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i HUIR IR 48 (Hashimoto thyroiditis , HT) 218
P b L 40 Jf 44 FEOIR IR 28 (chronic lymphocytic thy-
roiditis , CLT) f¢ % I 1 Il RS A, W] 0 R i 2y RE Uk
B A T RO R o £ R AL S D
HT B RB4E B, R etk m (B ek 1:8),
SRy JEE M FE R P o D R R CRR g s 4 A b
WS HT X7,

ZMHLHIZ 5 HT &, 490 ORI Bk F1 (thy-
roglobulin, Tg) H &% 8 a5, F¢ 7 P T Ik T 40
IERERIHURER, THER - y(interferon-y, IFN-y)if
N IR IR 0 2 it ( thyroid follicular cell, TFC) %
KB LA R A 1R (major histocompatibility
complex, MHC) 1 2845 ¥, it — 2P JHUOR ARAE [ b, B
VE AL BRI L 5 200 B % 5 s 2 B RO . 4 i
7L 3R e e AL v & 5 B IR A A

1 BT XS 580%

1.1 e Lzik

fE HT BB st # v e B 7 Koz R 2 5k e
0 A FR AR AL e 6 Bam Ae R g 1 A B
oS ST I B FRFLLAELE I G . #afkEF CXCL9 .
CXCL10 .CXCL11 }; CCL2 % 5 [ & %328 1 HUWR i
Ji (autoimmune thyroid disorders, AITD) ¢, H
H1 CXCL10 5 HT KR /% V). Antonelli A %1
YCARE HT 3% M35 CXCL10 YR T1 e B 5 HUAR AR Eh
VIR T 37 AH G s S e 4k om HT i3 TFC &R
ik CXCL10, fHEL R AR Bt ( PTC ) S & 2 HUR AR
SR A IT 8 R R AR g v T R
CXCL10/K -5 Al T2 5. LT4 s
FR BRI B DR B2 4 2 HIR IR K (recombinant
human thyrotropin, rhTSH) J&6¥7 51 # #) TSH F =
KRG M CXCL10 KFAEfk . X BeiE 4R HT
B CXCL10 /K FFH i Al fig 5 B B S sie A0 50 5 42
LRI 2 (thyrotropin, TSH) HI# G, [Alff 42
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7n CXCL10 A BERE A RAE W AR iC ), o2 — A
1RZEEHRIRR bR ICH)

HAEIR T34 CXCR3 Heb) & B fi Bt T 41i
(Th) 1.B 1 NK 4 ii 5, 40 HE T 40 Ml A K3k
CXCRS3 , {HAE i 1A% 28 4 Jf 2 8 Wl B, b5 &
I TFC Wil )5tk CXCR3'®', CXCR3 Stk
iG55 G I R 2 R PR IR AL, BOS
HILEEBERE 3 — J ¥ ( phosphatidylinosited 3-hydnoxy
kinase, PI3K) &% &% Ras/ERK 4%, PIBK #i%
65, FEANMORE b A BUEE — {5 PIP2, 4k 1 1% b Akt,
Akt BEIEJHA 54 55 N F NF-«B . # EUIRZE R, NF-«B
FEM B 5 e BB R T 1B 8 A, TR SR TE
Akt B R AL BOE IKK (1-«B A3 ) , i3 NF-«B
B0 2 40 4% N 515 S CXCL10,CXCR3 J% IFN-y
st Al D FIE R 0E B 7 mRNA [k . it
P RGIEI S ARAF M T g2 R 55, I B 400 R 19 33 AL 5
ZNF-xB fF5H NS5, R EY NF-«B 7 HT
YA R 240 b B 2 B R T IE R IR AR AL
41,3 F NF-«B [ fEZ 5 HT &7,

FESZIOTE B B fa e R BRI (EAT) R R
P,CXCL10 5 CXCR3 254 )5, 5% Th1 k41 i 5%
G IFN-y, St R T 40 TFC =4
TR Bk F TFC 2 IFN-vy HiliJ5 CXCL10
MRNA FIFE K260k o A HUIR RS P S8 FF
R o IFN-y FIHREIRSE T o (TNF-a) , 25 IFN-y 3]
W, 15 ) BCR R A0 9k B 41 i ) TFC 2543 i CX-
CR3 i & afbd +, ik — 554 Th1, Th1 XKk
CXCRS3 J£43h IFN-y" ", fy e HT a] fig K AH
KHATEIH F 2R PIBK & A2 B0 AL , HAR AR H 2 A
Bl FFLITINEE B B e RE i Ok, LTI PIBK & 1%
AT RE R BELIBTiZ 9 i 3 72 o

1.2 Th1 5 Th2 %

CD4 " T 41 i n] 434k J8 P 1 48 i 2 78 N D) B AR pid
AFEAEFE, Tht F Th2 , EE RS S AITD &
AT B DI AH O . DR ER , HT J& T+ Th (534
B , AEAE Th T2 LR (%) b8 AN Th2 74 241 Jifd [
TR, Th AR08 Tg B B S R i , 51
FODR AR 4 IR, B 2 >

IFN-y 52454 5 306 STATY f5 5% 1%, &k
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kAT T-bet, 2 4IHE Th 704k Th1, Th £k
IL-12 52 {4, 36 1k A9 4T )7 2 52 41 ff ( antigen presen-
ting cells, APCs) W# 241 fig (DCs ) B W 41 it j=
Kig IL-12, H p40 WAL 5 IL-12 321k B, ## (IL-
12RB2) 454,15 Thl e e o WF9E & B, s
REIHESH EAT KEHRAE AN IL-12p40 mRNA 3%
K FRET . HIL12 BUFRIEEREE (mTg)
LRI IL-12 ZRBUIRI A5 & B A B fe s ok FUR AR
Ko MK mTg G 1L MR AT I AL A IL-12( -/-) B
(FRE IL-12p40 JEH Y DBAA B AP, AL IL-12
(+/+) B, B &% Kk EAT LB HRGTE, 8 Bt
IL-12 Hi 4 7] B 5 22 ff EAT I B AIG45 S 1k 4k 7k
S BEEA IL12 ZERRRRE AR Th SRR S i
FEAE, R A, IL-12p40 W 24 7] 38 3o 7= 4E
NO F#X Lk 1 3 (Fork-head box P3,FoxP3) %
ik Bk g 5212

IFN-y 2 Th1 BUZHAEE . IFN-y Sl/i & 3
A AE 55 APCs K H A 45 TFC ik MHC |
M Z57, LR 7 X2k B a7, T
UMM SEAE B SAE TR AL . TFC Bz HUMR 5 P 35 1 4
B4 i ™ A5 1Y IFN-y 38 33 05 Caspase i HOR i
JEMLPH T o R A T A IFN-y BT LB B i %
Tg Fe bR s . SR — B HFSE R, IFN-y
FE AITD (9 & 9 ML A OF A 06 77, IR G O 2 S A7
NS

Th2 H4hHE T e STAT6 15 5 &2 80E 401k
ik, IL-4 ZIRETE STATE {55k 1%, Fikit 7 H
+ GATAS3, /5% T 4l 1k Th2, Th2 43l IL-4 |
IL-5 \IL-6, IL-10 IL-13 %5, 4 Bh B 4 s, /=4
H BPuik, - 2R s, [FRF, GATA3 T STAT4
R K IL-12RB2 , R Th S s> .

1.3 Th17 S840 1

Th17 A0 A 15 T 408 (regulatory T cells,
Tregs ) J& #7 1 & I B A A I 2 BE Y 48 MW #F
Th17 40l i 4 HE Th 28 IL-6 Fids b KN T B
(transforming growth factor-g, TGF-B) Bt51E 4
fbiik. IL-6 £ STAT3 {5 5i&% . TGF-B 1£ IL21 %
e 2 F ik 3 T RORyt, S T 40431k
Th17, 70 IL-17A R+, HT B3 508 I IL-6 7K
I, IL-6 5 TGF-g B /EM 15 Th17 4346
HERIBITILE HT B & &3 Th17 T, FF
Th17 Z5 HT &bl " . M2, Li D 251 g
FHT & ML 5 HURIBRALSL L7 ASE T, i
RIS 1P R R MR s A, B IL17 KRS

HOURREEE R IR AR LT e AL R AR DG, BLAM  HT iR
& B I 2% 41 . ( peripheral blood mononuclear
cell, PBMC) T RORyt il IL-17 33k 84 """,
NODH2 h4 /NRAE S LA S N B &4 HT, /MR
FHUR AR IAIESE Th F1 Th17 B ssm ;w17
/IN B 2 4 3 T 2

Treg 2t A D3 525 248 422 fid AR S ATL 1) o0 43 06 K o
VAR R B R s I AR . AITD iz
W CDAT T 4, /N4y (10% ) % ik CD25"7
CD4 "CD25 " Tregs £ 1 TGF-B #1% Smad3 i %,
FEIREE ST FoxP3, B MW T 4y Ak, il it T
P IL-12RB2 i1 T-bet HyFik, BHLWT Th1 44k ; 104l 5%
ST GATAS Tii LT Th2 4Mb ™, b 44 0z it 2
HOCHEAE T, 5 HT WG A 56, 76 39 55 5 oh 3 Jm
Treg i TGF-B nl il EAT &4, 3K NODH2
ha /NS i He B AR 7 R8T 2 1) FoxP3 ™ Tregs fij
Tﬂ]ﬂi‘ﬂ AlTDizoi .

WF5EIAH IL-10 X HT #F Rt Ry /e i
T8 MHC I 254 7501 APCs HIfE 1. shises i
K IE AL mTg B0 L 2 IL-10 3% 5% )5 1 4T 2
CBA/J /INER, FUR M P 99k 0 200 it 332 Wi 45 K m IL-10 4
WD K gt IL-10 9 cDNA 75 21/ BUFUIR iR
0 7R U T 20 M T k2 s mTg 5 8 ER A 00 5 1 /)
4 GM-CSF Ab 3, AT 75 5 4 2 9 i, 2 [ Bsf PR 4]
IL-10 2 ARG AR MIHE I T GM-CSF Ryl &l 2"
PE—2E 5NN IL-10 (3 4000 i %8 0 vT RE 3 o | A
Fasl 223k . i 5 B IR MR P9 32 10 10 Ok B0 40 it o0 1= 5
LAY

HT i =245 e H k. 24 HT &4 ke ,80%
PR C IR, T A BB ARIRYT o A BT 2 1
AN HT WWIF A S0EZ

2 DI T R e B3R

2.1 DUBALIE F B H 32 R R g 0 ) 1 259
A B R ) SRR, e BEL VBT 1 200 1 4 i 5
M, (1) BLKT CXCR3 4 CXCR3 ™'~
A, CXCR3 =% & 4% $i 7, 7T 6E 4 1 90 Hl % iE iof
P22 20 LR PEPE R4 CXCR3 A, I A= R IRl
SRR B IN B R L A, TR (2) B
A HORIE FH I PR S FESTAR (mADb ) 1A Ak B 7 5 1) £
T2, /112 50 H 75 5 0010 B 1 19 40 W
— R P2 R AR mAD B HEA IR PRI
(3) Mtk R 3 IR AL B 7 N-R i 5315
S B X, TR B S S AR Y R R R B
SSVER . YN L -1 (monocyte chemo-
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tactic protein 1, MCP-1) , il /& X kE—FhFEHTHI , 1
MRL-Ipr /N AR T R R (4) 45 &
1 H AR 4 E 40 B 7, an i i T 45 A & A (TN-
BP) Al ¥ EdT TNF sZ KRl & & 1 . IFNa 3214 (IL-18
SHEA%.

2.2 RAAE R

& G E R FAm 7004 LR JURR, s (1) it &k
HitE A B 51 ) 18406 2K ( peroxisome proliferators-au-
tivated receptor, PPAR) a7, PAIE/E I RS [H
%1k PPAR-y #1 PPAR-a, PPAR-y 35 ( % k%
H1 , RGZ) M54 il {2 4 4iE K- (IFN-y # TNF-a)
P53 CXCL10 (943, ANMGE 1 #E Stat1 £tk
0 H# G ERK1R & 4% NF-«B A 5 9§t & 1E
R WFAIE S PPAR-o 38 31 (CHE T D145 ) i ik
FESEHLAD, FIR 1-kB . R CXCL10 mRNA )ik,
PRGN 40 il 42 % 9E 5155 5 1) CXCL9 . CXCL10 F
CXCL11 {4r s, (2) W #ibkmk, 5 RGZ A,
FH 255 R s o 12 R PR S0 1 NIF-wB 227 v 1 L S
SN, W] BE BV T TRC R fee i /e . (3)
YA D 2RI FR% 0 M A TS L 0 Ik T 40 i 5k
YK D(VD) 2R, 151 VD 28004 3% 5 fL B (A A1
TR S8 RE 735 S 19 CXCL10 Ay 23 0%, 3 43 B 1hr
TNF-a 5 5 1-kB PR 3 [% i, & Stat1 i& 12, FH WY
NF-kB M % 5 £ 27

2.3 il 5

ZEREAYHT R AT AE G HT 28355 1 s ik J2 | Al vA
J7 3 I~ H ., B TPO-Ab T FE I 3% F M, RDIR S
E I B U 1 N R 0 Y A S R S
EAT K TFC B BT 1 Fas HyZRik i TFC
PHT- S R A%, N T RLAL AITD gER 2% %,

2.4 HIRRITI AR

TAHEZ R (Tripterygium wilfordii polyglyco-
sidium, TWP) TWP £ZH TIRTr R RIB MK &,
RSN Th1 28 IL-2 (IL-6 | IFN -y 25 41 itg I 5 F s 5%
T NF-kB 35", Sh¥scii & 8L, TWP i 3 A%
EAT /N BRI AR BRI B2, (RS i EAT /R
Jtk EL g Y 48 EAT KBl PBMC ' CXCR3
FIKWIR T 1M CCR4 W] 2 7t =, CXCR3/CCR4 [t
{H FF%, #2775 TWP 1] figii i 44 CXCR3.,CCR4 7k
L8 EAT R BUAR P Th1/Th2 “F-f, 0 HT &
i o A LR A B D A 7 RO I 8 2K A
W F ik TWP FTEEAIR TgAb A1 TPOAD Jif 2, 1 ik
{9 FELR TR0 /NI Dol PR R R 004 L S R R
WFSEULE TWP 38 i 0] B B G SO sl HT e o

ANZ R (Ginsenoside) HA7 5L ) f0 58 7 35 1F
FHAR TS KB 4 B & I IL2.IL-6,
IFN-y %2 TNF-o'**', A Z B EI% EAT K TgAb
1 TPOAD i ', il # i i T 9 T-bet mRNA %
ik, Fi# GATA3 #il FoxP3 ik, #I| Th1 40 iy ik
AR HARRR L

A% (Prunella vulgaris L.) %} 3 98 5F &
BB DRI R0 : (1) 42 5 B 40 7 W 3 2k
S5 R B ARG EK AR (PVAE ) 340 R 06 40 it
NO 724y, Il 4t A K, I 5 05 200 it A 5 40 it [
FALFHE TNF-a IL-18 . IL-6 LRI 226 0t
I Je F 5T s PVAE @1 MAP I8 3800 14 42 il
NF-kB /15 14 20 g [ 72 3 K 45 S e 98 4 1 T
(2) MBS RN . (3) Pl AR RAE B F 551 T ik
O 20 Bf 35 Ak XF 15t 9% 1 45 W 48 (ulcerativecolitis ,
UC) KB RL, PVAE AT B sk a2 K BR 45 i 157 4
FFEIMAEH, 3 F I IL-13 2235, M6 TNF-o 510
SEl g RE ) o SRR T ORI , 1T 8 oK
IR IR R R IR IR T R &2 i i — 25 46 /N B AIK HT
B TgAb Il TPOADb KT, X IFN-y 755 1) HUAR R
AH S AR 95 FIR HE i 2T 4 40 i, PVAE W] 40001 e 2T 4 20 fifd
Bt A 0 37 S IR ) 3 0, VR K 5 A o 2 A 43
(ICAM-1) [y 335, BHLIE T 40 M3 1k, D52 oy 30 e 8
A TR

25 Lk 7 HT g sl # v, CXCL10 [ CX-
CR3 A fig 218 1 [ B S5 RAE 3 2l R S A7 A6 1 56
i, 2 PIBK 34255 1t 40 M 78 HOIR IR AL 2L =
EME AL L Th 364k SO0 %, Th BU4i i N7 -
P . Th2 RU4NHL R F T 9, B e 5 B 5 %05 0 3%
T, 5 R IR 40 B3R s HT SR Th17/Treg 2% £,
Th17 B 75 0 RN AR 73Rk, &
55 RAE K ARE N 8, 3N Treg 43 i TGF-B /]
WP 3A)7 LT PIBK &42, i Th17 &
2 AR 2 0E TR B s i AL R Th B4 i
R IRFTRE AT BT R AE L . THAZW AS
B E AN R S 2R P AR AN R R B
HT %y sOwAE -

HETE R L3 HT FBoA B, — i DL s 7
FETREHUR IR Z IR YT R E, F5 & BB Y7 I RE U I
Mo FZ5REG HT £ 2R BT I6 RS RF 5T, BEAL
XU X RS A /b FLARIE M R A3 T P AL AIAT 250
TETT R, T S A A o TR — 2 IR A A
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