERAY BEE LAKRELSF S
ANMEEY., MERERANKLE, HEAB L 0
ROBR, LB UB IR EL P RARIENA £ KR
HEFRAHRBEXITEONERA. £+, EH
EFERBEAXEENE X 40 EEES
SFHEATFEEEDE,EMFE—EHARE, &
A% % T HAT 5 HDAC 40 7 4% R 5 o1 16 Al T4 2 %2
EaWERALE, M F#HE—FRANAREGRIT.

1.1 HAT

HAT B2 QS BEE T, L B 4B AE W S IE F, 72
BERW ¢ EFHFWm—NTEBE, PFRHER LY
EEfr, FHEGEARNEETRD, HTREGEE G

E5DNARAEEA(ER , B mEHW T LHE"™, B EHw
A, EAREHAFE LI AL 30 MHHAT, =&
REET MMM, HABHA, EFARIREL
BUEMBHRERESE —F B HD N Kk, B
— #& % %1 4 41 %1 & & 5(GCN5) )48 X N- 7 Br 4 # By
[general control non—repressible 5(GCN5) —related
N-acetyltransferase, GNAT] MYST (4R 3& & jik Ak, R MOZ
Ybf2/Sas3.Sas2 1 Tip60 4 4 ) . cAMP K AL 0t 4 4 &
1 (CREB) 4 4 %& B [cAMP-response element-binding
protein (CREB)-binding protein, CBP]/p300.TATA
1E 45 &% & 8 < 5 F 1 (TATA-box binding protein
associated factor 1, TAF1)#u4% 3% A FIIIC #9790 kDa
T # [transcription factor IIIC (TFIIIC) 90-kDa
subunit, TFIIIC90] K ik . A B HAT AR 77 2 T 4 ML 14
BUAE R ELBENB, 55 36 F Rk FREE;
TR TEAEENCBNIRE, SEFEFHE
HUEI A A BAEIHAT B fr T A MR+, EE B4
MR FHEa BN, AN THEEZE AT S
P B AR, TS EFEEI LR,
1.2 HDAC

HDAC % % % & HAT A8 K8y & 4 5 1 L, B 4% 7 AL
EURFELHEAHATELEBABM (K 1D, HDAC
BrREEaRECHE, REFTEETNEEZES
HREMINDNAR T E 6, N\MTERER EBRT S
M A THRERZEFES, T MHEEER, B
B, 2 T 5 B & HDAC £ 44 Wy Bl JR M, ¥ E. 29 #7 18 ##
HDAC 4+ A 1 /™ F Jk « — & o1 Zn™ -3 89 1 2K (HDACI.,
2.3 F18) Il % (HDAC4.5.6.7.9 Fo 10) f1 IV &
(HDAC11)HDAC, Xk A Zn* {Rk %t 1 B8 ; — & &1 NAD" /-
5 e 111 2 HDACL VL 3R 12 & 9 7 [ F 1~7 (silence
information regulator 1~7, SIRT1~7)]™"#,

2 ZERAIEIRFE N R IR 26 B B AR i O AR A
AL

2.1  TEAALEAR £ PTC ¥ 694F A ALk

PTCZ ¥k iR T M A g b o ¥ LB R AL, 20 5
A B R B A 7] #9 85%~90%, Bk ETE T . &
T, PTCHY K & T & B A 8 & oy AL #45 A0 B &K
Rt [, RN R BB 1 42 PTC 28 AL
BREARABT M, TEM, AR THEA RS
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2.1.1 FFAZE G TEAM 1 4 PTC F B 1 B AL #|
HDAC2 & SIRT1 E A 7 F# % ## BN HDAC, £ I H & &
BB AR X PTC IS LE R R EHE E R EEWE
Jl o EA&T & ,HDAC2 f 141 i % ACAP3 (ArfGAP with
coiled—coil,ankyrinrepeat and PHdomains 3), 3
PTC 40 ff oy 38 78 fn 46 % R 9 B -, T B, HDAC2 1 %
KR HGTA TR G Bel-2 By KA, B i L E1E A
THEEBAN IR, FEEMNZ, HDAC2 T RIAHET

~

1t # 35 ACAP3 & PTC 48 f. o 9 i J 30 Rl 16 A , sk — 2P i
i’f HDAC2 T 8 FF- 401 ] ACAP3 #% F & 32, & IR 2,
& Uk % A BE 7 2 BA HDAC2 ¥ &E 3 33 % ACAP3 By
%mﬁf&@ﬁﬂiﬁﬁfsiﬁmc%L/?cﬁﬂﬁﬁﬁzlé]mﬁﬁﬁ
Bl & BB inm = A ER, R F B —F A F
33F . SIRT1 # 3T 5 TSPYL2 48 B 1 A , 44 2 f AKT #y
FLBNER, FHAKT LB AT . BT AKT 89
BB A X H B A 5B VR, AKT B %5 2 8E % B0
], e > T AKT/PI3K 15 5 3 B 88 17, X — Al
A AT H T PTC 4 fE i 38 78 1T Futz 2 E 77

£1 HDACHILS51EH

gy T F IR R 7.4 5 3 FEREHH
IS Zn* B i ke R]  A0 41 f J 4 HDACI 4l R
HDAC2 I A% FFPLR
HDAC3 A A% R4 R R
HDACS I A% HFhHL
a3 Zn* W5, 2 590 LR HDAC4 4Rz AN AR OB BRI
WG R E T HDACS5 A A% RO 4N L5 LI BREL
HDAC7 AR AN A Ao S UL
HDAC9 A1 A% RO 41 L5 B L i
INES Zn?* HDAC6 4 A% O BRI
HDACI10 Y5 [N N
IES NAD* 25 40 M B R AR L RO SIRT1 A% [N N R VNS R 2N = i A
WL SIRT2 il JiRJULPA < FFF B T ZEL 2 i 22 AL
SIRT3 LSRN =R i =5
SIRT4 57 RS J o JULPAT B L 52 T
SIRTS SR UALN Lo TSR SRR
SIRT6 4 A% J g RGE O il
SIRT7 I A% I o>
IV In* Guls RGE T Thg AR HDAC11 4l % O R R

2.1.2 H&a A E PTC F B9 15 AL

LB B IR EZZXAKRT Rk 4AH R A1
(nuclear receptor subfamily 4, group A, member 1,
NRAAD ZEPTCH R E N + R = EMEH . AR
ZI,NRAAL EPTCH B i, B 5 # FFH FilkE
o f ¥ ER 4 4 B F 1 (lymphoid enhancer—binding
factor 1,LEF-1) B3 F% &, ¥ Bl 1F Al T H3K27 fr
MY L BE A Fr DNA £ B OEE A, {R #F LEF-1 My 3 %
BE , AT R v 40 AR S e BB A KR KT T
EE KL, EANPTCH K £ X B, 45T, CAMACHO %"
Bt dE W, AR A — R F R IR IR R R BB IR T
WFBE,ENH 2 — R E T E B ET R
NRAAL B9 & 38 AT, 8 BT | B 8 20 B 4 7 5 % 5 40
R T o

Y7 B £ CBELEE SIRT7 5 SIRT6 £ E E T
B if x PICEN R P EEEEAE., BIK

& ,SIRT7 5 PTC 20 fl oy #¢ 78 . iT & Fu (& 2 547 A
# Y, STIRTT 64 4 2 Mk 0 &5 STRT1 By 1 JB M 47 % 7
AR Bk 5 & & 1 (deleted in breast cancer 1,
DBC™ & o F 4 4, 38 33 7 H3K18 fi & 1y & Z Bt 1t
& R, 4 % DBC1 B9 %% F 7& 1£ , A 1 7 B SIRT1 5 AKT
2 p70S6K1 2 [8] By A8 B 1F | 3 & , #E T fR ¥ T AKT fn
p70S6K1 #y & 7, B b K F , 3@ 3T 47 1A 8 45 8% BR LR
A, BhUE H A W o RE TR 3 PTC B £ AT M
T 0t 3 W7, SIRT7 # & 4@ 3¢ {2 ¥ AKT/P13K £7 mTOR
THGETRENHE, #—FRHAPICH A A E X
B SIRT6 A5 Hy 2Bt A8 1 72 18 37 PTC 28 AL X 4t Ao
B v AR ok g 1E Y, SIRT6 i@ 3t T 4 & & H3K56
W LB KT, B RIS e AR R TR,
%ﬁ%fréﬁéﬁi%iﬁn T Ad R B AL RO,
HE e, A, YSIRT6 T E RkiAm, TR
EJ %%é’]%@%}%% TG LR, TR A e



b

Zet, 55 . SRR HOPR e A A e v (KA1 P e HL A8 A i A I P A7 (8 - 33 -

Warburg B R ™", X — X I A PTC oy R ¥ E 4 A2 12 ¢
THBENA. ERERNE, AIAKG T EET
7% H3K9 7 HAK 16 #y 2 Bt fb K F , 3 52 PTC 912 22 %
Ao ok e A7, AT R 2 AR B R R

RZ, LBABARE h — R eI B £ o TR 4R
FE, TMUEE R AR R PTICIEITT H R < &,
78] B A WG PR 38 1 U6 9T AU B — & ST, AT
A PTC B4k E NIEE LA RHIET T %,
2.2 TBRAEARAE ATC W 69 1F AL

S5 PTCH KB XT L, ATC R — MR A F N H
EUBER G FRRE, EAFEEAEEN L EN
W E M B E R R M E Y, AT T0% K
ATC B3 8 7R IR SME A Fo otk B 4 5675, & 34 40%
MEHHAFTAHEE, REATCH R REEFTRRK
BHFREL% ECHAREREFREELATHEE
JRE (29 5 B0 R o e A B 40%), B AL R A
FHIEE H 4.8 A, B ABFHAE,ATC & &
KR FR MR EF AR, FH B AR ORI R
HFIE T RN A, Wi, g E Mz hE G
(sodium/iodide symporter, NIS) By &t % 41, & & %%
Fok 5T M AR E e M, B — B T ATC B 36 9T
R E RO A EOT EEAIET FREATCHH
TR IR, B I B i & 7 R,
2.2.1 J4% & BB £ ATC o B9 1 R AL &

LB B ImE R FE A ¥ K]
(hematopoietic and neurologic expressed 1,
HND&E G R#FATCK £ & R+ A& X#EER. PANE™
MRET,INLEATCEH TR L, FES AR
JEE AR, INLEH 56F # R & 5 1(stathmin 1,
STMN1) 8 & 1E Ji , #7 4 STMN1 32 &£ 1k 5 & g 3t A2, #
M EESTMNL kA, #— PRI A EBEE - HREE
B Lys40 L S BECR A, BB T MER EH, B
# b (8] R A, A IRENATC B2 2 AT A HNT B
EARIPFIRSPATC W 7 T e, AR
FRET BN RERERAENEKHRE.
2.2.2 &G TEHAM A ATC F B 1E AL

RATHOD %" By #fF 7 %t — 5 A T AAMTX T BEAL
&1 A2 ATC o 1k Fl W 22 A% , 2 A % BT BA & 3L, HNL £
ATC £ i 2 o 2 5 FOR IR ot H e F 7]
B 7l K E & < E A . HNT 3 3 3 % HDAC2 7 4
THem#EXAENETHWEEZFLERETCICE
(CCCTC-binding factor)™ & #f F [X I H3K27 9 7
B Ak KT, AT FELT CTCF #y %% S vE 14, X — T B (R #
ATCH M =0 Wt BAE TaA . #H— S
REIN,CICFEXRATEESH FREQMRE, R
JNHENL ZBE A FEATC E QLT B R EEM,

A LB # 8 5(1ysine acetyltransferase
5,KATS) EATCHAE F oy kAR m, B R#AA K
B H3K27 L & 9 ZBE B IR R R S XA F, AT L
WA 3 W& a Kk & A 11(kinesin family
member 11, KIF1D™# &k, £FRAARE ™ EILE,
KIF11 BA #0E AKT 15 538 B o B Al X & B R IA W RE
77, B %8 B BT 4 0 KATS ] 8 18 33 /)3 AKT {5 5 38 B
BV P SE B A v AR BT 1R R, AT (R 2E ATC B9 &
H 5 R R, B KATS A UE T & AR i 15 5 ) 4 2w
ATC 20 LB A 49 3 e b, 10 2 6 E B U6 T 3B A

LEl,ATCHE T I E % % ™Rk . B, &
AR R ATC W 4 F AL 5 48 A 22 Ao 4k 1L g T F s
FREE., LBUBIHEATCH L0 L E+ T
R XBERAHTRERGEED ;TR
B R 44 B T A R S A A SRR, A IR R
BT RET HEE,

3  HDACHIHIFEFIRBREE AT PRVBEMNE

LR 1 72 TR AR R W 3k 2 P AL H
REXMER., £, HDACE N X B BEYEHF RE
BB £TH, BH E RN LT % F HDAC 47
AL ERE T RO BT, BER TR
Y& o E A R PR 40 BB B AR G RR  JR RORL LA
FINAEFFSAEA T EEMFIEY, AT
KAEFRP R . [F M, HDAC 47 41 7| IF 38 7 & A —
KERBANHERMIE L,

3.1 @ _E7 &9 HDAC 49 %) 7

B W, B8 % M HDACHI &I A s zh L 4Ewa
& f (panobinostat) . fk 37 i& . (vorinostat) . UL F|
& 1t (belinostat) . Z K3t BB 5 4 Fo T 1k A fE
F EMEERMETTRAT ABENIETHES.
SR, 72 TR BR R 9697 47U P, HDAC 47 %1 55| B A7 A7
ATHRERNE, mAFRFRENAHHE LT,
3.1.1 WAtk E

e b B b T 2015 45 2 A IE R 3K 1% = E FDA #t.
EHL, SRR ERRIT AN, THETA
REEEH L RAHEEERE, TE®RA ] NI.IVE
HDAC. ## . &] fib 5 MAPK 7 %1 77 34 47 4F B 8% 5] = & .
B B A fF | 7] 3% 5% 2% 5 BRAF V60OE % [F & & i
PTC 40 fE FF 2 B9 2K fE, B i 3 — P R BNIS B 3 F
AR a LB KT, 1E R NIS Rk B, R
St EE B E W, T R AR T AT R A
1R GO R R B ETY, A, bA b ] A T T O IR
hoda e (e % T B IR R 80K 40 BB U3 O ATC
B IEITT PR —EMEAN,TEE FHAE G
H3K9 .H3K56 F1 HAK16 7. B th Ak F , fi & 28 B B #A 1% 5
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FRATHXEOWEL L ENRERN. Bx, 81
CRISPR/Cas9 # A M # 4 HDAC1 F2 HDAC2 % & 5 , W,
ZEHE AU MU LB AR I, #H T 8 E 8
TE R 4H BB T . X TR R N e b B A 1 N B HA
IR R e BB ENERETTRREET A
H I ERARIE
3.1.2 RI#Efh

TR E R G T M DG R E A
TR F, T 2006 4 10 A 6 F & 4 & A % [E FDA 3 4ik
W EYHDAC #F | 5, EEAE A T 1 .11 K HDAC, A%
W RKNIS EL A FE FRE EFat e, AT mt 5
BAELSWILS., RILEMS A EE6E e, /8%
HENISHRL, DERS TR HAEZENE
BURE A1 MGER BT vk N TR E AT e R AR A R R R
fRm B TR RMET HMlERELE A
3.1.3 JUAkE M

VUM E T 2014 4 7 A 3 H 3K 1% = E FDA #h &
WL ATHRTARTARMEE, EEEAT 1 1b
K HDAC. £ &G /N RABER &, UM E 7 8 &
MHPICHMBEEN AR, ERERENE, I F
b, 5 B R 5 A0 ) ) e A R BRIk W B R A
JEL B, BE 46t [3] 40 % PTC Fn ATC 40 g 38 75, X 7F
EHFHHRATERETERRE ALREFRR
B RHIEIT R
3.2 HF M B9 HDAC 4941 5|

¥ & HDAC 30 1 71 BF 50 AR B B T R Fo 4 &, —
Z B3 A HDAC #7157 IE & 25 ok 4 B F A A3 8, £
BB T AR ERNEEANKLREEALG R &,
3.2.1 ARE

7 JRER & — FP 0O 25 49, B8 HDAC 3741 71 4
HAZ G AE R A2 T8 247 % HDAC1 A= HDAC2 #4 B 1
ETHKEBRBRAE G LB AR R ATC 4 f X £
Tt B R X — HE i 2 A HEGEDUS 4V i it 1 22
—/NETE ATC 20 JEL PF49, RN R T KR HY £ E 1E A
MLl R ET, T RBR X REE -5 ATC 40 A B #AFEL 77
TeeLF FEATCH M A@PD-LI W RIEAT. £KH
BEENE, YRR S N7 24 G A58 F I 48) Br
& R B, PD-L1 By R k4 — 2 Eif, A48 & T ATC
YA IR I VR, N FR IR IR A TE T 1R
BT H R
3.2.2 (UDC-101

CUDC-101 fE Jy — F# [] Bt 47 %] HDAC fn 5% 3 4 K [
F R E I E |, EATC F BN B e i
B, CUDC-101 Be b B I MHHE A £ LB LA
MAPK 15 5 8 5 , # /& 18 %7 5 ATC 48 5% B4 40 At & A 98 45
B R T R B YR IA KT, AT 40 %1 ATC 48 AR

WA FEARE AR R EHBAE, KK
T/NRE AT,
3.2.3 AB3(artemisinin-based hybrid 3)

EFOR R E P L AB3ME Y — M Rl FT R
HDAC 47 #| 7 , i& 3T % %] HDAC1 . HDAC2 7o HDAC3 &4 &
ik, 9 TR M HE F Noteh3 &34 B8, AT #L0E
Notch fz & # %™, X — R 7| 4 i P9 % Bx R AL 7
RIRBEHBEAMREEFERAT, FEME N 5w
Fib 96 47 41 B I B K B B R D 2
3.2.4 Tubacin

Tubacin & HDAC6 4% 5 1 #7 # 51 , 18 3L B2 =) 47
HDACG6 B v& £ , M T 47 %l Runt A8 X 2 X H T 2
(runt-related transcription factor 2, RUNX2)
A P2 5 5 T M £ 4 % T B9 H3K2T o /09 LBt
WAKF, BEMF RUNX2 B9 £, ERERNE,
TPC1 %0 i 15 Z 7 % o B 3 % Tubacin 84 & 2 R
MBI EREAET, R B FHIMFEZR,

% b Pk , HDAC 41 1 56 72 ¥ K IR 8 V6 JT LB &
A N ERMEANETES. E
HDAC # 1 7 18 F AL %) B9 R N2 A%, UL R B A ke R
W A% 2 48 o HDAC #F I FUH 2 ik h — T E R 8,
FEERRBENET AR E WS T ERHEL, A B
HHRENAR LALLM ERIETRE,

4 4 B

Bel, FRERENBXINFARESFRRT
ERXRZEH MEKNHE AR ZZaRBELEE
W, RAR R LB E FORARE X £ D HT
AuiGsy F e .k HDAC #1 I 7 BL R N E b &
e R B E At R hom. RERBESHE, EEL
B A A6 A A R AR B P B A RALR A AR T R
EHEFREELAE X2 AIR, MRAFENF S RE
Z ko # T Mo, HDAC ¥ | 77| 9 A8 % 470 fiF 8 AL &1 7F &
72 & BT, T8 ¥F £ 19 R R A5 R Ok, XA RS 1R U
HH—RWRRZNERFES. ARFERRET
REABEZOLHMULANEETI L, EAHALEL
Bt I A8 R B9 E AT R, KR B T R I AR
ERE R TPERROSHEEEMEENTE, &
R UG T R E L M. BT, A X B R
HDAC ¥ #1 71 75 4 A RFBYF AT R /1. AT,
ARG RENIE IS E SR, LR
LBUBIr R A REM AR E, LR
RRBEI BT RRITFEFFE. B, kE &R
EEERAFEARITENAER F /B F B H i &
A RRTATEmEERTINEE G BB
WAL, A BT R T o B SR R 3T R
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B, AT A B R B e M TR IRE X T T ROEOT
R, AR R EF HSERIT RO BEE. XF
¥ 3 HDAC #1711 57 470 Fik 788 L o) B 32 25 & Wi 4L, R 2t i
KRR 77 ettt RA LI T HUREZ 2 MW
RE K, A AFRRE EFFARF LB

(& £ x #]
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