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Abstract

* The pathogenesis of Thyroid associated ophthalmopathy
is not fully clear. Thyroid associated ophthalmopathy is
lack of sustained and effective drug treatment at present.
As target cells and effect cells, orbital fibroblasts are
involved in the pathological processes of remodeling,
inflammation and immune response in orbit tissue. The
present review focuses on the study of orbital fibroblasts
in the pathogenesis of thyroid related ophthalmopathy,
discusses the future orientation in this field of treatment.
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IR B AH 2 BR 9% ( thyroid associated ophthalmopathy
TAO) Z— PR 2 F B e M9 , 5 Graves Ji§ ( Graves’
disease, GD) B YIAI " . TAO 1Y K IR 5 48 M 40 Jif 7 R
HEE Fry 3 i K HR E 41 20 B Ul o LS 1 B 8 2 o AT
K2 MR RE % 2T 4 40 B2 (orbital fibroblasts, OF) & TAO H
Br S 1) 2 ML RSO0 AR 7E TAO B & i
THEZEH,
1 OF 58&HE

HHT & IA AT RE S TAO ASwHLHIAHOC R A St s f
FEAR IR BR 3 3 32 4K (thyroid stimulating hormone receptor,
TSHR) | J#i 5 R FEA K T 1 Z 4K (insulin - like growth
factor—1 receptor, IGF-1R) N R R e | (G2s) ,H
ARHFERE 1 (thyroglobulin, TG) , WUAEESEE 1, HUIR IR 4
Ak 9 W ( thyroid gland thyroidea TPO ), & Wt IH 5% i
(AChnase, ACHE) ™' 2y 14 3% 311 I3t S0 il 8 38 2 11 LA

2 Y A0 T R A
1.1 OF 5 TSHR ARZWF5¢#E/8 TSHR J& HUR AR 5 HRHE

A Z F LR . Heufelder 25 & 31 OF i TSHR RNA
i TSHR 7E OF F4 20 M A% K A% &) 1Bl A 58 B0 A0 4 2 e
SRR B OF 1 I8 5 40 Mg i 434k , TSHR (1) 4
B 3 27 H A SN o A R g B 40 A OF |
TSHR mRNA #357/K 38 7 F 54 Hlisr e iy oF® . H
IS B, OF [ — AN E FE—CD34 " Bl 21 4 41 it 7= 4 K
BT EEYE TSHR, DIRETE TSHR SRS A5, 23774 )L
TS [R) B 2 7K S 8 28 P DR TSH 175 S M 28 7 4 400 it 7
4 1L—6 Fl TNF-o, 32758 TSHR %452 5 T IRIE &0E RV .
TSHR & 0] DL # OF F=4: HA & cAMP %5, %t /Ny -+
TSHR F5H747 SRR K F T TAO 3R B i

1.2 OF 5IGF-1R #E#HH¥ IGF-1R /E R —F A
By, IGF-1R J& T W& & R & A Ul 52 R K, & —Ff
2B 2 TR 9 5 AR 1, AT 9k IGF—1 K IGF -2 3% , Hiad
FIRTT e Z R T TR il £ 4 1k A5 A i e
B A B pe e g K m A e KRR GD BB R
A LUK I 2] 5T IGF - 1R WP A, i 1E % AR 2 F &
U Smith 2 & B GD B E R IEM OF 7 £ ik IGF -
1R, H TAO #3# OF I IGF-1R M KK Fm T IE % AR
MELHZL TAO £ R A1 WL T &% B HEE i i 4n e b ml
ME IGF-1 MG PE, Weightman S5 BN Graves® Y £B
MG 4B ) 1G ( GD-IgG ) 7] DL & i IGF-1 5 OF F i
AL A IGF-1 5% GD-1gG T 0% TAO 3% k5
MY IGF-1R" ) OF , N T ¥ 7% Akt/FRAP/mTOR/P70s6k i
JE35 S OF | IL-16 F1 RANTES Rk, {3k T 4tk
RF B9 A B, 51E T 3k E 20 i 59 48 3= 18 Al HA /Y 7=
A X BEER R IGF- 1R ATREVE NER —HiH B 5 T 6D
MR &, Ao, AHGE B, IGF-1R 5 TSHR 1 F (55
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AREHRES, HP IGF-1R 1Y P TCFEHUA AT DIBH W IGF -
IR {55155, S 59 TSHR 3 8% 19 T e 5, % TSH
Bl REE RV, #2785 IGF-1R 25 T TSHR (5 514 %,
JEH IGF-1R 5 TSHR AT REIE W T — M E 2 IgeE &
1K 1E GD MK SRR A5 S S mE s RfER ",
1.30F EHEMEXMBEME TAO B EMRINLAIK
it Ke 5 E 2 1o T A 51 B R AL, DA ELLAZ 2R A w
g,k o Graves ﬁA%%‘{ZI:V‘]ﬂ*ﬁ{MiUﬂEﬁMﬂ?EE,H/f'&fg'ﬁ
AR AN LA AE R AT X 56 225 (HAE OF b ARIESEA %
ik, TAO S IR ANULEN I 78 40 X 0 3 38T BE 43
CXCL10 il CCL2 %5 #afb A+, thad Bt th PPARy #9517,
DR IR ER 25 11 ( Tg) Fh DR IR 308 90 b 2 40 3 I, Marind
S5 AR AE 41 21 K TAO H 3% OF A Tg [ # ik, Fernando
SR S T CD34 ™ ) JR 2T 2 20 AN AN 22 IK D) REYE TSHR,
[R]A iR 33k T, T3 GD A MRHE Tg TR R 42 Te 1E
S HRAE BT IR mT B8, TR AR 11 XTI 2t i £F 4 20 it 5 2%
F1, HAE OF 4R i B 255 mT BE 2 T 32T 4 R 41 il
L2 Ak SR SR Y 0 i 35 R TR R XD B B A K
-5 TAO ASE MR ™ R A oG, WLAEES 2R I 7E TAO &
H 0 PR DA ARG I SR A w8 T IR RN, PR TR XN g A
—ifL ,J& TAO AYHESFPEAR B PR BT ACHE Hrik i
£ TAO HE RN LB, 12 H AT, T ACHE bifk s
Pt Tg Pl , Fit TPO HLIAKFE5 TAO B AIG sh L
HEXRD,

2 OF IRz T B

2.1 OF 5 EHERB& MW &£ B G
(glycosaminoglycan ) & 4 Jfd [A] J5T 25 W 43, BE A% 45 & K i
KA, HAE AR HE ZH 20 4 R R R 2 S UM ZH 2K i e AR
SMILIUE RS HL . 325 W] BT 2 (hyaluronic acid, HA) J2& Bl i 28
BB —25, LA D-N- £, b % 35 75 285 B | D6 285 b 18 9 o &5
FJ BTG HA 4 5 HAST , HAS2 H1 HAS3 25 = F i W i
TR 45 T A UDP — 7 %5 B i U8 (UGDH) A 56, Tsui
AL AR B PR PR Spl BIFERT T, OF LA £ /Y
UGDH %A i3 2l F & PEFI B £ & 1Y UGDH mRNA, 7] LI
KK UGDH LA £k 5 e SR B 1, 5 30 HA B9 R
BRSNS FR OF AT L E IL-18, TR v. HIH R
( Leukoregulin) .CD154(9,3,52,53) & R K 70305, 7=
AR HA™ | HLRRERE OF A | (EUWE Kz JR 8 mT LA 1
B F5 R OF | HA (9724, Van % R
IL-1B H# A LAY OF, 7] LU S cAMP 724 5 =
FIF ZU Y HAS mRNA %35, /2 #F HA 0945, Ui IL-1B
FE TAO F 3] G K2 I Hh X 4 e SR W 10 7= A= EE B4R
AT IR B A8 2 BR R BR 3R AL B vT LR E HA 78 OF (1L 2
J¢ HAS1 1 HAS3 mRNA 4t A 5582 %], TSHR (1)
WOTE AT LIEHE OF 45 HA, Guo 2517 % 30, AE A 40 it 7= 1=
B —FRATFI AR ZE PGD, Al PD1 A S50 OF %5 IH it
BRI =M, ol IS B, 8% TSH K IGF -1 P[] il 3%
B OF 774 ) HA 81L& T TSH IGF—1 Bl il OF iy
HA 205, BT R GD—1gM22 a] L3I OF/ 1 i 105 41
M43 HA 53X —EF 5 1GF-1 1 TSH 22 [8] (45 53 1% 38
A XA U AR T TSHR A9iS , LA IGF-1R
—iEFES 5 HA 5w,

2.2 OF 5EREEASRIAIAERL  HRAMULIKBEHL K HE A iy 2H 21
BTN TAO f835 HIE P 258 9 PR A8 O, IR Bk 2 i) o 22
JA A, Regensburg L0590 259% [ TAO HRFH A5 R AN LY
L R RERS W78 2 ot 149% B9 TAO H & 2230 DUHR BR 28
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R RRAE 4 1R 7 AR A 38 0, BT LARR E T HIR A0 UL A T
= ONERE R 75 R 38 N X TAO B 35 IR Bk 28 ™ & 75 B 5%
M Bk, 3 2 O HIE AR 1 £ ZORJE T OF —A~E A -CD,, A%,
LFYE A 431k, PPARy J2 H: ) i 7 40 M 43 fk i — A~ 22
fil 2 G R AE 7 40 AN VR 1 B A 40 B B o1k, D g
P TSHR A5 RBEZ BN Wi A9 T Ik E2 41 n] 3L
5] TSHR , 7= SR A AL Bl -2 FIHG 8 AR =, 9 — A2 2k OF
AL B A M 4k S B — RSN RE R, AT F
SR RE T LA S OF 1A i i i 431k, T REHE /R T
W0 23 EE TAO o s (4 B R 2
2.3 OF 54fEF TAO & WIHENG U4l 4 K IR AL
AR T B bk TV B A% 41 A K 200 i 45 46 400 it =
T AT PR AR KR BRI . TAO i OF EAEZ
G N PSR A1 S P e 3 N 0 7 1 0 5 e |
Sy TAO VF2 90 SN AR5 T ik B 40 i 7= A A9 40 i
HFEH T OF A %, Hwang % & BAE IFNy #1E
L, TAO SRIEE) OF AT LA AT & KSE A CD40 , 3 A
AT L)k i ZE KA BELIT , T CD154 W W] LI #E TAO 3% OF
I 1L-6, TL-8 Fil MCP-1 ik, IL-18 A FKLUEH,
OF 7£ IL-1B BYHIL TR 7l LIl ik IGF-1R 258%™ 2 1L-
16 K RANTES"™' 532 T k(40 Mg iR, 12 f 4 1 20 i
HFAEHRMELH LU 3 i A AR B 4 IR 7 Fn 2 1R 7
OF |22 Rk 338 v] LME R TAO VYT RIS 7 1]
2.4 OF EXMNRMFMSTF AAEHATFHHREIET,
OF 1] LLRIXm KRR R T A0 Bk H T ER
PEN B, T 81— R B RAE N, RIS AR Z E, (PGE,)
AT LA B bk E4 20 A 114 43T B T A 400 it Sk, 38 i 0k
HIFE T WRELAH 17 Th2 434k, i 819 PGE, = A= vl g & OF
B —Ff i B -5 MR IE 2 27 A 480 SN A 3 If
B, BT T T A R A A A R, O LS
IR BT R %A 5, 1 IL-1a  TNF-a IFN -y
AN R F B RBCT, OF AT LA 38 = K/ ICAM -1,
CD54 ZEN i ZE B o712, 51k SR N (432 . A3 91
@R TAO B35 1K P 40 jE 9 25 Bt 2 F (intracellular
adhesion molecule—1, ICAM-1) B A K £ &M, #£/R
TAO WY& AT RE S A, [FIRIESI TAO F RN
M3 ICAM -1 3455  ICAM—1" 4555 I F 240 i o] LAAE 3% 2h
] TAO B SRR R ED ™,
3 OF 5 &HkENT4HAE

Tt AT R 5T o, TAO 838 A1 J it v A B8 27 4k 40 iy
B, X el i ek A R PR CD34 , I REIR T AR
HEZ5 47 2 2 i TAO &35 OF 1y— AN H#F—CD34 " 1
L2 0, 33X A0 A VR T B R A B A RN B Ak R
IS R, 25 Z 00 H SR RAE N A5 A T 4L 47
U R F KL N 2R (CXCR4) | T B R A .
IGF-1R KX jgetE TSHR, HAm b i My gt TSHR 5 bTSH
B M22 4555 , P s KRG 1L-6,1L-8, IL-1B8 , TNF-a 55
ZHAEL 1203 Fernando 2548 HY CD34* 5 £ 4 41 i 7]
RIKF KR Tg K TSHR, 33X &6 21 2 41 fifd i85 7T DL IR 3
Graves i £ 1 FFOIR R, 457 21 4 40 i mT BB 2 8K &R TAO
5 Graves i 1) — PHF 20 Graves i B E IR 10 P
ZT- A4 200 0 4 R B AE A L B 1] R IE 2H 2R (0 3 I 0, B4R
T NEF 4N TE TAO BYJR IR & SRl BEA EEAEH .,
4 OF 5 TAO HI3&7r

Wi B iR R IOT ST TAO MR IT U A
BEL, 000 o1 240 L PR 706 P YR T BT B A . T IGF-1R 2
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5 INGE

OF J2& TAO Hi HIE 3 42 3 22 ity H 248 e A0 A% 17 240 L, 7
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