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Review on the mechanism of action of rheumatoid arthritis
based on Th17/Treg balance
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(Abstract] Rheumatoid arthritis (RA) is a systemic, persistent, and autoimmune disease, and its pathological mechanism
involves a variety of immune cells especially T lymphocytes Helper T cells 17 (Th17) and regulatory T cells (Treg) are the key elements to
construct immune system and play an important role in maintaining immune homeostasis. This paper summarizes the research
progress of single Chinese medicine and its active ingredients, Chinese medicine compounds, and Chinese patent medicine in
treating RA based on Th17/Treg balance, providing theoretical guidance for the clinical treatment of RA and new ideas for
understanding the pathogenesis of RA.
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B4 LR 1125 AT ROR S 255 )7 RS
SEF ThITreg AT RA HOFEFIBUREERT T %A

1 Th17/Treg F#5 RA BIX &

1.1 Th17 WEYFRIERIhEE

Th17 7E P RGP I B R E A @, H
VEFELAEAR A AT S 0 AR T HE L0355 S5 A, Th 7%
M B S 20 B AR A PR 1 A A 2R (inter-
leukin,IL) -6 IL-23 %% fb. 4= & A - —B (transforming
growth factor—B, TGF-B)HIFL T , G {5 51& S s%
SERLE R F 3(signal transducer and activator of tran-
scription 3,STAT3)i& 4%, #—2F L JAEE S F4E H
Fig #H & AN JLAZ {4 (retinoic acid-related orphan re-
ceptor, ROR )yt IR 4L AL Th17®, Th17 4 fE
(3 AR R A7 3 11-23 TL-1B PA K TL-21 i
i, Fo  TL-23 i 44 AR A S2 R STAT3 1%
£, DT Sk 35 18658 Th17 4B A0 A= A7 K 3B B RE 1),
IL-18 VE R T HARN Z 45 | RE#E— L WO T 5
S e Th17 0 R 3G 5800, T IL-21 W5E
3 R BRI STATS, BE M2 1 Th17 41 A i
G Th17 A)5AETE 1IL-6/JAK 3 (Janus kinase,
JAK)FH S5 STAT {554 T T Fe = RORyt
1 RORa _E3, Th17 = A bp e AN 5 TL-17A
IL-17F A TL-22, AN idad b B 407 S it
AP Ik, 38 FTAR A AE T 1Al R - H 55 rh s
ML AE W A

TEARE S AR Th17 SR b 8 0 40 2
(AR T R RGN 7 i ek AR HE S E A 5 1 Jay
PREESRE . IL-17 AMUAEFE EWEANA LT 4E 40 i Fn |
J 20 B 5500 2 7 A A AR AR PR AE R o (tumor
necrosis factor—o, TNF—a) IL-1B A1 IL-6 7E P A4
0 P 240 e PR, T L3 3 X A T (A T ik — 20k
RAIE N, I-48 55 51 22 G R AN 2B A AE AR 7, 1 i
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Treg #1102 1 38 5 = 21k IL-2 24K o BE A Th %
O 32 AR DA B AR 1 5 51 R 7 3k & B 1 P3 (fork
head protein P3, Foxp3),f850Wh IL-4 11-10 IL-35F
TGF-B S 40 ML H ¥, 75 S R A FF5 3 A i if 52 v
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1L-6 118 FIAH IR 2 E2(prostaglandin E2,PGE2),
R B J 8 4 A S N7, R Y B B 400 ) A K S
WAL R, RA SR, Treg 23 WA RYHT 2 PE 4N
K IL-10 F1 TGF-R FEAK, Th17 43 WAHE 58 4 21 ffd
K F 1L-7 IL-17 IL-22 .IL-1B #1 TNF—o 541, %
B Treg/Th17 A2, PEULIE 1,

Th17 F1 Treg 76 RA 19 &AL & 35 G BEAE
L, eZ BB RA B &R ESHE, Hit,
T 3K 7 Fh 41 AR A 95 PR A D RE AT BB R R RAYR
TR ) B,

2 HZHET Th17/Treg F%T RA BIER

BERAARETIR S

IBYT RA IR 25 DR 2 LI 263 I 15 0 25 |
WA IR A, R, W A M B
AT MR GBS, X B ZE Y
LHFIATHI A5 R R W Z B R vl RA 8%
(%) Th17/Treg JRA , #— ARG HHLHI & B, Th 4 i
EIEW R IL-17 KRR, TCF-B1 KV TR . &5
= SUNEVINN BN = BN 7N 7)) 2 o SR b TC
M AR HUESE IR MR DR, AN S
(1) B RLAr S A TR R B, 5 S e e 4
RA /NG B bk EL A Toll #£4Z 44 9(Toll-like
receptors 9, TLR9) IL-21 STAT3 .p-STAT3 A& H
I mRNA ik 1S58 ST feid ot 775 B ik
EL 4 i TLRO/STAT3 38 % 2F 1M 98 45 Th17/Treg ~F-
i, ARG RA FEIROERT . I AFR RN, 55
BEE T Th17/Treg 855 855 il i REAR OGR!, JEA
PR, s, A E 4, B T PR A
[IERIV TS TRy Wy R Y NV P S g8 ST iy | =
B3 e AR AT T AR I LS 3-8 (phos-
phatidylinositol 3-kinase, PI3K)/AE H #{#B (bprotein

2.1

kinase B, Akt) il B HE U8 15 Th17/Treg V- i 4 2%
RAP (3PS Z B AL &0, 7E v 25 iR R h &
R, BAPUR BRI TSRS, 2
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1L-6 IL-1B F¥AK, I 5438 3 FioT B (LR B 4
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VB2 B R BRI G0 A Gy T A R SR T
2, ARG R 5 35 R0 AT BRI RA K BRI A
JEEr 1L-23 1L-22 1L-17 .IL—6 IL-21 /KF-,
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FAWIEEIR TR 4 BRI AR RS A1
B R TR I R FE i RS HL
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R, WL,
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F1 BHRAPAREBYEDET Th17/Treg i8F7 RA FIERHS
Hkrhzl GRS %y [BLLT S35 3k
ey LR T 1L-17, L3 TGF-B1 [29]
W5 e AT TLRO/STAT3 i %, T8 TLR9 . IL-21 STAT3 . p-STAT3 [30-31]
JeR JE AR JH PI3k/AkL L, NI RoRyt, L4 Foxp3 [32]
JEAL SE2]iE T TNF-a IL-1B . IL-6 [33-34]

S RN T 123 1122 1L-17  IL-6 1121 [35]

T THAMELTT T miR-146a Fik , 300 Treg AL I8 Th17 ¥ L [36]

i BB i BRI T IL-1B IL-17 ,TNF-a, 1 11-10 [37]
4 A R T8 1L-2 . 1L-6 . TNF-a [38]
W+ UESRCR T TNF-a 1L-17, 3 1L-10 [39]
HE WIER W IL-21/IL-21R A9 AW, 75 RORyt, 13 Foxp3 [40]
Kk KimHR JE MAPK J@ %, T8 RORyt IL-17A, & Foxp3 [41]

CIEE RRENFTER T IL-17A \RORC I1L-1B IL-6, L34 IL-10 Foxp3 [42]
TEH EHAT T 1L-17 3 Foxp3 [43]
i oA A A TV IL-17A 194 TGF-B [44]

T2 HHEFET Thi7/Treg FEAIT RA HIERE A

BN [BEL = BN

W) T IL-17,10-6.11.-23 .RORyt, £ 11-10 . 11.-35  TGF-B , Foxp3 [45]

RIEWEY T § MMP-3 MMP-13 VEGF ,RANKL [46-47]

MIGAFAE MY TLR2/p38 MAPK/NF—«B i %, i 1L-17 TNF-a IL-1B . IL-17A . IFN-y, F3# 11.-10 TGF-B Foxp3.p-Foxp3  [48-49]

HEHF%  Fi#1L-6 IL-17 TNF-a . RORyt, F3 IL-10 Foxp3 [50-51]

FERCATGAIEE PR JAK2/STAT3 i@, F i IL-22 1L-21 1L-17, [3 TGF-B IL-10 [52]
Wb T 1L-17, 13 Foxp3 53]

INEHE T TNF-a 1L-6 1117 . IL-1B [54]

HEWAY T IL-17 ROR—yt [55]

Witk RE% T 1L-178 . IL-10 TNF-o .RORyt, |34 1L-6  Foxp3 [56]

TR T IL-6 TNF-o IL-17A, B 1L-10 [57]

JeiEs T 1.6 IL-17 .TNF-a [58]

P RA /N BT 4 8 8 B (matrix metallopro-
teinase, MMP) -3 MMP-13 Lk K ifi. 5 N J¢ ZE K7
(Vascular endothelial growth factor, VEGF) % [ -
kB Z ARG AL K F B 3 (Receptor  Activator for Nu-
clear Factor—-k B Ligand, RANKL)mRNA ik, K
%2 Th17/Treg “Fi NI 7R RAY), &2 A i
TR THEIN) RN . % 25 A= 17 v AR
RA & 1L-17 /K, 25 IL-10 . TGF-B /K-, 14
15 Foxp3.p-Foxp3 MY F133A , #1815 Th17/Treg
SIS PN S B B R B, T A A 7 T IR
TNF-a IL-18 . IL-17A vy T4 2 (Interferon—y, IFN-
v)—y K AIHITLR2/p38 22 2450 AL A 1 (p38
mitogenactivated protein kinase,p38 MAPK)/A% ¥4 5%
K+ —-kB(nuclear factor—xB,NF—«kB )i i A9 3151,
TR B G B R I DK TETR 25 )
HA IR FHHE AL R TR, T R~ el

& RA /NEL A E 98 X7 TL-6 \1L-17 TNF—o . RORyt
mRNA ik, #EE1L-10 Fl Foxp3 AY mRNAZ L, Pk
52 Th17/Treg P, HAAT 25 HIBRZ R0 T8
[BE M - v XU T KU IR 5 ) e O, B
FERZR |38 BHA TR A DAL EEAS AT 25 B ] 3 it
FEARIL-22 IL-21 IL-17 mRNA ik KF, 25
TGF-B . IL-10 mRNA ik /K-, JEMIHTT Thl17/
Treg VA, HAEFHLHITRE S| JAK2STAT3 {55
TEEHIE ) SA R B, W E NS ERAS
B 38 28 1 T £ B e A e e
HBTT ST Th17/Treg SEHRBTIA RA L TEILE 2,
23 HEE

WS 2GR TE TP R 2 BRIE TR T T, LA 250 JEb
BE, R T BT BRI T, HERE B A AR T2
KN T B — e B R 26 . RA SR AEAE
T BRI R 2, i 25 A 5 T A5 2
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JT GRITRCR RAFEEDL A Al Bk BB A S
TETE I 4 TR PR A5 Hh i 24 T DU RE IXUHIOOE |
WA IR BV EE S IO 3 BRIEBLR PR
b BomRE R .

7y BURLEA 41 XUEIE @ ER 230, Ty
ORI R A 2 A, RS UESE Al
77 WUkL Al AR RA K B TNF-o IL-10 IL-17,
RORyt 7K, #25 KFRIE AZH 2T Foxp3 mRNA ik,
HEMUEST Th17/Treg -1, KIFHLRAE®, 22 B
R B R KU , AT A XUl 4 3l A1) ME )
o WGIRAFFE W, 28 B B vl BRI RA R
1L-37 IL-17 IL-6 7K~F-, P75 Th17/Treg V-4 , %
FRESAEREARS ) I S E R 2 W RIS,
FAFNE B PH AR XUERIE 15 38 2855 D)8, 2T A
5T 2 | 2555 T AT LARRAR RA /)N BRI 35 A
L2 R TL-2 IL-6 IL-21 403, PR Th17 f44)
b, SRR RA, AT SHORL FR A 4R AE | 75 KUk
SEh 2GR, HAATE IR IE I 4% Tk 38
FHERIE 2 30, BURZY Ao 2 B, 4 v Tk 2
APiR YAl buinsE SRR, W] g2
fift RA SR AUREIR B2 =780, BT R I, eIt
OB TR S A T RA K BB Th1 7/ Treg -4 , #1041
TLR4/NF—kB {5 il 5, KT RA FEF®, JES
ETIERE 1 e I S5 2 2, B I I
26 gAML GEEAMNE XU TR TR, AT
R HE T A RA KB TL-17 /K7 RORyt £ IA,
$E15 1L-10  TGF-B1 /K- & Foxp3 £ 1k, flifi
AEERAL ) Th17/Treg PRIZFA, 73 A BFFEIESE , =
A 2410 T oo) il AOA 7) A s A G S
AL LA TS Th17/Treg “FAER TR RA, TEILER 3,

3 BRESREE

zi b, 2GR LAY RA A9 Th17/Treg P-4 , Ik
BRI RN, AR UAR G G0 SN, I PRAFFSE (AR A

SMERG IR R 2 R] L2 R0 2L BR RA L A
FETBUARPTERIR YT , Hh = 28 DR SR B AR (3
BRI 38 HA B AR R A i 52 7k
SR, 2GR0 RA A AR Z AL, AT A 25015
Z Ak R S T ME 28 GE RS, Z LR
RA 4] U] RIS SRR FE MR U R AR RHIE |
PRIREHAIE S FHASIE . X T RA ], <l = 5
IE B AN REAIE H BT 5 I RBF SR SR REA
RO AR A — | JCIEHERR D22 571 s %
KAz KA, S BRI AR
H AT 255 T A R0 s i B 24 T AR
— 8T, AT 2 O A EAE L 5 2 Biiih RA
Z VWA B AT RRINAL LNIMAR LIRS
B s sy et , shiisid 2 g P RS | R S A
IR Sh PRI S b . 2Bt RA VR HIPLH]
R e A2, BA IR RRT R, I, sk
2y RA ROy PR TT RS T i RA R
Th17/Treg P HATRK I K A5, /375 IR AIRIT
RA fEFIBLE], S h 25177 RA SR BBl 52 s i B
WA,
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