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[ Summary] Hashimoto thyroiditis( HT) is a classic autoimmune thyroiditis ( AIT) , characterized by diffuse
lymphocytic infiltration, destruction of thyroid structure, and positive autoantibodies. The pathogenesis of HT is
complex and related to genetic susceptibility, immune system disorders, and environmental factors. The imbalance of T
helper cell 1 (Th1)/ T helper cell 2 (Th2) is traditionally believed to be the main mechanism of HT. However, recent
studies have shown that T helper cell 17 (Th17) plays an important role in the occurrence and development of HT
through non-coding RNA regulation, autophagy-related pathway regulation, the balance with regulatory T cell
(Treg). These mechanisms can enhance the release of inflammatory factors and aggravate HT by stimulating the
differentiation of Th17, the inflammatory environment of HT also further stimulates the differentiation of Th17 and
amplifies the inflammatory response. The regulatory mechanisms of Th17 are complex and have not yet been fully
studied. Therefore, this article reviews the related mechanism of Th17 in HT to provide insights for novel therapeutic
targets.
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® Ziik @

B BUIR IR 4 ( Hashimoto thyroiditis, HT) /& 22 LAY A & 12
PEPERR IR 200, BRI LR 5% ~ 10%, 1 F AR R 52 9% 1Y)
22.5% , FLZAFHg st o HT SR I i PR A aod 4 e 40 i A
(thyroid peroxidase antibody, TPOAb) . B iR AR BR 25 A ¥t 1K
(thyroglobulin antibodies , TgAb) BHM: | If- 1 BRA/K 18 M bk B4 41 i 3%
1 bk CL BT B IR R 2T A A A5 42 | doe 2t B AR AR 2 g
R . HT AmPLHIESE 2%, 5 2R R A 5, IS Ak B AT s
1% 5y AR I SR AW B 45 DR 3RS R 5 T 75 | 3 ) i 25 L A Y
ARIRAMBIR . TSR M WF T R B PE T 40 17 (T helper

cell 17, Th17) %t HT B9 Gufie % L HLi A EZ 0, Kt
R HT &I GE A,

Th17 KRR T CD4" T 4 ffd, I A3 fb it 72l e fb A R R 7
(TGF)-B FH A0S & (L) -6 SF 40 H 7 HhR] %5 5, Th17 &
T4 IL-17 IL-6 iR FE A F (TNF ) -« 1L-22 1L-23 541 ify
K7, I — 20 SRR PR N JBOR HT B 90E SR sl HT
FEAE L EETHT B9 &R B A B, B A R IR 9T B
it , 33T X Th17 A6 5615 53 B% 0 P8 57 Rl Th17 204k, 7T
b IL-17 SEAE 5 240 M X B TR 50 T Ul 2 A AE B i, JA) I X6 Th17
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ARSEALH] A HE— B9 B F 3 HA 50% T AT A,

— . Th17 B AHEN T

Th17 iy CD4™ T 443 b ok, 324 515 35 X 41 i 1 gk
PR, 2 50 AT ENNEZ A SRR iEmn k
W MR T4k 3 AN BE . TCF-B 5 1L-6 [R] 77 7
A, 308 3 R ST P 3(STAT3) SRR 5 Thi7 434k | it
— g 1L-21 97 R EAR 2, IL-23 0 IL-18 N AT 4k 4% Th17
FA AR E T T E vy (IFN-y) | IL-4 1L-27 . IL-2
Je e TGF-B FTHI] Th17 f9404k, M Th17 F=A 9 1L-17 &
HEPMMERE T, T e # vl EH T L 4ii vk 4n
LT AT BT 2 AT S 3k BT i 7E R AR T AT SR A
LU FEE 2RI IR F = A4, 40 IL-18 \ TNF-o  IL-6 , #41k
R 4 ) 2 T b 40 - 5 0 4 e 8 9 RS IR b A 4
TR T4 . BETIRTFSE R 1L-6 %55 Th17 4L VE T AT
fii HT &0 T i AE S it , TPOAD i T 4 i ) il 84 il 75 5 TL-6 1)
B, it — 20K 3l Th17 (9431, 34 0 98 5E B 14 77 2 i o)
HT FE R, WA, ZI00F 55 B EH HT B3 11-17 . 11-23 2541
MR F oK - T, B CDA™T 40 ) Th7 64k 38, JESE T
Th17 J& HT &£ F & R EBEHLH 2 —, Hht 123 5t
TL-17 AL FBRA 7]  STAT3 315755 Th17 F5H070 4 2= ACH
HT B35 IR A 85O

. miRNA J 4L %

2019 4F Yi %50 1 B e vk PR AR R iR S e 2 ik
JE4i % RNA (IncRNA ) FI{E i RNA (mRNA) ARk K EiEfT T
PEAG , IEHRAE T 1615 Ff IncRNA 1 1 913 F mRNA #9298, &
M2 T3 ST PURIEE S EdNf(Thl \Th2 1 Th17) sk
A B TR RV AT R 6 08 1 28 AR 9% Bt 6 JE 4 % RNA A 5%
miRNA 76 HT B9 & A= & J& v Jin i 1) 1 FH o 3% 37 32 31 6 1
miRNA #3520~ 24 MEH IR, & — P I I IR i/
43 F RNA, W e 5 SR K P Sk B ek S SRR B e
PG — RIVEYEI RIS . miRNA 25 CD4AT 1y 5r 4k
KR R T YesE T UMb 97 1M R ThBE . BA 25 56

S

H

DET:

WET HT 825 15 & AR IR 4L 40 £ Ff miRNA 1) 22 55 %
K00 0 HT B9 miR-326 .miR-21-5p .miR-125a 538351400, I
AL PR Th17 MR HT B 508 )N, 38 1iE T miRNA Rk
K5 HT &9 BTG OCHE A B HT g Wr BUS &R
I EZLAE A,

AR Z W57 2 W miR-326 162 R MR ILAE  RGetkar
BOIRAS 55 22 Bl 1 5 G 058 k95 6 v Al 24 Y e nT A
miRNA 7£ HT & e b & — @ E . 2018 - — T 5%
FIFH NOD.H-2h4 /N RS BN 3% — R U E 4T T 33, & 3L miR-
326 AT Ets-1 38 (A9 235, I BK 8 Th17 43460 M i
S HT K90 5 T miR-326 4101 5510 5 W56 5 7 ax —&dnz, 2021
AE—TRBFSEHE— 2B T miR-326 3l W Ets-1 MW T
Th17/V55PE T 40 B (regulatory T cell , Treg) -1 Ifif F: 2 HT %
g AE A SR I B e A X BT HT #4996 HL
4%, miR-326 (N2 5 T Hh— &4 KwALEI (B 1), BLsh,
2019 AE—IUF 5T i LR AR B g i e KA R &R E N
fiti 17( ADAM17) 24 miR-326 (RS, ZAF5R AR B8 miR-326
ISR HT 35 ADAM17 7K-F-F+5 , ADAM17 AT /ER T IL-23
AR (IL-23R) , A #E 0] 35 1 1L-23 524K (sIL-23R) B BEHL, T
sIL-23R & IL-23R (5w 4 PEII I 57, 7] LASE S PE 5 1L-23 25
BT KA 5 EH . B LR HEN miR-326 1) RE i i
7)) ADAM17 3 8 95 1L-23/1L-23R/Th17 %, T 4+ 5 HT %
LA 1, {0 ADAM17 A& miR-326 FME—#05, PA I G
P5E A HERE miR-326 8 i HAB LA JE ST Th17 K, BZWF o
FEARSNIEAT AP TR A TR N SC S0 SFIE 505X — ALl . LA R34
7 miRNA 9 HT 2 Wibs S92 SCER B T H 2

=, mTOR | [ Wt {5 53 B 8 1 L)

AL sl 75 A 75 2 048 1 ( mammalian target of rapamycin,
mTOR) A2 K W4E A B P R R 7, BRfE
5T &I, mTOR Jir A~ 5 19 {5 5388 5 38 0 08105 40 i 756 2l (A 9
R BB B ) SR A RR AN AN R B RR A iR S
WS HT B AWML A ¢, mTOR TEMTFLsh Ak iy 38 LI

—> itk

—

OO

HTh17. 4B T 40H 17; mTOR . FE AT FHE H ; mROS LR TEPESR ; mDNA  ZRKI K DNA; ADAMI7 KA R &R E AR 17; sIL-23R
ATVAE A 25 (TL) -23 324K TGF-B . B4k A K -8 5 Treg: 151 T 40M ; Ets-1 2 (AT Th17, miR-326 A] 3@ 340 Ets-1 2 AT YR30 Th17
44k s ADAM17 FJAE #E sIL-23R HJ5, miR-326 Al #] ADAM17 3870 sIL-23R 5 1L-23 (0454, (§i75 1L-23 3 24 5 HA2 4K (IL-23R) 454 T & #5408 48
YE ; mTOR 15538 I A0S I A 1, IR 51 mtROS . mtDNA F AL, IR 3 Th17 B94346 B 1L-17 SE48 R R F AL T 40 iG] 38 vt vl 52 i

Th17/Treg 41 LLH], 2 5 HT &4

B 1 Th17 ARFALE
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FhE SR AETE, Bl mTORCI 5 mTORC2, X Wi & &4
P A B0 AR AR A ] %o 7 A 2 2 A U R TR B O [ Y
HEWTte, Erh mTORCI X Th1 F1 Th17 MR/ B4k
FH,AEVEAT Th17 (493 SRR P s 5 ke % 32 PR,
AR Z IS BHIE T mTOR 5557 27 HT R A B e
FH, R e A0 i AR AL B 25 TR B S O i 4
H AT mTOR 1 370 25 WA B 28 #F — L5 9 v O HL 4% 1 PR R FH 417
{8, FI A BEIRA T f# mTOR 1 FAMLE

2018 4E—THUAF 5T 4 B HT B3 HUR AR VE M 40 (TFC) 1Y
1L-23 K FFH &% T AKT/mTOR 3 #% , 33T NF-«B (55
B 1 g R A0 3 1 4 (ROS ) BARTTT M NF-kB 11 3]
(IKK16) FJ 48 i B PR Bt 20 v 40 e 1) 1 Wt 356, A ) ROS R,
H—UEW T NF-xB (558862 5 T A MG ROS AETH
(1), Besh,2021 F—IWF5E Bos HT B E mTOR/ B IS S
PRI (HIF ) - 1o/ W 2 fiff 388 [ 3006, 9K 8h T Th17 J3 4k, 9F 51
IL-17 Byad BERC ' LA R 5T & BXT mTOR {5 53 B ik £ 7
A B T 4ese T UM AR 2 M | 24 S B SRR AR L TS R
FeAR e O Pk g 7 4 % $0 ) ik mTOR A5 538 % vl %t
Th17 /- FHY HT BRIT A EES S E L,

mTORCT AT 5 6, 117 1 I LA 0 2 4 AR o 5 2 A e
AR MES SR A T RE , 2 A2 B 40 I 2% AT i ROS 1Y B 2
BRAILT , 53 5k S Bt 375 63 200 At i R 97 L 40 2 48, R 1
AR A AR IE 7 A RE A AR Bl AR 9T R,
AL U 09 HT K BUE ST 1L-23 0% AKT/mTOR {553 B i
TR0 T B v R IFIREN T Th17 Bk B TL-17 25424 1Y
TR0 T W A ) T A OGS RE AR A E LA S A
TAHSEBE S RESE 11 (ASC) Fil NOD AESZ AR 54 11 3( NLRP3) |
MNTSE I IL-18 AR, IL-18 W /E 3T Th17 1) IL-17 4§
SERERIT 19 20 0, AT BRI HT 4 28 9 2 7, b IL-18 %
IL-17 43 I PR HEAE A A A S, {H 2018 4F —IRLF 5% 1 &5
BE T B SCHE ST S T AR W R —1E T R ( DBP)
FN(EY) B LA Sy HT 1AL & BLAAE IR 1 IL-18 A fil & 3%
FH L (AP-1) B 1L-6 /K, #E1M 1% F Th17 =4 8 £
TL-17" e A 30 o A v B30 0 ) R AR B JEL A 200 e 25 35
B Zokifd ROS ZRiK DNA S & B, AT 51 A AR it
ANARAAR G , 58 i RS N E HT 51

HT B 98 5E 3R555 AT J43% AKT/mTOR/NF-kB 15 538 J% , #E1fij
T A b, E RN ROS . DNA MR 3RSl Th17 434k K A2 5 41 i F
FRYBERL, 20 B F MK B 2 N HT 83 HUR AR 40 i
B, AT H B AE B A8, IR S A S R o PR b B —
P2 A T ) PR SRAR R SO AL HT 1597 SR

DU . Th17/Treg 20 M F-# AL

i B IAH Thl/Th2 40HEFAG7E AT LR i
B (HATAE SR (BT 5T R W Th17/Treg 40 i - AL X HT
R TR L AVER], Th17 5 Treg T B CD4'T 4Hf 43
fimisk , B34 TGF-B Ja shor 1k, 10 — & VE FI# SR A6 /2, Th17
F o PR AR AR IR BT A 4 S 5 7 Treg HLAT 2 ¥
TapERAAS IR A E BN VR Y = E 43 1L-10  TGF-B 45
AT,

HAETHIEE I HT B E 1 Th17/Treg L HIH B TH 5, §
FIL-23 | IL-17 A 509 5 F B 7 B 3800, T 58 RF S 1oz 38 76 J&
Zxit—3 E IV Th17/Treg 40 LL B, T WAE S B8], 1%
ZZFREZ M, HT &5 U fRyr £CEEE, F i
A HT MIAFFE 34,

L. T 20 A AT I8 S AR 98 & B8 CDA™ T 41 i 43 A i
I ANAE R AR — B AE (Y, Z-Ab S 0 200 T AR 4 200 i
TR R AR PRI LT e A Y, AT R B w] 98 1, ml ¥
PRI R 2B L AN IE A B REIE A B 20 35 0 ) REE 1
HIAEE, WHITRU, AN F IR S A B N & (AR it
£ Y FAR N AR AR A ) ¥ RT X T 40 A AT
SRR AR (0 BB R W

T 40 M B9 7] BRI AT 5200 Th17/ Treg 4001, 25 HT B &
Az A, 24 Th17 32 E3% [ IFN-y B9 R3, Th17 75725
Thl, BEAS HT B 5 AE KR v 45 31 — 22 F2 B A #5615 W78 0T &
BT B RIEIA B o, (T 40 R F 7K A9 25 4k, Treg 41
AR Sy HERE i 48 A0 L ( 202 Th17 A Th) 5% 4 ml 5] &
Th17/Treg 4UAE LA 98, 03 58 9 F e, A AFF 52 A2 At A
BBV I E T Treg [6] Th17 200 AL Y (B A Re itk
—B7E HT - ATIRAE . BT T 40 i 7T S0P R RIS M A K
KA BTG Th17 Y 78 B DL % 36 W38t 4% 2 54T, 22108
S AT IR Y 4R HT BRI

2. HIF-1a 348 : HIF-1a 9 mTOR 15 S @ 8% 10 T W50 7,
A% Th17 5 Treg EATIY , A RFSREEST T HIF-1o 56 A BR
/N U % B Th7 /b | Treg 34Hm, T HMH T @ 5 %%
PERAE, T HIF-1a XF Th17 BX Treg DI AE 152 W K 241 B f4 25
BEmi S, 2021 AF—TAFgE > il FOCHE B9 HIF-1ac B9 P9 R VE S 4
PEID TN E— 2R 55 T 76 TOIE s 45 44 F HIF-1a K35 91E
FH, RIS G /N RGBT Thi7 434k, Treg 431k
K, BHGESE T7E HT & Aid FEHh mTOR (HIF-1o {5 5 38
PRI Th17 434k F0H Treg 434k, AT 1% , 10 % T 243 1%
BRI B k3% T Th17/Treg 407K F- , BB HIF-1o P JEPED
HIF AN A HT BIRIT St T B

3. 4B R P . A0 R F X Th17/ Treg 4N B A &2
FEEEN, (1) BE S0 T TCF- A S CDA™T 4118 M)
Treg ML I-2ERF Treg MR T, 24 TL-6 15 TGF-B [FB 7715
Bt U] 38 ik 06 STAT3 2R 3K h Th17 #9431k, TNF-o, IL-1B,
1L-21 1L-23 S5 42 5 40 i B 1 W A7 e B & s 1L-6 19 17E A,
(2)STAT3 A T ¥ TGF-B 55 i Sk % 5% B F- p3 (Foxp3) 3=
ik, Foxp3 X Treg M & & MIIFEZ LT, B I Foxp3 /KFET
JH U T2 Treg B> THABZ M., (3) TGF-B MIVEH 5 Ik
FEA O IR BE AT 5 IL-6 SRR £ F W] 4R #F IL-23 (9 B 0T 3K 3
Th17 (5346, I P2 AR TL-17 Z548 48 R 1 5 T 78 15 i J38 st 31
il TL-23 A TL-17 B9 RE L, 3K 35 Treg Y43 fk, M1 38 B H %
Th17/Treg 41 iy IR 3 VR W W PE, (4) 1L-2 Ll
B SIS T 5 (STATS) Al PIK 6 4515 5 1 B4 i Treg Y 4
B o IL-2 AT3E G STATS 3K 50 Treg 474k, STATS 5 11-17 %
B R 45 A3 Tl Th17 404k ; 1LA, 1L-2 FT5dE i PI3K/AKT {5
Sl fAE F T mTORCL  HIF-1a, T 98 5 Th17/Treg 41 1 V-
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iy, f i Z WURE SR B RR B IL-2 WRIT T R A E R T
Th17/Treg AR AT 22 T AL HT &9 5 2 vt 3 4k 2 o g
FRASMEH.

20 B - PSR T A0 P R A S SR T
SR B SRe s T AN T B, BT R Th17/ Treg 40 i SF-#5 5
S HT 5 17, EE R I TGF-B IL-2 3K 3 CDA™T 4ii Jg 1]
Treg 434k I 5% HT B9 R AE Y 5 TL-12 383l Thl #9540 H T %
o3k 200 6 PR AR 5 TGF-B \TL-6 3R Bl Th17 ST 72 AR K ik 40
T Bk RAE R,

4. #ARJLEZAK yT(RORYT) Foxp3 #7432 : Th17 5 Treg M3
B SR SR T2 B & RORNT  Foxp3™', — 3% %F T 21
MU A 2 EE , Foxp3 W5 RORyT AHILAE T, M Th17
I3k, FEAT @ I 5 AR F IR Treg Y434k, N 4 Th17/Treg
UM EL, A,z R A BERR AL R 2 B ARG S s M ]
S0 RORyt Fl Foxp3 [FaE M , 38 2 5 0 Th17/ Treg -7 i
Z 5 HT B,

5. H AR 2R L B R g AR A, AT AR SR AR SE S PR R K S8
75 HT s rh 7] T 98 Th17/Treg Mo, P O 46 00 e i 2% T R
) HT AR R HT A4 R 5 40 R T ik B 40 i
AHIHTIE 4 eytotoxic T lymphocyte-associated antigen-4, CTLA-4)
S Treg FRIX MR DI HEST T, X HT & (1) Th17/Treg -
BRI B EE, BT A W 22U N CTLA-4 % &
V5T Treg K45l A B fae e gns' ™, vl 1 HT 337 Ay F 2
BERE, WA, MR T 4IRS A 032 14 |
Notch {7 538 i AR 4" 0 3 B 4 45 249 ol X Th17/
Treg AMAEACEHEF AT, XX 2035 42 1 VR A B ITKE A B F 33
Th17/ Treg 4 I -4 i S AR T HI A

T, BgEERE

HT & A28t e IR S5 R R i b RIE T, &Rl
W2 RIS, BB = A 3 Aia 7S, BRTE A G £iE
a2 W] Th17 78 HT (9 & H5 i B b & ¥ B 2 AE M, AR5
Th17 f X HT B RMRALRIHEAT T 845, &9 1L-6 . 1L-23 5 R
PRI F AT {2 3 Th17 B4k ; A4 A% RNA .mTOR K 1 Wi fH
S TR Th17 B4 3EAT I NS5 HT BYSERE 2
Fiti 5 W 9E TR A, Th17/ Treg 4l V-4 2 808 HT &S AIL il T
FER LT 2R s R A 8] T E,

A FiF 7T T RA N o 2 AR 90 S RNA 78 HT H /e 35 78
Ay A Yrbr W AT B R 2 W7 5 S E By 51
) mTOR {5538 M3 B 13 1 (0 000 ) P 00 DK 8 R R g T ot Jl
HT S , A I R 7040 0) FH 2308 A 2R 0 ) B0 L 04T HLT 3697 B9
S Th17/ Treg A0MLT-H5HL I HT %55 Ko 17 A7 5 B 5200
TR — B TR IZ A Y IR AL, SR NS Treg 1
il Th17 PYSRBEIHETT HT BIRIT
FIZRIMZ TR VEE S WIAAAAER 25 o 58
YEEREAER R L SURS IR B SUB R BE TE iR SR

Z % x #t
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