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5 A HUIR B %8 (hashimoto thyroiditis, HT) J2& IIfi IR
FdR R WY A B e ORI 2 — o AR L
3k R 988 (papillary thyroid carcinoma, PTC ) J2 B tR A 96
H R LAY Y . WETER WL, HT Al PTC 72 2R AL 7
THAT Z2 PR [R) DR 28, A RE PN 0 s il
UL HCHT A1 PTC P 8] 1 5 R A7 A B4
FEES LT 3 R0 (1HT 0 5200 4 430 L H
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K R (2)PTC WY A A B2 T AR i A 38 6o
PRI, R S5 MO RAE D 7 R E T R P20 B
FAEHUIR IR A R AR, T2 R HT B9 &40 (3)HT
1 PTC A 4 2 2 T4 B 5 1 8%, TEBIR & A I P
HEAEIE

HT il PTC %t e rp iy 2 iR 3, o 6
PR 98 0 3k M 57 TR B0 [ R4 B (v=raf murine sarcoma
viral oncogene homolog B, BRAF ) . RET J5i i & K] fi% &
PR 25 11 34 85 52 K (RET prote—oncogene tyrosine—protein
kinase receptor, RET)&F LR 1) 5848 , DA M 22 34535 4k
B H P (mitogen activated protein kinase, MAPK)
NF-«kB 45 {5 "5 0 i TG 76 HT & JF PTC & A4k
SRR B BRI SIIA B A . A SCHE HT 5 9 PTC
AR T ) T T B R — 253
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1 HT{&i# PTC £%. X R

1.1 HT i@zt RET/PTC FHE, 51E M AR E (thy-
roid stimulating hormone, TSH)F & AL HE PTC &4 RET
FE P MARK 5 B e WLES 3 -4 ¥ ( phosphatidylinosi—
tol\ 3—kinase, PI3K) .NF—«kB 515 518 [ A0 56 , (2 vk 41
TR A K B85 234k . RET/PTC S HETE PTC Fhfl %7
0]k 20.83%"%, Dong Z51%F 471 4] HT &% A5
gk B @R HT 4 3 PTC ) RET/PTC 8 HE%¢ # 4l HT
HHEER.

HT 2 0955 B 2 R AF 2 HODR AR 0 76 20 it K o
IO O A L R A B BT, JH v S8RE 40 i s FRCAR AR
RELA5 1E 5 FH R 208 6 200 1 g 2 B, [R] sl mi 1 HECER A
PR 7KE- A PI3K 38 %, HUIR IR D RERE 2 6l , TSH 7K
SEA R TEE . 2, Khan 2851%F PTC o RET/PTC # HE
5 BRI & B, RET/PTC EHE'S TSH K F EIHA
Ko NBRB RISz T RET/PTC B HE @ 1 MAPK 38 %
PI3K i [ | TSH i f% 55 2 5558, 755 PTC 5 sh Filk
A BFIE I, B KT TSH J2 HUIR IR I8 9 2t 571G 16 IR
R, HAIF HT B9 PTC B L7 TSH /KB &8 & F
gl PTC #ES, HT X PTC By & B L HEER , AT fig
JEl o RET/PTC HHE, PilF] MAPK | TSH 45 £ 4% i,
DL HAR B 08 v B SO, ARl 52 1 AR B R K
L, 51 TSH AT A28 T PTC R4 KR
1.2 HT fEif TSH F5, ¥#iE NF-«B 3 2§ i i p6s/
p50 fE#k PTC & 4= NF-kB 2 5 MUK AY 48 i J2 07 Al
B B8 NN 25, TE VR A0 O T LR IR R S ) TR
BIVER, 2 M & A i OGRS IR p65/pS0 J& NF-
KB 5538 1 e R DL ) SR R AR A IR R
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R AR E DR R CEZEMENY, sk FER N
NF-kB p65 7€ HT &3 PTC /) HUIR BRI T 57 40
REREWZ,

WoE & B, A )F HT 19 PTC MR BA4E PTC &3R5k
WL TNF-a"lo TNF-a 1] LT NF-kB 3@, 51
PEAL T IR % 208 L 200 i AV 58 AN ) A e o A
(sodium—iodide symporte,NIS) , i H: 35 T 512, YEPTC
AT HT 5 9F PTC 4HZUH NIS mRNA K3k i 3%
RS, B HT {4 TNF-o K- THi5, W06 NF-«B i i, 10
il NIS &3k , HUR R B v 40 i S A D BE T 1%, ik PTC
B .

Geysels EEBIRFST s,  HT W TSH K- FH 5, e
%% NF-«B p65/p50 B4 55, IG5 55 T R4,
FUEFALAE R 73 1 /- SR E D A fEA
WG C AR5z X, X R fE S A m, ik
PTC B4
1.3 HT 5 A O N, 5 36 S8 AL B 2 (cyclooxy -
genase 2, COX2) Fifi PE % (reactive oxygen species, ROS)
WERIK, R PTC &4 COX2 J2AEA: WML Y i
G R 2R A HE AR T, T T 4 £ 2 e 2 AR AR FH E
ZAEFUIIE F Z2 R BAE R T RIS PTC R COX2
MFRIBATIL 43.29%", FA TR, HT &I PTCH
COX2 Kb T IEH HUR IR UE A0, 3 15 B HT AN
PTC J A8 5 8 2Z A7 16 3 — %€ /Y SGHK , COX2 R e
EHEEE

HT AH G IE 5 BRI 2H SR A ORI m , )
HT W & AR B T 2t 58 0 40 i LA K 2 A e TR 2 18 il
IRHUIR R e 72, -t 2 281 FIHTT S8 T 1487 2% 90 1) 45
o ROS J& HURBRICGR & BB b= A ny &l =4, H
e RAEAR I 7 T AR E e 2R B 2 450
FERUESEI, ROS ik 2 A2 58 fim FAR R 1) 8046 1
WOKAF 38 5 5 0m BRI ik 4816 4 8 (thyroid peroxi—
dase, TPO) FIHLFHR IR BR &5 (anti—thyroglobulin anti—
bodies, TGAb ) 45 HR i 45 S PR 0 I | 0T 440 i 1] 6 Ri
O3 ¥ =1 SR F B ORISR AR G ik AR SR
PR SAAL A0S, HLAE HT R R h S0 4%
18 /2 22 12 1% i ( serine/threonine kinase, Akt)/F5THE &
HUAHE & 1 (mechanistic target of rapamycin, mTOR )/
NF-«kB {5 538 %, 52 ROS 76 HUR R I8 v 40 g vh A1
2,518 ROS & FE Rk, 3X AR FE R R 0 v 20 1
PATZ00 36 23 % A6 PI3K/AKe 38 B, 90 o xf & 5L 8
(paired box gene 8, PAX8)Fl p65 ik, 521w NIS Fik,
HE AR, [R ), A TR, S AR DNA it
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Yide PTC KA RTIEEF, ROS B 26255 PTC 11
KA gE b HT o i R AR 2L 2R A N 8, 42 5 R
IR ROS 7K, 42 3E T PTC W& 4 K&,

2 PTCREtHT &4

BRAF JEH 285233 PTC kA=, [RIA 51 AL 48 hEZn
MIER4E, S5 HT &/, BRAF K [HJ& RAS .RET J5i
S T TR, 20055 R B, BRAF LR 1 58
AR SE T MAPK 38 52 0 41 oAk , 175 3 R % AR 1k
BEAR RARTRAT N J& PTC &R BB B UG Bl N 3 22—,
s s, E4l PTC B35 HT A4 JF PTC B &
BRAF 2278 A2,

HT 47 PTC 3 BRAF 28 78 A 1% J5 4 ]
REA LA LA . B8, HT B AR S A B %R Lk e
Y IR 5 UIAR G 2% /e HT 55K, PTC 55 ) i) i
S 480 20 M RV 3G £ S B0 I B BRAF 58
ARG E >, R BRAF 58748 5 Huis /b i
5 HW T 9 9 S IV A2 35 45 52 PTC e 43k i
B TR, B4 I BRAF 5878/ H HoAt AH 56
SRS Z GO, A TF T — W5 RIE S

iR e A R R AR T B, 1 BB 5 v
ik 35 B 32 401, DT 52 ) 22 o 7 A 1 O L AE
I SR bR v Y HRAE ™, B RS o, 7F BRAF 3t
PRIZE A5 (1) PTC H, 5 7K T 1) S 2 A 2 o B PSR T 1L
A1 Je A G I 20 K L 40 BRI L CD8* T 4 i
CD4* T 4R LRI PE T Z4HROAH OC 4 i 34 2 ek e
B BRAF & [R & 45 i PTC 76 i ed & A B9[] st 14 Bl 25
22 Tl 20 B DR 0 9 i - 1 R AR 3k S G s A i L 4%
JiE PR F R 2 HT B9 & 42 BRAF JEPR 28 A8 5]
PTC WA A, BUEHURBRISOAEE, FERE G | SR
A8 51 HT K.

3 HT 5 PTC #47

PTC #1 HT 3 i Toll #£5Z 1K (Toll-like receptors,
TLR)A $L 7] & 538 1% . TLR i@ MARK . PI3K .NF-kB
{55538 ¥ , /288 5 AH JC 8 1 (myeloid related protein,
MRP) , 7% W88 & 531 [H 7 88 (myeloid differentiation
factor88, MyD88) .INF-B % T iffi&ifi#s /3 ¥, 25 1T £
HHAE SN AN PE ZEHL , B Ay 2 e 1) S X ),

AktasZF 2% B HT 3% M7 TLR2 \TLR4 7 HT
23K 10 2 T OEE WARBRZH 4. TLR 38 i TLR/
MyD88/ NF—«B il TLR/Toll/TL—1 A2 A4k ey 432 Sk 73 1

(Toll/TL-1 receptor domain containing adaptor inducing
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IFN-B, TRIF)/NF-«B i % , J% ) 28R 4 i, 51
FEN A A, SN T A LA GRS RS
TR REAN IR A S 0T &R

5 1E R HUR IR LA H , PTC 22 LA ) PTC 5574
2041 TLR2 \-TLR3 .TLR4 S53%ik 2 . TLR 1EN
MRP6 Fl MRP8 %23z 1k, H.FiA 5 MAPK {5538 i
PGS IEASE, H TLR 2 fih & MAPK 15 53 306
VAR R A SR IR AL I Bk A I 5 5% PR F- Cerythrob—
last transformation specific, ETs) %5 &K F ETsl, fix
O NF-kB %, 55 TNF-o IL-17 242 JE 480
TR, 5 1R 7 F = LRI R 28,

TRL JCie & 7E HT (&5 3 15k 52 PTC 1Y A0 Bh
5, W T A5G NF-«B i % . MAPK i % 175 N 1Y £
{5 3 1%, T B 9o 0 Tl I 5 DA R B 2 LR P AR T
e K B952m . HT A1 PTC HA S IR (4 K 5530 %, —
FATHESE HT 1 TLR RiAH £, ZF0ME 58 B os
[J s A PR F 22 T HR AR 2o, 2R A PTC (1)
K BRAE T A0 A 43Pk 25 L A B P gRg G g kB 1 S5 4
H—Fh AT RE R PTC " TLR F+i&, SEHE TNF-a,
IL-17 FEN I ZFh A PR 3R 4L, [R5 | 2R AE fe e
N P AE G B, B0 5 5 R T2, G R L, A
AR HE HT &9 .

4 NG

HT #1 PTC W& % UIAHC, H G R G A% HT it
WARI . RAE . A SRS R PTC iR A4 K
J'&, T PTC B8 e iR, 8 iR 5 S0 At 2 4, %t
HT 724 5200 . BRAF \RET/PTC 463 F1 p65/p50 £ F
AN T, DA KORH SC 1553 i, 491 2 MAPK {5
53l % NF-kB {5538 #% (JAK/STAT 15 5 i #% %5 , 76
HT # PTC &R il R P AR KPR, fEWH
14 0 T R EE AR
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