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Intervention research status of traditional Chinese medicine monomers on autoimmune diseases by
regulating Th17/Treg axis based on gut microbiota

HUANG lJinyu, DONG Zhengwei, WANG Yongxia (Center of Heart, the First Affiliated Hospital of Henan
University of Chinese Medicine, Zhengzhou 450003, China)

ABSTRACT Autoimmune diseases (ADs) are diseases in which the body’s immune tolerance is impaired, causing damage to its
tissues. The pro-inflammatory helper T cell 17 (Th17) and anti-inflammatory regulatory T cell (Treg) are functionally antagonistic
to each other, and the immune imbalance between them and the imbalance of related inflammatory factors are closely related to the
occurrence of a variety of ADs. Plenty of evidence has shown that gut microbiota can regulate Th17/Treg differentiation, rebuild
immune tolerance and delay the ADs process through regulating cytokine production, transcription factor expression and energy
metabolism. This paper reviews the intervention effects of traditional Chinese medicine (TCM) monomers on the common ADs by
regulating Th17/Treg differentiation balance based on intestinal flora: ulcerative colitis, rheumatoid arthritis and diabetes mellitus
type 1. It is found that its mechanism of action may be to restore the balance of pro-inflammatory factors and anti-inflammatory
factors to alleviate intestinal mucosal barrier damage, reduce synovial angiogenesis and improve pancreatic 3 cell destruction,
which provides some ideas for the prevention and treatment of ADs with integrated traditional Chinese and western medicine.

KEYWORDS monomers of traditional Chinese medicine; autoimmune diseases; gut microbiota; helper T cell 17; regulatory

T cell

T, 28K 7.6%~9.4% B NHF A £ Fh 28U ADs, ADs
B A AR T I A B FIEEAE A 56 = K g , ™
SENR B AR B XPREIR YT (AT R A H B s
PN ) I ADs (19 =207 RN (B HHMELLSE B8 AR A,
HAT ™ H 1 B B A BN, 38 7] GESE N S ig 1 il 2
YR DRI PR T A A R TR IR IS CIB AE
JaE ., i A 2R b L 2R R, 7E ADs B
THHEA W S X 2 SR A 5 AR A A2

H B 0 9% P 22 9% (autoimmune diseases, ADs) 42—
FBHUAST B B P& A G e f b i 30 3 B 4] 24U 3%
BOBR , FoAR DL 45 1 4% (ulcerative colitis, UC) .28
R P ¢ 5 & (theumatoid arthritis, RA) | 1 8 FR 5
(type 1 diabetes mellitus, TIDM) [ £ 5 R85 5 o 48
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A3 e 0 B T 408 17 (helper T cell 17, Th17) 53
AL HERE R ME T 41 (regulatory T cell, Treg) 734k &
T PE N A2 T A ] 2 AE , 7E ADs 1Y & H RS 5224
JHM, BT A SCERIR T Hh 24 B T i 2 B R A T
Th17/Treg 4 L 73 fk i 1fii T 11 ADs RS EAR , B 760
ADs TG EEZ5 G PGt 2%
1 Thl7/Treg %} ADs H 5 0i

Th17 1 Treg 4 i H AT [FUE 1, ¥l 91 4H CDA™ T 41
LS AT S 248 L PR P e 288 B 240 e R 1) )~ )
PERIG CD4' T 4007 [ R B2 . Th7 (494>
Ak #4AbAE K HF B (transforming growth factor-B, TGF-
B) A1 4 fifi 42 6 (interleukin-6,1L-6) J& 31, — & IL[A]15
A5 515 5 5 55 5 30 BT 3 (signal transduction and
activator of transcription 3, STAT3) A 1% , of i 2 JE 5%
5 R T-4E FF R AH 5 A% 32 4K yt (retinoic acid-related or-
phan nuclear receptor yt, RORyt) 35 15 IL-17 % 5% ;
B, IL-6 JLIL-21 725, inid Th17 4H s 5 531k, Jf
VB IL-23 Z AR5k, NTTTE 5 I 4ERF Th17 40 A9 A 2
MY, XK HESE H p3(Forkhead box protein P3, Foxp3)
J& Treg MIAR G MG SR I F , 2 5 4EHF Treg 1973 1L A1)
RE, WK, Foxp 33 PRIk 2 3 250™ H 3 B S fiehs™

Th17/Treg i 5 2 Flt ADs #H5% : Th17 J2 3 ERL
A7, Al 43 A IL-17 IL-21 1983 TR FE A T o (tumor ne-
crosis factor-o, TNF-ou) S5 4iE 48 [, 5 |2 AR AE A1™ 5 H
By 53— 71, Treg AJ 4334 IL-10 Fl TGF-B 454 4
R, B e il ohat . 3 A0 B w2, JL[E 4L
RN EERE", Bunte 76 B RA S 0LTE Al
B TL-17 W FETH i, B IR IL-17 RES S 2T SERE T BE 40 it
I R 200 Ay A A PN B A A B, T S B A S A
B, IFREN > RA CHIE L. Kurolap %5 32 B, UC
o AR FR A 1Y Th17 3 Ak o | s i Ae i 1 45 18 1k R
FUC ik, teAh 76K ADs B35 A S Pl rh
W52 5] Treg 4 A 45 98 /0 B D e e 2k, w0, 84y
Th17/Treg - XHGYT ADs HATHEE X,
2 PAEE B VHISTE E Thl7/Treg 5 7 ADs FH)
1ER

V7 18 TR 708 N S 4R R T E B R G, 7EAL
RGN ER RS T XEEH . ADsELEY
J T AR AR R AR AR S B AH DG, Forh i TE T REXT T 20 A i
PR OCHMT L . BT A E D AEZ P ADs S5
YU TE TR AR Y AR PR DRUAIRN TR R A3 A S T A
P FE V1T Th17/Treg V-5 14 AH A HIAIL G 6255 18 55 41 A
77 A IR 2 sk I - 3Rk R i e AR A 191
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N, Lee S5 WFFE 3B, I 18 N 4915 2R DR ] 3 2ok ) by
AR 43306 TL-6 . TL-23, JE M5 5 Thi7 22 /Nm o1k,
i ADs &9 % B W38 hin . 5% i i 1R (short-chain fatty
acid, SCFA, {4 1R N FR AN T R4 ) J2& i i i e 1) 7
WARIE Y, AT 2R R AR I Treg 404k N, T ARER
AT AR Foxp 33 R 81 H A 4148 1 H3 2 Bk A i
Treg p=E"", AT L, 2T 718 B REJEE Th17/Treg A,
RN A7, NI RERMIRYT ADs T 7
3 WA T A5 IE R B T Th17/Treg H#Xt A
[E ADs By FF1ERA
3.1 UC

UC &—Fh R AEM: 7% (inflammatory bowel disease,
IBD) , JV R B 52 4 OGS BAIL I . 7 SR %
7 (tight junction, TJ) J& i Bl 5 5% b 1) = B2 25 40 JEah , iy
IR S B T AL, s R AR 1 (A & B e
G ) M F (zonula occludens, Z0s) %5 . %
PR T, A 1B A5 25 LA 80 Th17/Treg J2 4 , 5| i
BaPESRAE N, T 2 1132 BN R IR I S0 e 8 A M3
i, R UC KA

Liu %55 13 16S rRNA JE R 3 % 21, 21 52 K45 7]
PR UC /IN B 38 TARE 0 22 R it o JEL B A 1] A 4
B4 LA, 00 ADURT BRT 1T 45 48 DA LU A1), O R S in 2
1% 1545 JZ Treg NI %%, B#AIK TL-6 . IL-17A mRNA FEik/K
F i Th17 434k, Eim 542 28 P IL-18 A= it/
VA In B s M 3 o xSt — P T P e
N | 55 5 R AT 5 R A X T 40 R0 A 53 Ak B R e
PR (8 9849 1 R 2k, IATIACUE T 21 5 K IRYT UC 1Y
V5 s s A G

ANZBAF Rg 2 NS Y, Zhang B9 L B,
NS AT Re w] 819 1 38 R AE 1 22 R A I 4 ()
CIETRIGES ATEBRIEHR  LAS & BRE 8% ) , 30 Th17 %
ik PR HE Treg 404k, I Toll #5214 4786 RE /3L IK T 88
o 2 [T A ATl 3R A R P IL-18 L TNF-a A1 IL-
17TA K-, I EJEHT 4 7 TL-10 K, AT 6 42 i BE (1)
RMEBIR

S R B 41 i (innate lymphoid cell, ILC) £ 2H 41
B BRI EL AN, o] S A G40 PR B T 4ok
Dong S5 & Bl /INBERE AT 98 755 487 28 B3 R B (dextran
sulfate sodium, DSS) i 5 1Y UC /I U 8 1 1 2 B 2l
IS EE A S ILCT TGN ILC3, & 44| RORyt &
KA Th17 73-AEVE R, RS2 R X - IL-17  TNF-o 1) 3
WA AR AR A0 RN T 2 1,18 B b B R B
H A NISE TR & B, INEERRRE A5 ok 3 UC f8 5 I 18 B R
FA B G PERAS BRI
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Xiao LM, LW R W H FHEKF I
AR UC A 05 R /N U T S R B 1) 2 P A
AAXTFEBE, ] RORYt 111 3 1% Foxp3, K & Th17/Treg *F-
7, FEARAE R K~ IL-17A ZKF Dl S e 20 i 1, AN
RE S IR 5 R AP MU KT | 3 T A 5800 2 45 1 2Rl
{15378

Wang S5& B, 3 5 A 2 B ] e UC /N
PRREACIGE, 32 55 SCFA MR B, 100 4fi 4 A A+ IL-6 . IL-17
IL-21 IL-23 T % 5 Th17/Treg 20 1 ~F- 17 , i RE 0 4l 4%
F-«xB SE {5 5 38 F AL 4 I IL-1B8 . IL-17 . IL-21 %
Fik, FIUC/MRBA E I ZO-1 FRIA,

Wen S5 & R, 57§45 B A] 2036 IBD /N BRUH i
TR TFE R P R B R 5 A 8, S 77 184 1 A 106 A DR
() SCFA, 5 Bl T iR Eh s I & B0 T RRER vl il it/ Fad 41
AT T P 52 A y BB , e Re R A, T2
HEWILG CDA™ T 4153464 Treg, YK 5 Th17/Treg V-4 , it
Z N DSS % S0 44 [H 7 IL-6 . IL-18 Al TNF-a ik,
ZfRA I R E

Hua S5 5 W & B, SABKIR AT 68 38 0 987 I 18 i
T ZE M STATS A1 RORvyt 25 [ 61k, [ Foxp3 25 4 %
ik, 8@ Th17/Treg V- - FEARZ I ZH 24P IL-6 . TNF-a
FIL-1B 25 1 35K - FUC /N B T P48 8, 3
IL-10 85 13855, HHY7PRCS i E S IEAR G

Wu S50 % B, K ¥ 2 AT G 25 4 Jin DSS 5 % 19 IBD
/NE TE FLRR TR 8 i B i) Thi7 534k, R & Th17/
Treg VA , W/ 48 hE A1 TL-17 & BT & 4% B4 i 4c
RAEHT, TSR/ N BRI 25 1 98 hE AL S5 473 -

Liu S5 ESE , 7N 158 P4 18 AT 0 3508 Jn i 18 R Y
W REPE B R 25 TR A 3 B A SCFA K-, FEAIK
L DX IL-6 A IL-17A 7KF-, LIRS Th17/Treg %g% -
7 , ST EARAR 28 B IL-1B . TNF-o 7K F JF 42 e i 46
FIL-10 K7, TR MR 25 i e MR I S o ko
2 PR 200 R TR T AN T P /N BB, 25 5 &
B/INFIAE R ) AP RAEFIE R

Zhu ZE R WS R O I T A 2R R
Oy AE, RS T R A E M T R A SR, B
Foxp3 mRNA %% 5% 1 T % RORyt mRNA #; 5% , ¥k &
Th17/Treg -, FIR4T4 A IL-10 1M T {5 A5 IL-
17, - RERFARES I 4 20 M SR T M L 3 UC K BRES
ZO-1 P A 3R IR T 25 R B e 4k

Fii i 200 44 “HLTRRFR 27, Ji A R B, B R nT 4
e I 3 vh P SCFA T Y =5 B2 JF B I TIL-6 . IL-21 #1 IL-23
197K -, 135 %% 1BD /N B Th17/Treg 2% £ , #4142 48 K 7
IL-1B8, NI MR 25 I e R . SR S5 E UC B
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& B, i A 2R L R AR A TR R 0 A D
Th17/Treg VA , & iF B & AR AL A A 80 BE
7, Han 5,

Alrafas 5 & B, FHEE P A] g 3530 5% IBD /N
T8 B E % 9 3 7 SCFA /K-, 42 1F Treg 434k , #0161
Th17 704k, AR IBD /N IE T ) RE A= Wb i W it
AL KO, DT S 25 0 R 235 W R M A0, L s
TR D RF R AR S0 AR 2] T B,

Jing "R, W S 2 EAT R a5 28 JoRRE, ml
A #2 B A AR IF IR BOR I A K . bt siE
A AL E T DSS 531 IBD /)NRZE(E i SCFA 1)
T SRR S MR RS T /NREME T LR
IR T B/KF-, N8 T 4R 7 IL-6 \IL-17 13K, P
51 Thl7/Treg f i V-4 , {1542 4 Kl IL-17 . TNF-a
AR 48 T TGF-B  IL-10 2E Jid &2, B 50 2% i
T /NI B 9 s e R 6 I D B 3R

T BRI 2 B, Sty D 220 TR B2 UC B AR /N BR
i S TR 5 K R LG 40 L TL-6 RN IL-17 & &, K
Th17/Treg -5 , A% K T~k B 5510 #3405 AL 4 K
F IL-17 \TNF-o A= B, AR T4 PR TL-10 A= B, A R0
% DSSEFHI M A JAE I o
32 RA

RA J&—Ff LA A5 98 R JEE 48 A 4R AE 1) e 245 L 56
T B BR R8P ADs, TNF-o FI1IL-6 % & RA K
3 HH IR RAE S INE ) i PR R LA RA ARAE R 184405
[ ZA

Peng %538 1o 7 37 i J5 375 3 A G 4Y 4R (collagen-
induced arthritis, CIA ) K EUSE AL B, FIAT S AT 3 sk
S i 25 L B AT B, T8 Thi7 434k fe it
Treg 434k, BEARIA TE 20 B A F y- T30 K s R 6
AR H LRI AR A O I RS I A N R AR R
S, R LA A RT3 B

LFLHCR I, (AL AT 4R CTA /N R I
FF B FUFF BERUOBUE AT 18 1) 5 B2, BRI 8 AIE 48 4 it
[Kl - IL-6 , TNF-o 7K - ; 3t 2 20 L AR 23 7 Sk 7S /) UL e
o Th17 20 R VA M Treg 4N AL LI, H/R (122 2 s
BROUGEE T CIA/NRIY RGERAE , Bt T 8 MR B 5
g TR e

P AR AT IR Y 2 B, 2 S R 2 v R CIA /N U
BB, 3 SCFA (AN Z g N R L IE T BRSE) B %
it ff Th17/Treg 4 LU (518 ) P47 , 3 Pk 2 4o 5 R F
SR R T B S A A5 CTA /N BRUS R B A5 LAY
IR S /N
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3.3 TIDM

TIDM J& 7 A 4F AL i UL AR e 2 —
DL B G 22 020 0 VR T B 200 i DA T S 350 JBR B 3R
= FE BE M RRIE o BRI5HE 2 TIDM S 8k ity i 22
FAI, B iE E REZREL LA M Thl7/Treg 4% 2% it E 4%
HERZE T1DM 1 &S AL b & FE R FH

Chen %5 3, BESL TR 1] 24035 T1DM K % I8 R
ZREPE SR BES5HE , 30 5% 5% R F RORyt K3k | A i
Foxp3 ik K& Th17/Treg V45, FIAMER K+ IL-17A
TNF-o /K1 _EIEBTAR T IL-10 K-, KR IELE IS B
AR BRAC S I M A

Luo SR I, AT 251 AT H8 i B G TR =F B, 4 il
4 B DR 1 TL-6 7 8 R0 Th17 4346 4 #F Treg 434k, 4
P& R R F TL-1B 43 , 2 T AT 20028 i Jt 5 9 i 12 1) 1 e
Ji% B 20 45453 o
3.4 Hith

T ERTETRYT A B MG RE R L A B SR
HIEIRER AR SRS ADs TR EHE T BEVE- . i,
P 7 2 P 05 DK M B AR5 3 ) AR T o B 78 /)N R 1 R
BE, A TNF-o  IL-17A (IL-23 43 , %K & Th17/Treg ¥
i, DR R AR . NS A R RS S B e
P G 4516 & (experimental autoimmune encephalomye-
litis, EAE ) /) FRU 18 TR A - il RORyt, STAT3 ik, {2
#F Foxp3 #35 , FAK IL-6 1 IL-17 /K F 1M 2 5 TGF-B . IL-
10 7KF , NI Th17/Treg Je /i , s K # 28 2 58 i

T R 8 S 0 I 0. Du 25 PR SRR R 1 B S e
i %5 5 9% (experimental autoimmune uveitis, EAU) /)s il
R F] /N BE g AT 3G 0 g rp B s I RE S A
B, 6] Th17 Sk i fE o Treg 2k , WU S % RAE S
IV, DA TIT 28 At Jf - 08 F9X) 5 5 e A 4

B AT P 25 BUATE T 15 ADs Hr R ) 7 TR R
WL,
4 Z5iE

Bt AR P AR P S8, il | R bk L 11 s A
W PR IE WU E PRS2 T T2 058 . Wil R O A LA
Z Ry 2 Th17/Treg /LT, 25 H B il 52
T LT B 980 20 , 75 ADs A& e 31) 28 56 3 B 94
Mo 2Bt ADs BT LKA MR TAe2e 2 R R
F /> BRIl BRI, s 2 SR 255 5 B Y R
SO KRR R VRS2 e . AR SRS L R
T LT 38 BRI Th17/Treg %1 15 ADs (4 th 25 5
1A, & B A 24 B RN ADs TGRS T X i AN
PET, P R A R A s R SR A
Wi i B A I 45 22 1R A2 U8 1 Th17/Treg S , o35 s 46
JE SV o

SR, th T 4 IR 9E 2450 B AE IR 4L W88y 1T, X 1
H 2 PR ) i A R AR R G328 ST A 1) LR VR R AR AR AT
b — PR AR, FLIE I G I W 7E ADs H VA
VLI B R ff . R FE B A RORYT RS AN H T
20 A FETE ADs 728 P 1 FLRAYE FR RS 700 B . it

&1 HPHAKETHADs FIETHIFERR

FelRnk oS ik e iR

uc ARKA 10 mgkg DSSYE R UCHERVNRS FERERIT IR R T SR

ue NBRHRg 20 mgkg DSSIAHN UCKAUNS TBTERRCOTER JE EHER UCG-013 )8 | P HFHIE KA R |

ue JNGER 40 mgkg DSS T FHIUCEAUNES Caco-2 41 UC AR T TR S A B |

UCAHIF IR £3EE™ 100 mgkg DSS S CSTBLKS/I™ /i UCKERIS (AR A AR AT 1

ue FRARZES 50,100,200 mgkg DSSTASCSTBLI6/NELUC AL D ETR JUTHR SRR T IR |

1BD T 400 mgkg DSSTASICSTBLI6/MELIBD i ESHE TR 1 kR AR TS TR |

ue b 05.1 mgkg DSSTA S ICRAN UC LS JEBETR T AT ) LRI 1 ST ] )

IBD N 17 50,100 mgkg DSS i1 CSTBL/6INju/MR IBD S ARHE 1

IBD UNEE AT 10 mghkg DSS 4 C5TBLI6 /) ELIBD LA BREERER FOEIE | R |

uc #oH 25.50.100 mgkg TNBS T S UCH AR FERERT TR R B AR 7 IUNRER | R T b |

IBD HAEY 4.8,16 mgkg DSS i BALB/c/N & IBD 10, UC i JERERT] i RIS AR CERRE BRI

IBD HAA R 100 mglkg TNBS 754 BALB/c/MELIBD 419 HHE EREARTER T FRITH |

IBD EHH 300 mgkg DSS 57 CSTBLI6/MNELIBD R TR SRR Fwgdls | BaaER SRR 2 |

e ikt 4 04.08,12 gkg DSSTEREIUCHNES RN AR | R KIS R AR TR |

RA A 158,474 948 mgke 4 IVRBRR-SE 2 TR IHIA ) CIABTRL K RS HEHRERUCG-014 BT B iEeE |

RA HAH e 05.2gkg BRI R DBA/ N CIA RIS 0T LT SUIRHTA T sk |

RA ERE L 100 mgkg S IR BRIAFFRDBA UMK CIABRS  BIFRIT AT S Biph TR SRR AR | ;BT B Bk
T4 SERUTIRAN B2t SURFF AR BT AR T skt o shimt g |

TIDM R 25.50,100 mgkg STZiA5) Wistar £ B TIDM fi#5 JEBERRTT T SRR R SRR ] R ] )

TIDM SEE 100 mglkg NOD /), TR 1

B AR 40 mgkg W B R 51 BALB /U BE A A R FERIRHR PRI AR AE AR | KRR SRR |

EAE NS R 40mgkg MOG 4 C5TBLI6 /N §L EAEREA! FHH TR | Rk |

FAU JVEER 100 mgkg IRBP160-180, 522 A AR BIORIUMNEL EAUBE. WS BIgiE 1 3LTHE |

& MEME @ MEME; T 1A | I MOG : BB D S I T AN B 1 5 IRBP  SERZ BRI e RAZLE BT

TEZED; 2023455 34 45 20 1
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G, Gy M s e 2 i) dec T HE Jie L T 31 47 S i 7 ADs
e P B R o WS AT S M L SR T A
HAEA R E AT I A MR G R A B
ADs BB AR AUET BT .
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