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The value of retinoic acid-induced redifferentiation in the treatment of differentiated

thyroid carcinoma

YE Zhi-yi, WANG Hui, WU fing-chuan
(Department of Nuclear Medicine, Xinkua Hospital, School of Medicine, Shanghai fiaotong University,
Shanghai 200092, China)
[ Abstract] About 30% of differentiated thyroid carcinoma (JTC) loses its ability of differentiation,
which results in poor or no effect of the radioiodine therapy and the thyroid hormone replacement therapy after
operation. Retinoic acids, the hiolngically active metabolite of vitamin A, is of central importance for growth,
proliferation and differentiation of various cells. In this review, summarized the mechanism of the

dedifferentiation among the DTC, the retinoic acids-induced redifferention and the clinical use of retincic

acids. [t is demonstrated by many studies that retinoie acids-induced redifferentiaon has a large potential in
the treatment of DTC.
[Key words] Differentiated thyroid earcinoma; Retinoic acids; Redifferentiation
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carcinoma , FTC ) FIiE &1 F R B4 (mixed follicular-
papillary carcinoma, MTC), ZC855 401k B PR AR5
{differentiated thyreid carcinema, DTC), HEIE B
BT ERERREETARSCTRIT+HRE R ER
W7, TR T RNEE S EEFERTLGE
% 85%~90%. DTC H7F 10%-~15%:) & £ F1E S
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Bt tid, HERREENELERE, K+4Y
30%% H PREAREEE b, RHEHRRE
BT S MDA & A RITH B, (RPRERK
# Z {& ( thyroid-stimulating hormone receptor,
TSHR) X TReUIRIEMEAESR, UBT IR
FFARRBEEFRETITRERLIR, XEXEE
MRS E ., £FEEK, Hi, DIC KK LERK
 BETEYT DTC BB FA R Z -,

HFPES (retinoic acid, RA) BH4HET AM4E
BEAERETY, TR TEMHERNEE. EHE.
AL EEEAE RN, 1988 4 RKEXENAS
BAHEHB (all-rans-retinoic acid, ATRA) BES
LB 2 BRI A IR BRI, e
BEK 8%-91%, X—WEMKHESTER
RA T EHME N TR ZEREATR. BRIEHA
RA HHZHIMR A RWIL, 45 ATRA, 130 RA
(13-cisRA) ., 11-M7z RA( 11cisRA YA 9 RA(9-
cisRA), HFERCEAEERENARA BSE
SHbiAT DTC, B E I T 4538 .

1 DTC %4k

FEDTC AL B, MmAmEnT etk
BE, RETEFRRROTEI I, HMERFH
PRI Rk Z R RRIBAREE S, @40 B
Bk B H (thyroglobulin, Tg), BARIE I & /LY 8E
(thyroid peroxidase, TPO ) TSHR. 44/ [E] o) 5 iz &
(sediumfiodide symporter,NIS).5"-5% B 8 (type 1
iodothyronine-5’ -deiodinase, 5°-D1) 5% , (8 ] i 1% 48
FZ TSH i {3 aE R, AERMERERF,
PP AR MR LR AP B, FikaTLd
R k0 E A rREHEENRE, BT
HEENNFRIATENR, Elisei 8 ZAME L
{1k BUREAEE , B AR I S Tk NIS B 7K, KRS
& Tg Al TSHR 3B . Kurebayashi %" & Bl 45
Ak B R AR 9 A R B S A LR AR A
[, M7 Rs—LaREF, MAAEAR6
(interleukin-6,10-6) #1444 §2 0 #) B + (leukemia
inhibition factor, LIF ), I1L-6 22 %t kb R IR @
SHMRTE, 1 LIF MGAN BB R B AR AV 20
EFZ—. DICHKNML, BREANERHLUT
JUMEA,

(1) EFEFR. 7 "R, oSSR

ML ETE, £ YT R, Rl
i Eiopn ] b dits S JAN i 20 S WA
RBERFL, mENT RHBE R AL RE &
H#E, '

(2) #£ DTC 1, p53 BERTHEN, HE ™
WYTIE, RBATLH DTC 4N kR A
p53 A A EHESHERA M AELR, EFE p53
BEHA G -ERERIOE FRERE, HHiE
BT AL BB, RRRIE Tg MR T A
BREEA LR, M THRIGENS, p53 ZEAH
AR Al R R — T =,

(3) HEIEZFE NN BRI R
ol T AR B T NIS BE 2 B £ RIGT R as
VERG ks, A NIS BOMAR TR, AR
W ERREMERNERERARN, PTCAKRS
NIS mRNA BB A RAT TN, [AFERRRELR
DTC(5 il PTC.1 #l FIC W #is, 24 ¥k R NIS
RHRTHMIERED, thEFEEH, E—EHR
IEmEEA D, BB 50%E 1 NS FA LRk
f, (BESAEERERRT NS EEEMMR
FEEMETRT NS EOEHMME EHEE, 3
FEmAE AR, B, T 967 ik AT AL
T B F o R & NIS A EAREN B E
AN

@) WMaFRLET (BREFAEMEIER
7)) HIDIC B, HRMEUT L HeiiEmit
B EEERETREALMMUER, BRI
T — PR

2 RAES DIC BHHAE

(1) RAJEITRER W S AR BRI A SR 57 -
DI i+, HAEH R R AR AR Ay &k e
5'-DI M EEKTESPRIBESARKNSEEER
*, BAHES-DIEFERHFEH 4 RA RALIT
- T=HERFEER (riodothyronine, T:)X
JC, BTRL RA BE(E §7-DI Fikmea,

(2) FTC 4§ 5k4 ATRA JAF7 /5, NIS mRNA
REAFAES, FTHRT 2 RAEEREN, B
B HATAN, RA JA¥78E EIE DIC 48H NIS mRNA
B, FRIRERARIE %R NIS 305 i ao i
B, X—45EAE ™34T DTC W 8B B R BT
P ERER
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(3) RA X DTC B AHLIET FE M@ AL
FERENZREGFSHESEE. RAZER2
3 RA ¥ 4& (retinoic acid receptor, RAR )1 RA X
% {& (retinoid X receptor, RXR), B— 2 F K X a1 18
o B3 MEEAMERE S R, 7EF R
HEEMEARPEEENE RA ZEKK, &
A LIIEH] RA 5% DTC iR EHE
A RAR-a %, MHEES RA ZEMHAX
HADHEEM ., Klopper ST, F 26 5K IRE
#h M bRk RXR-y F1(ER)d B L A w3
Ak y(peroxisome proliferator-activeated receptor-y,
PPAR-y),PPAR-y &—FiB# i8R S - L RO
&, HEEAHIFREMAZ R G — B bTEk
RIHZY, TEVRN PPAR-y fE£ 5 RXR P %
KmAEHERERM. RREEM, [Fif&ik RXRy
#1 PPAR-y %9 DROQOCRAME AR MRS VAR RR, 45
FH RXR-y BLf&E PPAR-y IRfA/G, PR 4mfm Ao
TR RIER P —ME RN AR R,
AR FRAMMRERMMGIRE, 45TH
WA RS & so%lt, EAERME; H56, H
B RIAMFZEARE SHMM TR IIE X, RXR
HEHPMERTRE K, Elisei 7% 5, ATRA T
SHATLIME NPA (K40 L PTC ZEfIkR) #1 WRO
(E-k FTC S # B 4K B REM$ FRO A1
AROCKR S 6 B R BB B YR AR, HoATL B mT R
ZHTRHMATHUREPEN DNA SR TR,
A, NPA I WRO B9 RAR-B mRNA PR #: i
FRO #1 ARO RUFAtE, BRI #6300 40 i A 4% A o o
5 RAR-B H X,

(@) #5FE [ E(E-cadherin ) BE | 5 #4504k
nid, HESNECEEHANSETE. Hbk
ZEEME. TEEMA. &R REE RS
M, ERRBARERTS, 2 RALIESEH
EHE #%kik,

(5 MEBHAARZINHARBEERSF 1
(intercellular adhesion molecule-1, ICAM-1) H®[LUE
P R R AL A EE R, RA WAL
8 PTC # ICAM-1 mRNA B EEAMFEIA,

(6) BESBERBRARIKTREFRBEES LA
WEZ—, BFR#EME, RA M FRIRE AR
PR B R AR,

(7) CD97 B—Hr B E ZIRBERH - RK

BEE, BEATEASHEHRNHES S
B, fENRIRIRE A oMb E, CDY7 EIEHH
RBHL P ARA, £ DIC AR BHEAKER
ik, TERDEPREAENHEE, Hoang-Vu FM
B AANL % B, £E ATRA J477 72h /&, CD97
BR ¥ 8 FTC-133 4 B Bk CD97 & 5 F B 30%~
50%, Wi RA Bl &6 2 FEAR CDOT B3R A0 AR
sEL, :

(8) T, f RA Xt DTC MBS H EHRER,
RA T DTC ARG, S8 S5'-DI &AM,
BE AN T ISR T, R AR AR R
fl (BESRARNER. A dBaeFh
), T, 2PRBENSILERELAS DX
ik, EHBESARR RA 5 R,

3 RABTHAERZAIER

BErEHARITRAER 1~1.5mg-kg™-d”, T
—HE 3 58 s, '
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HERDR,
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TR R A D B SR E A B R
£, mih, R ERHBAG RS WIS, MW
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®F-FDG) PET il DTC #5kt i3 B Ui e 1k o]
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/ AN
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