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[Abstract] Mucosal-associated invariant T (MAIT) cells are evolutionarily conservative and non-conventional innate T cell
subsets, having the characteristics of both innate and adaptive immune cells. They have antibacterial and tissue repair functions,
and are the important part of the immune system. MAIT cells are highly abundant in human liver and play a complex role in various
liver diseases. Current studies have shown that the markedly reduced number of MAITs and the dysfunction of immunomodulatory
effect in various liver diseases were closely related to the occurrence and progression of liver diseases. This paper mainly reviews the
characteristics of MAIT cells and their latest progress in chronic viral hepatitis, autoimmune liver disease, non-alcoholic fatty liver
disease, alcoholic liver disease and hepatocellular carcinoma, and further discuss the potential mechanisms underlying the loss of
MAIT cells, so as to provide some references for follow-up research.
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TFE TN (mucosal-associated invariant T cells, MAIT)
SRR SE R M TA IR, E AR & iR
. FE T TR IR L, 5 T
(120%~45%) . 1B RN LL( 4 3%~5%) S A1 1L i
(i51%~10%), MR KMTHBVRZ —, 25
PR T il OARAE Rz B kg B, e
BRSO R R i AR P A AR
AR SO MATT 200 i 7545 ol JEF 2 05 v 89 D) 6 S A
WATERR, NG SRt 2%

1 MAITZARE I S

1.1 MAITHIMRYE L 19934F, Porcelli%s /7%
{7 B 5 A0 ] 1L CD4-CD8-a T4 ML i 43 17
KB T WIAPAS R 418 2 TR 3Z K (T cell receptor,
TCR)a B, Hh—PHVa7.2(TRAVI-2) S
Ja33(TRAJ33) KN i Be 4l . 19994F, Tilloy%:!"”
NN B AT FETCRaEE, £ AKH
Va7.2(TRAVI-2)-Ja33(TRAJ33) FIVB2(TRBV20)
BVB13(TRBV6) 4 Jf.. 20034F, TreinerZs!"E
SRR Y T 40 M A AE I B R 1 A R R S
FER G B EHA LM EMNEE G 1 225 F (major
histocompatibility complex- I molecule, MR1)$&2 )
Prl, IR a2 R B A G H E TH ML . B
FHTANTCR Va7 2558 5Pk B 50 BT IR S MR 1Y 2 {k
BT FERE— A GAE T AT MATT AR R,
X} 45 4 T MR1PY R AA A MATT 44 g 3£ 4T TCRI P %
B, #930%09Va7.2(TRAVI-2)5Ja20(TRAJ20) 1K
Ja12(TRAJ12)3E B

1.2 MAITHMIM AT LFEE  ANFEMAITH TR
i B L i e A B RS B R IR R I, R
B M3 B: B — BBt M CD3'MR1-tet'CD27"
CD161°, i —BrBi HCD3"MRI1-tet'CD27°CD161",
=B HCD3"MRI1tet'CD27'CD161", & =
B Bt I MATT 20 e 5 40 8 B A MATT 40 i 7 3%
B b sz, Ho 3Rk 2 B R AH G IR 32 R ye
(retinoic acid receptor-related orphan receptor gt,
RORYt) B & 8% X HMAIT17, 35540 0 1 48
H@fl\%-l7(interleukin-l7, IL-17); FEIREE S A
FT-beth W R #E 2 L HMAITL, FE4W T
F-y(interferon-y, IFN-y). [FIAf, MAITHIE M F R
S Gk 4 A IR BE S 25 H (promyelocytic leukemia
zinc finger, PLZF). PLZFj&—FhT4HAE M H+,
Z: 58715 M i T MATT 20 i DA 575 — B B 21020 — B B
B R Bt #E s BRZPLZERI/NER, 26 =B B
MATT 0 W] st /b, 028 BB i ' B T i
BRI, MAITHIREAE SN )RR B LCD8a B3
K10 CD 8k I AS DL K43 Wb 240 Jf 1A ¥~ g

AU B AR T AR Koay I X 5 R 58 T ik
PrpeJE TR 5¢, (B ERBLEI 6 ATE 2 . MAIT
20 K £ %0 CD4™CDS8” T (180%), ik JaL
BAYETANME (A 10%), %k cD4'CDs” T4IH™,
AL, MATT 40 A 2 35 22 A [A] 28 20 i) Ak I 52
e, kb IR F (C-C 3 o0) Z K 6[chemokine(C-C
motif )receptor 6, CCR6]., #afbH ¥ (C-CHin)%
1&9[chemokine(C-C motif)receptor 9, CCR9]. #4
FEIH F (C-X-CHET0 ) Z 443 [chemokine (C-X-C motif)
receptor 3, CXCR3]. %ﬂﬁ%(C-X-C%T—D)%MS
6[chemokine(C-X-C motif)receptor 6, CXCR6]%%,
X fifi HEELAT 11 il S P S 1 BT RS O i 10

1.3 MAITAIMA30E 7 U DiE MATT AL AT
W Z M s . Bk, RARERGMEE

A IR I R A . AR R . RO R &
L4 P32 TCRAK A 4 72 B MATT 41 i 72
Kjer-Nielsen s F 98 & B, SR V5T I I8 Y F48 Ak = 40
6-$m%ﬂ§\(6-formy1pterin, 6-FP)m"ﬁ5ﬂ?MRIE/‘]EE
k., FsEdt LIMRIEIS . ML, Corbett®™)
fa i, 6-FPulsePh4i & MR, M MAIT
YA NE AL, IF HALAT & IR R A R AR 1 (]
R =¥y 5- 2 Fe-6-d- = T FL & JE JR B IE (S-amino-
6-D-ribitylaminouracil, $-A-RU)5 2 . oy /i 5
LW AERE A A WS- (2- S N R 2 5 ) -6-d-
=T A FE PR WEE [S-(2-oxopropylideneamino)-6-d-
ribitylaminouracil, 5-OP-RU]. $-(2-%A L2 3E)-
6-D-— T FHEZ FH JR WEE [ 5-(2-0oxoethylideneamino)-
6-D-ribitylaminouracil, 5-OE-RUJRES5MRI1%E4,
AT 38 52 TC RS 342 A2 SR A BTG MATT 40 i . A
WEFEE 1, PU)siHE 2 40l (antigen presenting cell,
APC)H AR Y 5 5 240 A1 171 A 7T V75 1 T AR 2 A Tl A4
JEJE, Al % I F kB (NF-wB) 8 F 8 T3 & 15
ST EEIMRY, AT A TCRARH & 42 8 1 MAIT
UMY AN, TL-7HIIL-1548 ] #5558 TCRA S 1
MAITI T AL Rk, MAITAIE £ 1 %k %
PR F-32 4, UIIL-12R. IL-18Re, A4 .
o 5 BH S BE A iU BT b B A 00 40
IR A] 38 15 TollAf 32 AR L 442 (Toll-like receptors ligand,
TLRL)WITLR2L. TLR3L, TLR4L. TLRSL.
TLRSL. TLROLV 4G FAPCHif, i it 55 %
AP MAITAN N . BEAEOT S W T I0-15
IL-23 . IFN-o/B A SR AL A b S0 Bl 5% 4 i
Jei R AL K F C AR AH 5C 73 F- 1A (tumor necrosis factor
liked ligand 1A, TLIA)BEHNS P[RIIL-1871(E})IL- 12
HMAITAI Y B, AN 50 e 2 (a5 T
ZEA TMAITAIMITCR VBIX., BT MAITH
J s AT e A TR B R I -12  TL-18,



] RS MATT AR BEAh, TS AE R MATTA
Al LLIE i MR 1 S CD40 LA 4 428 £ 1 A 9 fR 40 fig
(dendritic cells, DC)E, JTiESH/PWIL-12,
X R W MATT 4 A 7 8 2 41 32 At 240 L ol 28 DA T
KA BB BIE RO (HEE R, MAITH
LB BTG 1 7 AN T] T R SR B A TN [
PATCRUK IR AR BTG FIMATT A, HR R T
MM PETAME 17 (Te17) 5 T DL 55 B A2 3G Y
MAITHIfL, HR I T T, B4 i ) e 25
R, THAL I MAIT AN M I8 148 N B A K7~
(vascular endothelial growth factor, VEGF). %1%
FHF-1a(hypoxia inducible factor-1a, HIF-1a) S %
A4+ [ F-B (transforming growth factor-B, TGE-B)
HFZFIHT, FERMAITAI I EARENHLUER
e o [RIEF, 1SALAMAIT 40 HE IR 7T 43 2 Ffie 2
YA N 1 S A M EE VRN o3 F-, ANIEN-y . MR IR
FEHF(TNE)-a, IL-17A. 1L-22, FORif§B & 55 fL
R, WM EHEAMBORMAEYRIER, k25
B G MBI I SO 1 RO

2 MAITZHRE7E & M AT R & 5% R 9 1E B

2.1 SRR JEAT, 2Ek%2.52 N
e T HF R 5 B (hepatitis B virus, HBV), 71007
NIBGE TN R 5 993 85 (hepatitis C virus, HCV), 12
P B I AT 2 S SO R Ak B 22 % 8 kg o 1
BN, AT R IR A DL RE e T e &
K F I R YA AT — A AR TR Y IR Liu
WS BE ST 2 0], HBVIECYL A0 R i K I
MAITZ MO E b, J& o 2455 IR LT R e F
TMAITZHAEA T, T HA % T TCRIG FHIMAIT
ARMR A AE Yok AR S A M RN T,
IL-27] DL A3 P & MATT 0 M i 8 i . i 98 %
B, HBVIEYLE A MAIT 20 5 5 5 0 Ak S AE o
MAIT 40 il =5 3k I CD38 FHUk 2 1A YT Ja Tk &2,
FUH IS AR S Y CD69RY ik 5 MATT 4N g 7= A Ay i
LB M IFN-y & IEAH G, MAITHIME A FE P A0 T
HHH1(PD-1) 3k K F ] /E M 1L 3 HBV-DNA K- [
T FEFRT 180 2 BT H B A R I MATT 40 g 7
A ITEN-o B B0, (HJE I E MATT 40 i 7= A= 19
IEN-aJF AR, $m =38 0T R LA AR B G pe 1%
PER TN IbAh, HDVA JFHBVIER YL % HIMAIT
20 B o — A B RE AR T AR
tH, HBVAHOCH 3208 B H M MAITAI M4 i 5 Sk
TEREIEMG, MAUTHN IS 0T 5 B Al )
FEIERR,

SHBVIEYE L, HCVIERYLH KN MAITEH
LB SR, N AR A MATT 40 A 52 BH H g 7K
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(4 G G 5 Bolte S SRR SY B, HCVELH
JHF PN MATT 40 i 4 SR A% 40 B 51 40 B PR 7~ AT - 1877
b, IFAEHCVIE TR IR R P g FE s . PUss
FIRIT 4G, P MAIT A0 A5 % (5 CD3" T4
) LU A5 ) Bt 9 S R 80 1T A B, EL AR B Y
JEE TG K A M AR D RE A T R . el i — T
FEAAR Y, ARIPUR EERIT AT GEE PR MAIT 4
RO K e WY, HCVIEYLH T IMAIT
41 A5 % 5 R AE KV S 2T 4 Ak ™ R R 2 DA
X, B WA 4R A 5 R PR MATT 41 A D) g 32 i
FAEE HOVA IFHIVIER YL 3 (14 48 1 MATT 40 i
IRIE> . MAITAIMEAE KM 3% A o R CT 7™ A2 TFN-y
TRz, JEIT R85 A o A A i i D fig
PG L, SR, HOVAIFHIVIEYL & 164 3R
FRITIE , HAEHMAITA M A e 2, ik
WEFE 45 AN, MALT 20 M 765 5 P T 498 0 1 e
rh 32 8058 o TCRARAR IR 12 2 5 e B2 B 18 S e i s
LUy

2.2 HEHEEMNTK (autoimmune liver disease,
AILD) AILD RS T aE M RS e , 4G AT
iz B2 A B e P R (autoimmune hepatitis,
AIH) . B4 32 R 9 i & A AL PR IS & (primary
sclerosing cholangitis, PSC). Jit & M AH 14 A {k
(primary biliary cirrhosis, PBC), LN I = Fhgae i
R Z W ESZEAME. AR ERN,
ATLD (83 A0 8] i B 41 20 I MATT 4 i 1) 5 2 08
A, HMATT 40 00 5 Bl A 21 2 Ak i) 1 Jre i B AR
[F] B HF 95 b M AE v R 4, W4 WATEN -y 1Y D) R
ZLL M #ikCD38. HLA-DR., 40 il & P Tk
E 44 Jfd A ¢ 85 1 4 (cytotoxic T-lymphocyte-associated
protein 4, CTLA-4)%%, MAHLHI L, XA
KN R TE T 7 (A0IL-12 . IL-18) M A Hi )5
Aok HIGE R MATTYN M = A 1L -17 A 42 £F 4 fk
B BT R A I BTSSR S MAITHNE B e 4 ik
YER®. von SethF 58 & B, PSCH#H HITEHF
MAITHi P Bk /b, HRICMEE R, HIFIE
JEL JE) R A MATT 40 0 R LB 070 . Setsug DY)
W5E &, PBCE A 1Y LW A JHIE v MATT 2 i B
WE >, HANE M MATT 41 {5 22 3k 16 b bR i 9
CD69; IZMFFE RSN S B0 25 3 s, MAIT 4
JHL 3 W 240 L DXL R BB T RIS, R 2 43 A TNE-a i
hRESZ . SR, Jiang®E WIBFSE R, PBCEH
JFENMAITZ0 A 2, J6 P I A MATT 40 i B
AL BT RE AT, AE R ANHIRIA YT 61> H nl i I
RAEAL, AT RE S N PR o B VR S B XA AR fel
YL AEIL-7, IL-715 05 5 5 S ki b
Rk, ML FE MATT 40 it 3006 40 Jfd IR -1 e Sk
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BEBA K.

2.3 ARTRS AR 5 PE % (non-alcoholic fatty liver
disease, NAFLD) #i#ftili, 4ERNAFLD &N R 5
iK25% , JH/INEE S GE BN JE NAFLD & J& (1) 3K 5
J, TR E AR A P e e o R iR
FHVERY . Hegde MBI TE KM, FFAE{L R
MAIT Y M AE LR 4R R SR 4R, — T TR s A%
FEWEANE IR 2 B8 1, 3 — 7 AR U 2T 4 40 it 1)
A2 MR R IR, e SEIF£F 4t i & E K
JB. AR, Li%MRFs &3, NAFLD 4L
IMMAIT 0B, A, FIEMAITAE A 2,
H5NAFLDIE s 2 IEAHG . [FET, MAITZ
Mahfie & ALk s, ANIL-4A9 7= A3 00, TIFN-y |
TNE-aff /= Az 90 o TEN-y n] i i W 40 il 16 A
PR BIMIFERL T TL-4 7] fff HoA AL b 98 M2 %
AU A, L N BRI S L B, Bz
MATIT 40 i 19 /0> B 30 o8 7™ o ) A O A 2 1 2
HRAE, (AR RETE Z2 B4 2 1 5 05 200 it B ° /D i it
RNEF WA, b R4 SR 3 B MATT 40 i 7T 3
a7 A R PR R IR RO S PR AN A fh ok
PRAP I

2.4 WOKETEITRS  BEE PETONHEE LG A3 n,
R R 2 18 M 1) 2B I 22— K R
SO, VIR BRI, T A
IPAEPERF g8 . FRE L AR . BES R, ZFP
T REAME S 5 TR PRI 00 & e A, Ho
MAIT e T4 R B FE 1 — AP o RivaZE U5 &
PR, TR T G B M RS 1 4% R B A
MMATTHH AR B>, HAFEPURE DI REBhiG, F
— 2503 B e IR i A B A T 3 T MATT 40
(I FEE M D REREAT , PR W I 1 1 1 5
BwVERGIN, DLBEUS IR R AT PR, MAIT
i FROEMEE “B” WY L™
Yy, SELPUENBERRT . LigE RS T 4 K
TC s BTN 2 A TR I BE D A B, RS 1 I R AR
HHIMAITAR AL, BRAF R MAIT 240 il = R ik 1% 1k
Fr&¥ 1 (CD69. CD38. HLA-DR) ML/ 1
PD-1, HIFARMEE BT 8, I o] 5 4
W MATTA ML S o A X Se E 2 R I,
{B MATT 40 A TR PR I b B/ ] B3 MAT T 2
M AL AN TS 2 o SE 1 Bl 7 T AE 5T BE Tl A
W RN AT 5% i (NTH-NIAAA) (4 ik 20245 0
Riva 25 SRS TFRE T — A8 7 i, (B4 ok —
ST A I MATT A0 5 B Y 56 21

2.5 5 PEMFE (hepatocellular carcinoma, HCC)

HCCRJEAE AL T- M U R IR N, SAFEAEfF R 2
N18%, ALY T R (4 50 — R A e e

HCCHIRIT Mk EEAFA . FBMHE . 3k
FE OGP RL . fRIT R TR R YT AR, BT
AR A, I PR IR EAR . H ik i 2
MY IR AR th T IR S se BT, Hh T MR R
Y8 SN 1 E B A0 TR A B A
Ruf%:7 % Bls-OP-RUBE A TLROFL 51 7] Cp G 1] 51 571
W EMAITAI MY ¥4 S 6 Ak, R ™= A=A &)
W IR S SV . Duan57IRFSY LB, HCC
£ A1 A I S R ZH 2 B MAATT 240 it PR i ik />
HE#IAPD-1, CTLA-4 X THIME e BRE A1 Bh
F143F3(T cell immunoglobulin and mucin-containing
molecule 3, TIM-3), #&/"MAITZ /DR H %
SEAEM MR T R, [FEF, HCCEFAMAITH
JLpk g B R, B B AN RS A
K, Mg VR MALT 20 ffd 53 WA TFN-y . IL-17.
iRl AL, oA A TL -8 SR iR PR 1 34
%2, R PIRHR I A MAIT 40 S RE E &2 4t
BpE g is , AP IE Gy 5 S A g Oy ) o
Yan 25 VB ST 22 0, 20K MR 1AY [l 83 40 i 3 75
MAITHIML)S , ]38 3 1L -17 A7 2340 1 T 40 il S NK
ey Thge, MR SEMIE R R . AR R,
MR 1 BH B 7510 0T 400 a5 b geg 9 A= K R e 8%, $E R BHIKG
MR ] e 2 I S E IR T 1T RS

3 MAITZHA R D B9 R BEHL I

AR, MAITHHMZ B TR AN Z X
W, W RIBRGY  GRE K AR TR AR 2 A e
T DIF 55 $ 78 MATT 240 b 7 45 ol JFF 93 28 3 1A P B dnd
W, BARKE S IR E R LR, A5 DT g
55 R P58 A B S AL /5 S A BE T L AT
AR . AR 2 O DL S MATT 4 7 e 26 JH v
1AL G Fak A KA NPD- 1554 56, (H BARHLEIATS
A

SCHIR R TE HIVIE YL A MATT 40 J sk 20> 1 i &
ML TA T AN TR R e R N R R
A, TENBEESMNEVEGE SR, R,
TE—E Y A — RIS 50 E 3 kA st
Horp 2 e 2R K 4 4 TR AR -3 (caspase-3) & 2 i
T2 U BT 0, AN T ny bR

WAL, A AR Tt P R S A T MATT 4
Jps > (AL o N IE A T, A gE T —Fh
BRI L PR R SN YRR 4 B AE T O 5
J& M caspase- 1/ B RAR i [ b, FE 2RI N
JH I K e 5 % 4 AR PR (APIL-1B . IL-18) 1Y
BT BRAET R —Fh 58 AH DG . 4RO R BT
A TR H R R R R YR B SE T
Ko TR . QR EENEAT, it Z 1t
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1 MATTAHAEAE ISR P 5 s Bl R 5 S

Tab.1 Characteristics and clinical significance of MAIT cells in liver diseases
pazigty  MATTAURBUR  wiarranpien (b " P,
TS nw mm BRAm ) AT Wi
- sy e MATTANMUA % 5 HBV AT 05 1838 1Y B A7
HBV W [SE SN L. Bl B >, I N'Yﬁﬁélﬁ'ﬁ REEAIE, PE/RMAITAIM X CHB & & HA 4
jJLl 5 IFN'OLJ}'{M‘MQ ?F‘H:/ﬂ;}zﬁ[“'“]
JTF I MALT 48 A5 3R 15 G 7K T AT 27 e A ™ F
HCV A W ERk IEN-y 7 TR GG, HUWHE IR )T T i O R, 4
/RMAITAH % CHC i BAT (R4 1 i =)
SHCVEQEHMIE, S IF R E B MATT A Rk
HCV/HIV A g mdksk IEN-y 3 WA DHWL, A GUR AT A BRI IS MALT

W s ARk, HAFRERY IEN-y/NREAN, CD107a.
HDV/HBV B> WP e

AILD il D> /Jﬁy/iﬂﬂ E'—%%ﬁ WA

NAFLD > Ham FEis

ALD W A R

HCC W > [=ESI

UL B 7 WA YR />

IL-44> W3 i, TEN-vy .
TNE-af3 s /b

IL-1753 WA /b

2 i i AR 055

SHBVIRJLE ML, A IR E MALT 4 ffd s />
A, RTRES ANAE A FAnIL-12 . IL-183LTE
MAITA I S AN T4 56

IFN-y. TNF-a, CD107a%; &AL HYMAIT A0 M B AT (2 S 46 b /570, 421

MATTZH [ %) ATLD 8 25 B AT Eops t A 17
MAITZH A5 % 5 NAFLD G sh P /0 e e, JIf
AL ke A PR R (L -4 . IL-10) &35 5
5 g 2 A A Sfe A I

MATT 20 AT 5 5 8 5 7™ B R J3E St oG, ELAL
B> SRR MLV SE, $RRMAITA
XTALD B HA (R EME R s M BE 0 43 0 55
MAITZHfL 5 3 167

IFN-y. IL-17. FURCAG. 28 4R 40 2 1 i MATT 40 O 4 T i g e, AT
FLE S >

T3 SR R s ) i i g 1y

HBV. CHRIN29% 8, CHB. 181k CRIIF4¢; HCV. INBIATF 2075 s HIV. ARzl f@iss ; HDV. THIFRMGE; AILD. [ B9
PRSP 3 NAFLD. AEORE YRS W% s ALD. RSP ; HCC. A VEITRE ; MAITIM. ZEIEATSCIH E T ; IFN-y. yTILE;
TNF-o. BRIRFER F-o; IL-12. NS 3 -12; IL-18. HANMIANZE-18;5 IL-4. AN 2K -4; IL-10. HANMIA FE-10; IL-17. HATHLAN

%.17; CD107a. IR AR CIEIR 111

BT B R ) v 308 o A o it 4R A | el T A i A A
J7 A FIERER G . MALT 40 i 2 T 40 i i) o 2 —
O, FERFHEFR S0 E R, AR s A B HL
il T RE S ERAET A O

4 RES5RE

MAITAH & — BRI IR <F © ARAEGE Y e K 1
ARV, S [ A 2 200 i R 3 7 4 £ 2 400 i
HREs, BAPIRMALUE G SFIER, R
RGREEH S . MATT YA BT A KB A7
JEAEAS AW h & ¥ 56 B 2AE . MATT 40 i
B 80 S G e DR S 5 e )™ LR B )
FHOG o AR T Lk — 20 WA JHi 28 35 MATT 241 Jfd
AL, AT T A MALT 20 A 96 Y 4 2 4
TAERT, I 3 A G 2 ik 2 790 S R R ke Y
MAITHU AR BERe M, LR BAY B H 1 .
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