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Abstract: Inflammatory bowel disease (IBD) is a chronic and recurrent intestinal disease involving environmental ,
genetic, microbial, immune and other factors. Currently, western medicine has poor efficacy, large side effects and
high price. Chinese medicine has highlighted its unique advantages. Follicular helper T cells (Tfh cells) are the focus
of research in the field of immunology. The abnormal differentiation and function of Tfh cells can lead to autoimmune
diseases, including inflammatory bowel disease. A great deal of evidence has showed that the compound prescription
of Chinese medicine and its effective components can treat experimental colitis by regulating the number of Tfh

cells, the balance between Tfh cells and follicular regulatory T cells (Tfr cells), and functional protein molecules of
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Tth cells. This article reviews the relationship between Tfh cells and inflammatory bowel disease and the mechanism

of traditional Chinese medicine regulating Tfh cells in the treatment of inflammatory bowel disease. To lay the

scientific foundation for exploring the treatment of inflammatory bowel disease with traditional Chinese medicine from

the perspective of Tth cells. With the intervention of traditional Chinese medicine, the improvement of the number

and function of Tfh cells will be expected to become a new strategy for the treatment of inflammatory bowel disease.
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RIEMEN R (Inflammatory bowel disease, 1BD)J&
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i PRET R EER FEEAR, M ER RS kA
A5, EECEN AR HET, IBD B R K A L
il WA, B —BOAN IR R | 8L 5y ik
FPERIAFAIE R EY T HES IBD %A G, H
W, REIIRE S H A AR S EUIBD MEERN R
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TR AR AN BT S A 7 A I Al B
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1.1 Tfh 40534 Tfh 4000 CD4" T 40 7E R 5
PERG SR Bel—-6 BYIR4E T 4k, SR Tth 20
A 3o AR MR S0R 41 B BTG W0 4G CD4 T 41 i
G Tfh 40 oAb B — A B B R A 7E T 4 X
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IFZWHT R E B YU UE N, 24 Tfh 40 52 il 7 74
FEREARIE, Th 40000 f e E A B T 58 AP B
ZO B TE T-B A FEIX ., 2 Th Rk HHT
4 B [\ 1] 34 53 F (Inducible costimulatory molecules,
ICOS) 53k J5 T B 40 ny ICOSL L [F454 5, CD4' T
YAEETT AR 0] B AU 6 & A R iR A, A &

iL» (germinal center, GC) N J& 434 1) 5% J5 B Bt BT 78
Hi, Tth GAEKAE GC 523k GC T Z0H.
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TR 75 02 Th 4R EZ A IIRE. GCIEMUG Tih
20 if0 3 3 7 A RN B LA i 2R R Y B A R 1 i
PoRE, IR AR, F5E 1, R Tih
i, GCEASIEMMAT, KAEKMMNARZ
M, PR R AR S R A

1.3 Tth 41EM EEE M Th 410 E2E A
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RE R A e WESE 1BD A HILIRAHT 24508 & 1 J7 In] 22
—, X EAYT IBD R T E

3 HEZFE Tt K F477 IBD
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FE IR A 353697 IBD ., [RIRT ISR R R 252 iR
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X2 HAT, PERKEZHMNMAL, 28l A
s s EJiRI7 IBD, BUSHHITFRL. DURILEA
EANE . B IEE 22, KREMTFEIESE T Y
JAEIRIT UC. 5 BEr G AR 55 I 1B 5 T TR AR
o T 25 BT IR DU AR AL AR FIAIL] , Sk oo
JLIARYT IBD R4 T HSARYE, U0 Liu S 5255 uEB Y
i AL AT B S RGN M 5 B ok /DN RS T T 4 B,
WAL 25 K B, BRARZS I im BRI 5 1 40, 2% it e

TR AR I — 2D 5E R B B AL RE B
2 T & CD4"CXCRS5IL-107(Tfh10) . CD4'CXCRS*
Foxp3' (Tfr) /K, &A% CD4'CXCRS'IL-17" (Tfh17)
i g A1 CD4*CXCRS* (Tfh) 40 fifd % i Bel-6. 1COS,
PD-1. PD-L1 &ik/KF-, JHiE Blimp-1 Kik; HHEE
424 b Bel-6, STAT3. p—STAT3. SAP ikl ¥
FEAR, 1M Blimp—1 WIBY 47, SR DU AL AT 3@ i 4
il Bel-6/Blimp—1 38 B # 75 Tfh10, Tfh17 Fl Tfr 4 it
A, IWIMTARGRIT B AR o A4 AL 3% A
REGRALMRL, WA, BES, mIKEizH
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R, ZEa bk TSP ER, & R A
4 3 T 2 s g/ RS JE I T, Tfh10,
Tth21 %k, B3 FFE Th17 3ok X Rl kg
PR E 4 AL 25 )5 CD4"CD44" CXCRS 2 i (Tfh ) 7K -1
R, T CD4°CXCR5 Foxp3* (Tfr) K2 CD4°CXCR5*
Blimp— 140 Jfl 7K - S4B 0 v, [RI A /)N B 46 i 1 21
Blimp—1. SAP 15Kk X Bel-2/Bax [W{H 3 |
W, Caspase—3. Bax, STATS FikBFETM, HRA
& ALT] REIE A Z AR AR VE T Th/The 20 BT 110 2L
1RYT IBD. A PR ALRN ZE 4 JU34 AT 3l 5 T 7 Tfh 20
JRL A T A 00T S B E S I 98, (B R EE Tih
LA R A A TS ST AN BT

YR S 25 R T Trh 20 0 Y SIE R A % 7T
g1, (AR AT R W v B2 245 ] () 428 2 JR4% Tth 48
ML oA A SR IR IBIBIT A R . WEoE et
A v A LLGE 2o ARG B ) UC 3 TNF-a.
IL-17, 1L-21 KR ERAYT UC BIRCR™, (@i s
A AR T A fig R A F VR D R AL
0T 3 BRI CD40 Jz H: mRNA [ £ 5, T
CDAOL FRIX A RARYT /N UC SR FHIARZK R
UESEXT UC K BT BIYE T 40 AH 6 1~ TL-6., 1L-17
AIL-2 A WEAY, DLW, BT i
T Tth 28R A7 A, P BE 25t a] LU i 45 Tih
IR B AIARIAYT 1BD B H Y,
3.2 WAl sy e Tfh KCEIRIY IBD U s
24553 J7 I L AR Tth Z0MOIAR YT SOREVE e AR T 25
BN, (HZRh2i AR5y, MEEER . /D
BEml . WS E SR a R sy, AMEART LA Th 40
MO KSEFINRE, 8 AT AT ROHIG 7 L kg i 46 o n
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TN TR R . &5 ks IR H A A0 R o W R A
CD4*CXCRS'PD-1"Tth 4 Mg F 5] . 1L-21 IR FEAR,
CD4'CXCR5"Foxp3 Tfr 4H S L7+, H Tth 4 ffdAH
K Bel-6. 1C0S, PD-1 FiALIFRME, Rz
Fm I 25 98 /N RAR P 1L-21 ZKF, 85 Tih/
T 40M LGP, SK AT UC I E W /NEER
HZGEGE R BNy 22—, WIRIAYT IBD BYH 2
Y. 255 TSR B/ INEERA YT S, IBD /N B
DRSS I ARSI TR, RAE D Tfh 20 MR Y
FLBIREAS, Tth A0AH CHE SR TR R, w5 R
AIEPEIREZ ), T RHTIRITHVR, RIEYT IBD
M), HEERUMRA S S0, T NISE R
S5 RAM L, A ST > CD471C0S”
CXCRS5'Tth ZHAEELA, 4] Bel-6 mRNA %% 587K SF-F
1L-21 9358, RIP\EA ST AR L85 Th 4i
ML DI REVARIT S PE e . LA AR R, b
AREH 43 P B HEE SR Th 4ERI/K A B0AYT 1BD.

4 it

Tth A% IBD "H A ECRIEF CBIESS, Hiih
= 2552 J5 R 2454 80 0 Be ELEE R Tth Ai KT 5%
() 3230 L R Thh A0 oAb AR A DGR ok 2R T
IBD. {H Tfh 4 7E IBD & B HAARMLH] K 2= 25 4n
A Th GHMALHIS AR BB, A FRiE— 2 R AT
5o MAIBEFAETE LT LS . QK Z 5 5%
PURIBRTF%F Th A0 A X RE A BE R PR, X T4E
SEMRE ST > 2 N BRSO R ) T RE S VR FH R
SETC NN . @Tth 40 A B gl S — AN T 44 1) 4H g
T, WRWEARME T EBKEZH, CTHXEAR
{55 B HLRI A ANE T 7, AT 4% Tih 40
S AEIE AT A . B H R E 5T 2 AR IR S5
FET Tth 4B B ARSE /D, P rh BE 25X Teh 4i i
FRA WSO I AN IERE o AR BT AT LR FH 2 A 51
IS AL bR /N, TRARTE TP EE 25T 10 Tih 400 1
FOWREW 43 FHLE] . Bl % 8 B IBD & 9 2R N W 1Y
hn, PEZREITRRZBETNA, 4T Tfh 4087 IBD
KR A, Tth 40K T RE A H B 2588 iRy 7
IBD (P87 R W
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