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Abstract

The gut microbiota is an important component of human symbiosis, which is crucial for the host’s
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nutrition, metabolism, barrier, and immunity. Impaired microbiota homeostasis can cause ga-
strointestinal and systemic diseases. Autoimmune Thyroid disease (AITD) is an organ specific au-
toimmune disease, and its pathogenesis is still unclear. At present, it is believed that it is related to
genetic susceptibility, environmental factors, and immune imbalance, of which immune imbalance
is the core factor. Recent studies have shown that the gut microbiota of AITD patients is signifi-
cantly different from that of healthy people. This article discusses the possible mechanism of gut
microbiota participating in the occurrence and development of AITD and the characteristic changes
of gut microbiota in AITD patients, in order to provide a new perspective for the diagnosis and
treatment of AITD.
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1. 818
F1 £ G55 1 HOIR IR0 (Autoimmuune thyroid disease, AITD) A2 5 WL AR 5% B 4 S 1 5 40 05 PR e

B RAE BRI E N =T 5%, HASERIN[L], R WA 45 Graves Jii(Graves desease, GD)FIHrA
FUIR IR 28 (Hashimoto’s thyroiditis, HT), JHAFEANHIRIR B P08 B ERIE . REm 2 X6l SEUAN =4
FORBRRE S0 B S Pk, [RIEEE A HODR AR bk EX 4 033 . AITD 9998 BRI RUR 3 ML i AS B, BRAEIF 72
BIPRs e . MR, SRR R, Bk AR, 2 B B i B A I iE A
WA R RER R, B2 RUB ST R [2]. REMABRIE[3]. A R[4 RILT g
WA AT, HIERERES AITD KIOCR ARG I, (EAAAAEIR KJRBR, BT % =38 Z (Al A — 4]

2. IpEEE

J3E R A A7 AEAE N B B TE A I B KR DR, R S D B RE . HOE . . R
VIR, 2905 NRGCEIREN 66%. B m A E Ny “ NSRER —NENAL” o Frdm i 2k LR AR A A
SN 150 ZA5[5]. MiEERAE 5 NSRS R P IR R — A LA LA B RES, e RS 518
FEFRD IR . AR A& R[] E R F[7]. HAKLE RGEBN[8], LB I
SER BRG], TiAE TN P BT BT RVE FR 3. AR, X AP Lok R 32 5
PUER, WEw R DR M R, X RN, BET AT e S BECH BT & A I R
AR S o

3. BIEE#E5 AITD RE LRI ATEENLH
31. S5RKRARNSRSNBE

FRTIAOY, T8 B A e 7 R BRI T 5 Tl 70 3R FROIR R (10 45 A A o A IR
JiR R B RN W] B R R TC R, TR S TR R B B o M ) 5 B T R 5 B R A A A
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(sodium/iodine symporter, NIS)#E4T, IhEEM: NIS & I 7EAMYAE HUR IR M b R0k, 1 BL7EMEV IR . B AN
FURA LR RIE[10] 0 BAL, il FRAFTE R Na'/ 2 P42k 35 18 B A (SMVT) FIZE M 41 4 (b 3% 12 B2 1 (CFTR)
WS SR, SR, ATE /N A [11]. shRE AL SR, 2 S AR YDA I AN Ao IR 3 A R« Vought
RL &8 A [12]38 5 8O T U BT 45t T B K B BRI I8 2 38 b 38 1) O B PR T P S s on R 2L 7
FHRZ D . SR, MU HEMALLT- B8 2 B . i B AN IR K R 5 A AE (L3RR AN K ARk AR R
[L41#8A 22 E I O PRAGHRE . (R SCRFIX — R ILIIESE K58, H AT G s 45 .

52 58 HOR BRI R (AP . HOR IR AN & B = 38 B o A7E HUIR IR 2= (thyroxine, T4)#%4k,
N =THOIR 5 2B (triiodothyronine, T3)fid F2 i #5 EEAE A, FEREORY FOIR AN i 5o 32 S A0 L
FGERE A o BEAE, AMIIERE PR AITD 3 HURIRBUA KT, S HUR RS 1 A I RAEAR [15]
TR N\ A P 32 2 DR 2 1 R AR AE I R RN, n s e H oS A . i SUad B 1 3 S g A st
P I A 5 o 1T 40 1 501 L4 45 8 5 1 A L 356 DA, i 8 T T 5 ) A I 3 T i 25 11 f 998 [ 16]
WEAh, 5 R T RSN v AR S PR, 3 TR i T P A AR (17 ] BN R, AR ST RS
T, P e A A S AT 3, 3 T 5 80 2 1 R KT B s PRI

3.2. S5MLHRESERA R

AL FR IR R A 2 AR AR, P IR iR A AL, e SR A A R .
TE B T DL R AR R R M A P BRI R AR 1) MU BRAEAS S KR N i
KBTI EEE [ 18], Pl s BE v R ) I R AT 1%k o RS, T A v A PR B £ T 22 B (LPS) mT 4
2 BRI EYE,  BE0E FOR IR ORI R BRI B K [19]. 2) W HE3R. R, Al A £ o At
Wi I3, TR A BERE IR AL ™ A KR I R0 T4, R & RERRH W 2 miE, £ B S M B/ F R 4
Wt NETESS . 3) PR IRERHE T R TE R T LU R R R IR RS . T - R R I I A7 AE
P&, JTCHRRERER, B KR F IR IR Z R 5 9[20]. 4) B A BR IR MR (1 45 & AN B
Ij: Roche 58 A [211 A ARSMIE FER T, KA B Xt JURS P R S 2 IR A B R 45 6 (T3 > T4) MR fE
Ja K DiStefano 111 58 N[22]tHAESE,  1EH K R ISEANE o 9 A0 RO PEARIC 0 T3 M1 T4 fE e m] 14 15,
M2 P R ARB K BE IR &5 /b EL ARV 2%, IX AR WA il mT R A A AR R R

33 25RERT

i BRI SR SR R AR SCRA. £ %)k Thi7/Treg 44, #EiZ5 AITD
(IR . V52 oy 40 M WA B 3G 58 010 2 B R TR, 0oy B 220K B4 (SFB) A2 A B [ 6 2 Thl7 (1)
P F5M[23]; Wag9 2 AT YCHA6 =2 Treg 4 A R ARG 71 FD Th17 4 (40157 [24] . SCFA FZA4E
LIRS NIRRT IR, TR EM AR R, (EMmiEH %S Treg 20 HI =4 KI85E, IRk
Hhgeas, PR TN Treg 2SR, /b Thi7 ZIMMIECE, 4ERF Thi7/Treg #i°F#. Su £ A[25]
FIREFC B, Wil A 9 R PR TR 15 iR 12 53 Treg/Tha7 2effr, HiEid S AH G - Fii%(GC-MS) 7 #r
RILF=A SCFA HI4HTE 1 SCFAS( R 1 FR) 3 kb, kB 1 W E W AE GD Sz ki rIfEH - SCFA
AT 2 SRR D TR A, SEINAHE CD4"\ Treg 4Hu. hAh, BERF AT 520 iz i A% R
S R R EE ZH0 D, R SOTR 4 B 9 TGF- -3 Th7 Al Treg 4 i 34k, 877 A: 4k FH BRI Treg MR & -
) Thi7 ZHM, EVEZHM =4 1L-2 AT IL-10 49 Th17 40K & [26].

o A A P R AL R A X IR N, 58 E S B it 32 iR Bk 2k . Kiseleva
N[2T]R I, FEEFUA 1 B-01 ABUEAT B 791 & 17 71l 5 R RIS A e (TPO) A IR IR BR 25 1 (TG)
FLA A, e Lul i o FEHLHE R 45 A TPO HUiRk(TPOAD) M TG HiiA(TGAD), M
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T AITD. /Mg 4h B 98 HR 7R AR RN [ VIR 18 R R I8 L 5 B PR A AR 58 e AITD R IEE it 2
ik [28].

4. MIEEETE AITD HETEL

KEUFHERY, AITD BFHWGE R SR NFERE Z R, MEME i EAEKE AITD FIRAE
RIEPRREZIEM . PH7RH, GD BH IIHIE 2 FEE R 2 K, WATEE . 4 5 IR QR 55 0 Lo 3] B
Fhm, JERER . 5k A5 L B S B [29] . 4k, Cornejo-Pareja %5 [301: it i Cotst A= 4 4 3 W R B
Prevotellaceae ZX %1 Prevotella J& /& GD ZH I[FIRFAE i F - 5 75 IR IR 2 AR Sh i SRR P23, AT LA 50
T T AR RIS Th17 AAK[31], ‘EIEnT RERZ M 25497697 GD 97 #4[32]. Jiang 2542t FLAF1E 7E
GD A A FHMEH . S FUBRAT i —Fh 2 25 B, (EUIF 70 36 BA R S8 FURR AT B 8 Ak LA VB e IO B0 1, 7]
BEEIL T NF-KB {5 5B E GD R EAE FH[33]. e, FTFEJE. 50 A 3 ik K
J& 3 TR BETS LA 85% HIHERT K GD &k H g A X 73 1K [25].

JT4E Cayres 26 [341@ 1k SEI) PCR 434 40 44 HT 35 Fil 53 AR I E I FEEREA, R TR
208 2T MR FAEREER . SEBEABMLL, HT BEEHERE. A7 KRERE. HERE. PKERE.
BIRG R RO R A LA R R BRI, TIESAT R R TR IR R AR AT R R
(19=F B FRAR, IX 5 Zhao S5 [35] (A 78 285 AR AL A FE3E K I, i s S FT4.TSH 3405, 5 TPOAD
A TGAb AL, T Zhao 25 N8 H! 718 H B 51k K 28 (TPOAb 1 TGAb. FT4. TSH)s&MH . Ith4h,
Liu ZF[36] &I, HT &35 il i B 10 2 5 HOR IR Th SRS AH G

FHULZ B, AITD A 535 5200 il T B 00 = & FE R 2 B, WF 98 2 IR0 A7 /8 22 3 T RE & B TR R 1 vk
FE R TR B . P00 M B AR SIS 1R

5. FEEWMFBE (Fecal Microbiota Transplantation, FMT)

FH MR RASSE P TR R B S e, B EFRmEMESRS. FMT A E
BAEM WA 5V 2 ORI TAE R, BT O 2R0m 2, WORMER RIS SOEERN . 25
WAL . SR RDRIZ D N Trhehsen . RS MR R S8 m e T . Ik, FMT A il &
WpERASE, ek AITD B TS .

6. BEHEERE

25 FRTR, HEHRES AITD ZIRAFEEH BB, RASHIRIES: AITD B i wEE ka1, B
R R IEA—, F Z A EEW L A, HERCR M RERNES, K REHFERANN
WFFT
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