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[ Abstract] Graves’ disease (GD) is a common organ-specific autoimmune disease, and its pathogenesis and
etiology are not very clear. Currently, it is generally believed that the pathogenesis of GD is related to genetic,
immunological and environmental factors. In recent years, a variety of immune cells have been found to be involved in the
pathogenesis of GD, which provides a new idea for the diagnosis and treatment of GD. Various studies have shown that
abnormal expression of helper T cells, regulatory T and B cells as well as abnormal secretion of cytokines, are related to the
pathogenesis of GD. Therefore, this article reviews the role of helper T cells, regulatory T cells and regulatory B cells
in GD.
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SPRCRAVEE, RIIL, GD U T NS B A f e
GD 4 KT 20~40 2 By RN bk, 5 2o ke Lt il
1:8"  GD MG AR AE 2 ML P A2 R IR 3 2
& $t & ( thyroid-stimulating hormone  receptor
antibodies, TRAb) | FFUBR i 3ok S50 AL ) Bl HTAK ( thyroid
peroxidase antibody, TPOAb ) . HfR Bif Bk 25 (1 T 1K
(thyroglobulin antibody, TgAb) 4§ H & HUik 84 7= 4,
SR R AL AE ST R OBR R R 18 ok B
WrBL, Bk R 2 I R 2 2K T T GD Y
HIRIT T, B LIRYY GD 805 Ryl iU )i
IRYT 715 X HURBRAL SR LIRYT, REAEA 2L
JEI B LA b IR AL, DTN HH AR R 2 2L
TREHE R S 224, it b AR IR 1B A

GD 19 & AL L DA i R B A, 05k Ay
GD HYARIR T RE 5 S ey 3ot 2 R A% 4 S 3R
BRAER AT G, Hoh e e MLl 2 GD kA Uk
DR, REITFRERYW, ANFE AR B PE T
(helper T,Th) 4, 1 Th1 Th2 Th17 JE¥I4H B T
(follicular helper T, Tth) ML LT
(regulatory T, Treg) A, FJT5 % B(regulatory B,
Breg) 40 i 7£ GD 1) 4 % 27 & 9 ALl b ke & 2 AR
W R AR SCHE GD B 40 M S 2 A AL 1

1 Thl/Th2 %&#5 GD

Th1 4 B A 40/ F (interleukin, IL) =12,
T3t 2 -y (interferon-y, IFN-y) | 1L-2 VL M 5% ¢ K F
T-bet A S 4G CDA™T 4UAE /i 7= A, F 2
gy IL-1, IL-2, IFN-y 156 {628 K A 7 - B
(transforming growth factor—B, TGF-B) 554 Jg [H -+,
A 3 I 4 L R Al T 9K B 20 A s I 4 98
T 40 B A 3 0 B0 1 28 5 TL-4 B9 AR TE A T B iR
CD4"T 4iffi 434k R Thl 4088, 4G FIFfE2E Th2 40
(A, T GATA3 #5255 Th2 47
1k, Th2 401 3= %4 % IL-4 1L-5 1L-6 IL-10 F11L-13
A JRE S B A0 R A0 AR B B bk
(77 A T SRR e 25

Eshaghkhani 25" #ff 58 & B, GD & T-bet il
IFN-y JEH mRNA 2% 35 7K 7 45 fgt B Xo) i 2 B e 7
5, 1 GATA3 A1 1L-4 JEK mRNA ik /K TR [
I, AT T RE T A ZH , GD HR I 1L-4 KSF B 3
REARR, T TN -y 7RS4 fdt Rtk I k2 v 5 ik e 5 2R
$27R GD SBFHFETE Thl/Th2 Je A, AT 5B 5 905 (1) &

FHLHIAA O, PR, 5 A0 A AR e, IE E IR IR
HZH ) Thl 5 Th2 AL FITCH B2 5% 51EH
FUR IR AH EE, GD FR IR ZH 2L P 4 Thi 40 0 B 9] &
F/0 T Th 400 L) e S e L2t e st
A A A I UL 3 Y TFN-y (TL-2 TL-4 J¢ TL-10 7K, &
P GD HRF I3 IL-4 A1 IL-10 Ak F2 258 T
faERREXT HRATL 17T TFN-y 7Ktk 20K T fa BT B4 i
SR IL-2 KFJC i 35 v 22 S5, (0 5 ft B X HR A AH L
GD %  IFN-y/IL-10 , IFN-y/IL-4  1L-2/IL-10
1L-2/1L-4 45 ZFEA%, R0 GD 83 HUAR AR 4141
Th2 1AW S5 I8 14 LA K AF S (14 200 B PR 43 s 43
%, 330 Th1/Th2 L2 M H DL Th2 405 0% 449
RERFE

Zi b, GD W& %5 Thl/Th2 -1 2k I8 A %,
B2, GD " Th1/Th2 A (1) 4 a] AT SR A7 AE 5218
R, Aok 5 220 2 B 90 ok i — 204835 Th1/Th2
SF#RE GD R RYVER

2 Th17 4B, Treg 40 A, Th17/Treg & # GD
FEI1EH

2.1 Th17 @15 GD

Th17 Z0fE — B8 K BLAY BE 7= A2 TL-17A [ 1L-
17F IL-21 F1 1L-22 () CD4" T 4 AE; 1L-18 \1L-6
1L-23 5 4 B 2 #H ¢ KL 3Z 4Kyt ( Retinoid-related
orphan receptor gamma t, ROR v t) i 3%k &[5 5 5%
S ANEL SR 77 -3 (the signal transducer and activator
of transcription-3, STAT3 ) g P 38 #% 7E Th17 4 i 11
SrAbriR R mEAFE, Tan 5517 R B4 GD
B A JE I R S B 40 M8 ( Peripheral  Blood
Mononuclear Cell, PBMC) 1 IL-22 #J mRNA ZEik K
PR L-22 Y8 AR KK R 8 s it GD gk 4
5 {6 R ZH A [, ROR «y t. IL-17, IL-22 JE A
mRNA 1 IL-22 2 [ &35 K JC 1 2 1 2% 5, R W
Th17 41ATES 5 T GD kit 2, Li 55 Bt
FERI,GD BESN A ML Th17 4 ECE 2 3% & T
X RRZH 5 55 R RZELAH LU, R 28R 97 B9 GD FIAER
P GD HE AN 1L-17 /K-8 2 TH i 122 i)
GD MR i 1L-17 KO 3 AR b, o 3%
S R, SR A M, w112 6D B
AN AL Th17 400 235500, GD 20 3% 414
1L Th17 20 3 55 M 3 H 60 O B9 — Al AR B s R
(free triiodothyronine , FT3) | IfiL 5 7 25 H AR R 2K (free
thyroxine , FT4) 2R E AR, Zake %[16] Wt &
L IL-17 78 GD M HUR IR b By kK F i T
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JEEVR FROIR R b f A, 2R RS R g R B, S fE R
X HRAHAR L, GD BE A GD R4 RY Th17 4iiE
FEBAN TL-17 53K 238 T TRl Th17 4 L
BIH IL-17 43K FE5 FT3 FT4  TRAb /K FE3 5 E
FHOC, 55 42 F AR B i 3= Wk 2 ( Thyroid  Stimulating
Hormone, TSH) £ fi#36, ZEmi %" W58 & B GD
BEDINTE 1L-17 & TR gl i — 2 gl b
BRI, IL-17 78 GD KiAYTdl e, GD R4 41k
2, B m PR A, 2 5 B G FE G
G973 DG I ARTE R B S50 2 46 A5 s GD 455l
ZHIY TL-17 RIRAKCEAG, B v TR R {H 22
SIG R GD B MG 1L-17 ()R KKF
BEE FT3 FT4 TRAb AV B2 0E [ 2048, 1 5 TSH
(e S s, ZEA DL 25 R BT, Th17 40/
AR F 1L-17 ATRES 5 T 6D W kA M k&
it AR, IERTE R GD A EpRic

1L-23 fefE 15 3 JF H AL 3 Th17 4051 1Y 531k Bl
24T TL-17 J2& Th17 20 AR5 Ak e 40 A PR i = 22
RO R e AT R R 4 1 LA Th17 48 R A% 0 19
11-23/1L-17 G S AE il , 30 28 SE4E B0 200 g A v
74 308 RAEFB AL, MRk RAER T, 4k
SOV R I RIGIT GD B LI 1L-17 \1L-23
(1) 3R KA i B o) IR 2L 359 W 2 T 8 5 SR AR
e, B ¥RYY 6 A A R 1L-17 (IL-23 #9450 & 17K S &
FRRAG (O 3 i T AL, R &
GD 4 "”'1 JAY7 R FT3 FT4 IL-17A IL-17F IL-23 3%
TR HE i ) B2 I 3 7 /5, 1T TSH. [ 2 387K F
W) 6 2K T4 X BB 40 GD HR 1 FT3  FT4 | IL-
17A IL-17F [IL-23 K2 L iRYT AT 3697 1A H
& JRIT 3 A A SR B REAR, T TSH 7K I 3% i
B A 2 R BA G2 E R G IL-17A IL-17F
IL-23 /K- F-Ffi%E TSH 2 m ek 48, 5 FT3 FT4 &
IE AR s 25 L R B GD B ZE IR YT AT IL-23/Th17
ARG 7 52 A K7 W AE D LIRYT Z )5 B
FEAR, X S T 1L-23/Th17 Bh7E GD kA= & JE i
HEZEMEM., AR MRIE, 5K M IL-23 51
) GD 41 PBMC #H Lt , 1L-23 Hili# %9 GD 20 PBMC
ROR ~yt Fl IL-17 £ K mRNA 23k DL KBS 3% E 5w
HIL-17 85K T iR i T IL-23 Al
YRR A Y 1L-23 SZ 1R 45 & AR iF Th17 4051k,
MiZ 5T GD AR,
2.2 Treg 415 GD

Treg Az - T 1970 4E Ay 45 0 < Ik T

YA S — B LA G2 S0 D) e S REAE 14 S ARk 1
AERE e AN A R T A —,
FE B B 328 1 6 0 H 0 o oo 7 Ol R 0 1E
P Treg 4 M3 1 3 36 TL-10 FI TGF-B 73835
S G e 2, LABH Ik 11 B B e PR s 1) & A K
| o = ) (fork head box P3,FoxP3) &
Treg 2 % B A HE 1 T ZLJH 15 [F T, Treg A
FoxP3 JE R A S R 0 7 L8 47 T gg, i 53k 2
it [ B S Re v Ju R ATTD By & A

Vitales-Noyola %Dﬂﬁﬁﬁﬁf%, GD BFy1 A
PP T(T regulatory type 1, Trl) 4 i %5 o 45 fi FE
Y REJH /D . Teniente-Serra 2512 5% & ¥, TRAb
WIAFAER) GD R34, Treg 20 At Eb 91 BH 5 AFK £t B %o
M8, Tan %' & B GD #44 PBMC ' FoxP3 #ll IL-
10 JEH mRNA ik K- K 1L-10 2 9 R KE GD
GEAf L M) B4 35 8 35 T 5 53 Ah, GD SRl
FoxP3 IL-10 Z£ K mRNA il 1L-10 2 (A £ kK F 5
f Xt ATAH L, o F 22 5 . Li S5 A R
GD % PBMC ' CD4" FoxP3" T ( Treg) M Hi#% 5 A
+ FoxP3 mRNA 7 it W] W L T fat B X MR 41,
Pawlowski 257 BIFSE K BR, 55 45 1 1 HOIR IR b R
AL, GD HE ) CD4" Foxp3 4 ig LA Kz CD4"CD25*
CD127 (low) Foxp3* T 4L 45i % Fl CD4*CD25* CD127
(low) Foxp3*/CD4*CD25 (high) CD127 (low) T 4H i
B ETE R Z (N

HUNREE S BRIE R, 76 A3 TL-21 JBET, 5
GD Wk 2 21 Al B Xt R ZH AR e, GD BB 35 1Y FoxP3
IL-10 L mRNA il IL-10 & [ £ ik K 3 8 & T+
# L8 GD WKAZ 4l SR IR e e 2 7 &
IL-21 FI#E , GD £ 1 FoxP3 | IL-10 #£ K mRNA
A IL-10 25 F A9 RIB /KT8 5 AR T IL-21 J3AT ;
1L-21 A REGE L 406 Treg 240 Ml ) 534k S L A0N 53+
IL-10 {4306 , 18 Treg AL HL B AN DI RE T B, AR
XN T AR M dI a8 7, AT 2E T GD /9 &9 .
Wi L BGIT T GD e Treg 40T L] H B
TR IR, 22 R A G B G207 R,
RITIRIT A PUHARBR PRI TS 3 A R
6 1~ H Treg AHMELLGI XY & TiRYTHT, H2E R B A5
TR SGIRITIRSE 3 N H K8 6 A Treg AL
BIEBT R 25 YIGIF A5 IRIF A 22 % 5
TR G UL FEE SRR GD B Treg 41 MO M
IR E AL IRIT S5 T &, R, Treg 41 L
BIRTRERIEM GD FBEIRAS KR I7 Ja i R 5 s 5%
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HEbRZ —
2.3 Thl7/Treg F#5 GD

AR, Z A58 K BT AITD B34 Th17/
Treg B LR H . Qin Y BFFE & B, GD 4 4
JEIL Th17/ Treg HUAE AR EEXT IRAH & T imy . T2
4P 9T & B, GD HE I 1L-6 . 1L-10 A1 1L-17
K- 2 75 4 BRE X BEZH, T TGF-B1 7K P T feke B
Xf HEZEL ) DT (8] 4% S e GD % Th17/Treg 3 25 F
WA REMEF TR . Zhang 5l 2 GD HBH I
1A Th17 F1 Treg 4HA A4 %R, & B0 Th17 40 M4
43 LR T RE S S T, T Treg 40 50 & 5 (g
R X HE LA L ) S 25 ek /0, R B Th17 F1 Treg 41 Y
£ GD HE il FEAEH . Bossowski 457 2 F
X AEMIAR BT GD 855 0 Il Th17/ Treg 40 MU 1
i, % B CD4" 1IL17°/CD4* CD25* CD127 Fll CD4"
IL17°/CD4"CD25* CD127 FoxP3" i Ik T- et B X HR
4H, HFfi% TRAb S IE RS .

i, #E GD WM E A K R T, Th17 4l
Treg 4 K H: 40 il K 7~ 1L-23/Th17 %l LA &% Th17/
Treg P EEZAEM, ARFELTIRAMIRE GD
() KR ALEIIT R GD 3R B VA TR A

3 Tfh #fE5 GD

Tth 20 M2 I8 1 B Sk B4 M 55 R R T
DN — T A R B B T AR L Tth 4R
I3k Z BN SR SR T Bel-6 Y% I 45, Bel-6
A Tfh A0HE rh 2235 T AE A0, 4 i R 23k
Tth 20 M FE 0 H SRR 2R B, 1l 3k CXCRSPY

Wang %5 58 & B GD H 5 Tth 40 g Fb 4]
NG, R W Tth Z0EAE GD A& Hh e 5 2 A 1
F. Chen 255U HE5E K& B GD & 4N E I Tth 20
JIL R L B3R, 4 AR R A AR B4 S, Th 40
e B s /b B B RN Y B S PR 2
A, Liv ZEM B9 T GD B0 i rp &% 0 16 26
Tth ( ¢Tth) 41 g S H: 20 it S0 A ( Tth1  Th2 A1 Tfh17)
(AT, K BRASNE cTeh 4 A A THh2 SV FE A5 5 488 Jin
[FF,GD B cTh2 (& Pd-1Tfh, PCs) 4 M5 L7
TPO-Ab K2 IEAH G Bl BFFE E 0 cTth 40 H 2
HAWHELE GD 1Y & L Pk %5 EZAEH . Zhang
LD L BAE GD FURBRALZUd T 41 A 26 K 7
(IL-21 IL-21R ,CXCRS #l CXCL-13) #Y mRNA £ ik
JK - BH I 5 FAEE B X BR 21 ; Western blot & 1 45 S ik
7R, GD HUARHEZE 2 Teh 40 SR 56 19 8 1 KT

IR o T f B X B 2 TL-21 76 AR R 20 2 rp i
mRNA k7K V-5 HUR AR BP0 K P 2IEHE,
$R7R Tfh 203005t B 1 TL-21, HOm 3 5 AR
WRELAE_ LAY IL-21R 45 &1 & FE1E T ; seab, il it
IR LA P A 5, A A S FECAR B SR8 44 ( Thyroid
stimulating antibody , TSAb ) | # B, IL-21 7] DA B 4%
BEGE Tth 408 00 AW s, R AE GD BB,
FIRIEEER T Th 4125 6D RS, N
THEIMBEABKGE GD 5 Tfh 41X R, A%
ST SE ) GD /N UG LS R (45 Tfh 4 A7 5
55, KB GD /N BRIk B 45 R (Y T 40 i B 5]
EHan,

DL EARSE R B, 76 GD 1% &R ML, Tfh 20 g
EEFEERE, & A2 GD TERA M RIA )T
B SR, Th ZRAEAE GD & v B s UIAE ) & H:
5 H At G A A A A ECAE R 5 fe it — 2B 5

4 Breg 425 GD

Breg 4l 2 — S X S e it 32 4 5 o B PH 45 A
FHA G2 I 240 ML, Breg 4H M58 i 77 £ 1L-10 1L-35
FTGF-B KM B e T 20 i 0 G At A1 4 9k 12 41
HRLAR BT, M ] S g Y

PERIE , GD ¥ CD19* CD24" CD277 IL-10" Fil
CD19"IL-10" B bk E=% 200 Jfd 5 fadt o Xof HE 260 A b 32 el 2
BEAI' ™, R Breg 4UMLAYBIEETE GD KA K BT
ARERA EEAEM, Zha Y BIR R, W2 GD
U Breg 41 MY LE I AT 1L-10 JE [ mRNA 353 8
FARTAEREXTIE 1] Kristensen %57V %<5 Breg 4
MAEREREXT RS GD BB A Z A B 255,
PITRAF5E 25 S 14 22 55, FL0T g i B R AE 1, i &5 i
FEEWIZ GD B, MG ENAR GD BE T
BEKH 12 A 9 N 4320 SR LR MR YT
Qin 25 BF 5% & P14 GD B3 PBMC ' CD19*
CD1d" CD5" Breg 4t FL i .3 T [, 5% B4 (L
A AR RE G/ ) A E, 7E GD /NEU IS B 40 A
H1, Breg (CDId" CD5* CD19%) 4 g fir /5 Bt 451 1 it 25
ZUIL-10 M TGF-B mRNA ik & B EREAK, H g
TRAD {45 Breg 4L A7 1% B 41 L ] JRLe 21 1L-
10 LAK TGF-B mRNA ik i34 5L g 3 A o, i —
AR GD WY E AR AT BE S Breg 41 il = 72
FEE S

H M 1k, Breg 4HfI7E GD F EIRIFFE A X /0
HEAFMBFFEUEM, GD &R 5 Breg 4 1A .,
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Hl , HE— 5T Breg 4 H7E GD W AYVE R4 BY
THNGXT GD (1) G2 2F ALl () B A I 3 AT 1697

LiLYe
INGEFIREE
%N

5

Zi B P&, Th1/Th2 ~F- £ Th17 46 i, Treg 4

M2 \Th17/Treg “F-fi5 . Tth 40 fifl . Breg 40 E7E GD &4
Lok e RS 4 1 0 AR T, X iR 1 A
XF GD o PR o B ) BRAR s SR, B ATTAE e i A
HH R IR ) 45 FAR BLAVE T2 B2 24 1, HEOR Z R AL,
FRTEERAMBIFT GD W4 S e 2= AL, &
BB S GD A i AR SR 1) B9 240 A S 44 e PA]
¥ IFRABIE 5T B — P 40 | 20 M PR - B A B AR
F AT InERRT GD 40 i S 5 2 ALl 19K L, JF 2 GD
AT S AR I SR

S 3k
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