FH2,%. 10-11 SEA2(TET2) A SHENEESHENEY- LB I E S aEHFanEaen 697

. EEE - DOI: 10.12449/JCH260327

10-11 i A 2(TET2) /- S 2ot 4 Simia i - % a1k
Xt S e VSRR

ERTP SN E T

1 MHFTEHRFE—WEEREE A, #£90 450000
2 bLEPESRFWELEERA®BA, L& 200032

@AM X B4, liuguangweil975@163.com (ORCID : 0000-0002-6641-1625)

ME: 10-11 HAEA 2(TET2) fEARNBE FBEZOE, TRBEN S DNA ZREMAFHSET CD4” THBD LRI, &
FHRAN, TET2 HRA BT ELIEBN M TR 1785 M T = B A&, BUE B- K EE SR, NMiR B 5 &
BEMRR(AIH)#R, AXRGLZRT TET27E CD4” THBFMBEME DR NRRER , RARITE B FEMEY-RN
B AE- M ER IR A ATH B9 FALH] , 7 R B BE (0] TET2- B R 4l A9 B 78 T T3 5K B o

EEA: T4, BEREN; RURRAY; SHEMEnE

ELTWH: TEdERARNEES(222300420490) ; R AR AT RIBC S E £ (222301420069) ; 2023 FEF T EHEFE
FWM—R "B BE R Z R LIRS (HSRP-DFCTCM-2023-7-24) ; 2023 £ 0 B & DA REZEER P EHERSFH R OR
FEIN(2023ZXZX1129)

Regulatory effect of ten-eleven translocation 2-mediated epigenetics and the interaction between gut microbiota

and immunity on autoimmune hepatitis
WANG Lifen’, LI Ling', LIU Guangwei’

1. Department of Spleen, Stomach, Liver and Gallbladder, The First Affiliated Hospital of Henan University of Chinese Medicine ,
Zhengzhou 450000, China; 2. Department of Hepatology, Longhua Hospital Affiliated to Shanghai University of Traditional
Chinese Medicine , Shanghai 200032, China

Corresponding author: LIU Guangwei , liuguangweil 975@163.com (ORCID: 0000-0002-6641-1625)

Abstract: Ten-eleven translocation 2 (TET2), as a core enzyme in epigenetic regulation, dynamically regulates the differentiation
and function of CD4" T cells by mediating DNA demethylation. Recent studies have shown that TET2 deficiency can promote the
progression of autoimmune hepatitis (ATH) by disrupting the Th17/Treg balance and activating inflammatory signals along the gut-
liver axis. This article systematically reviews the bridging role of TET2 between CD4" T cells and gut microbiota, explores the
molecular mechanisms by which it drives AIH through the gut microbiota-epigenetics-immunity network, and discusses the

potential intervention strategies targeting the TET2-microbiota axis.
Key words: Hepatitis, Autoimmune; Epigenomics; Gastrointestinal Microbiome

Research funding: Henan Provincial Natural Science Foundation (222300420490) ; Henan Provincial Joint Fund for
Science and Technology Research (222301420069) ; 2023 Annual Special Research Project for the Creation of “Double First-
Class” in Henan Province’ s Traditional Chinese Medicine (HSRP-DFCTCM-2023-7-24) ; 2023 Research Project of Henan
Provincial Health Commission for the National Center of Inheritance and Innovation of Traditional Chinese Medicine

(20237ZX7X1129)



698

I PRATREfE 2R E 4255 3492026 £3 A J Clin Hepatol, Vol. 42 No. 3, Mar. 2026

H & G2 P HF 48 (autoimmune hepatitis , ATH ) & —
AR RS T A A O P i 5 B B Pk
A5, AT BRI S8 2 4k AL AT 2E3m 120 Aok
ATH A3 5 TG, Hils RIG YT T ImiE 2 PEi%, £
L AR T2 e DR 52 2 L & s HIL T o A 58 4 ) B
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S AIH B R A 5 R R BT, AIH B —RI877
J7 %8 FEER IR A B G B e REE RS | DL S Im R AR
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Th2 ., Treg ZH Jfd F11 Th17 4 ML i % 4k, >4 TET2 il 2K B 25 0
il Th1 F1 Th17 40 A ™ A= 0 ML, iX R TET2 2 5 1)
WL 3t A% 708 A T 3 2ok 5 e 2 2 N HCAH G 4R e P 5
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ORISR, R YRR N B,
RAEPEN AR ZEELAN A B S PP 25 AR 2 B 4
YIAEE 2300 33 ol S 15 i 3 g - A e HE— A K
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PO A 2 A PN D 9 R A iR AR AR 5 e S
FRAFT L o TET2 (935 Ve B 3252 1 18 r ARt
YRR < IEH BB AR 0 R TR U R (AN TR ) i
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Figure 1 Molecular mechanism of the gut microbiota-TET2-CD4'T cell axis driving the development of ATH
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