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Development of Hepatitis
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Abstract: Mucosal—associated invariant T cell (MAIT) is a non—traditional innate
immune—like T cell. Its activation method is different from traditional T cells. Its TCR
mainly recognizes the antigen presented by the major histocompatibility complex—related
proteinl (MR1) and is also activated by recognizing adenovirus vector, IL—12, IL—18,
and other cytokines. The activated MAIT cells can release a variety of cytokines, directly or
indirectly involved in the body's immune response. MAIT cells are mainly distributed in
mucosal tissues and the liver, and they can account for up to 50% of T cells in the liver.
MAIT cells play a very important role in treating liver diseases. Hepatitis is an early
inducing factor of many liver diseases. If early hepatitis is not treated in time, it will develop

into chronic hepatitis and even liver cancer. This review summarized the immune function of
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MAIT cells in the occurrence and development of hepatitis.
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MAIT 4 g th Porcelli %' R E B T i BB 1 8h . i TH R ZAAE TR 4
21, JF H i Ak BEORSF , BOpk w24 R R AR OCHE 2 T (MATT) 40 M . A& 48 T 4i il i 51 35 2240 48U
M &2 A K (major histocompatibility complex class, MHC ) & 5 B9 $t 7, i MAIT 4 g & 21 5] 32
T AU A A R A O B 1 1 (major histocompatibility complex class | — related protein, MR1)
P 2B PUE . MATT 48 A Y BH P 26 556 78 I B b 47, H75 275 4 M B2 | % 58 MR1 4>+, MAIT
A0 K B R RE AR T MIRT K2 2B W AILAA P 14 A 4 B T MR L a8l 563 1) /0 B4R Py DU e =
MAIT 40 it .

2 MAIT 4B BE B 45 1(E

MAIT 40 ffd 5 76 AN B9 40 A i if K29 5 T 40 A9 1% ~ 8%, 76 JiF Ik o AT /3 3k 50961+,
MATT 4i ffg B A7 g 45 4 2 48 2 A 5 TCR, H TCR FH G2 A9 o 4 A1 AT AR (1 R 4 20 A%, 15 22 1Y o 5%
MR FE5 R Va7.2—Ta33, /DR R Val9—Ta33", A 25 () 8 55 75 AR £ 3 VBR2 5 VBR13,
AN V6 AT VR8T, X Bl M R (1) TCR Al e 5 M 1R 1) 3 i 40 P A% B R s B AE M 4E A £ B
FACH = W o AR AR BT IR A AT BT A B S A I R T A9 MR 4R 5 45 MATT 46 Jfg A T 3T
MAIT 40 . 7] 76 40 i B¢ b 3R 35 MR 43 19 4 % 20 M 5 20 B0k 40 i A 2 0k 40 i Fi B 240 i
L EE WA AR AAERNE N T, 48K 2800 MRL4r 7 LR 3T & 0% A2 F T
e YA AE AR B 9B Y MIRL 4> F 000 2 B B 40 A 1 2 5 B R R B 5 R P L B 4
EEME X EHEMTHNRRM ST . MAIT 40 M & % ik CD161, H % B Al &£ 4 CD3'Va
7.2°CD161", KZ%¥/ MAIT 40 4 CD8 CD4 , 4h & 1fi vh i MAIT 40 g v B A 25 14 % 2 XA
PERY . AN /N2 MATT 40 CD4"CD8 5, CD4 CD8 ¥/,

3 MAIT @AY EN N EEFEN

FI i SC kA 38 52 22 19 MATT 40 M 36 Ak 42 5 208 P AD : — FhoR il od TCR B A2 s, — Mo
i AL Mk 40 P F B A TCR & 42 38006 - MATT 40 fi 35 4 19 TCR & 42 32 22 02 38 i iR 51 MR1 42 &
() 240 TR A% B 3R O AR 10 4 2R 2 B AR W T MATT 4008 . 17 3E TCR & 42 /2 48 Bk 1T 4i 1 41,
MATT 2 g o m] X6 3 40 B /e 5 1S ) S0 23 7 s A B A: 9 77 A 28000, G 2 i R 25, i 28 5
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i 0 R A B ANRE = AR mT i MR 2 52 (9 Bt s, (5 51 & (9 48 4 40 i PR 3 3k 40 i PR 7 2 448 8T
MAIT 40 g, I B MATT 40 i % 4 14 40 i B 7 5 G AR 5 09 SO . MAATT 40 i 3% 1 19 9 TCR i
RS AP T IL— 12 F0 IL— 18 (9 B0% , MATT 4 il 263k 1L — 12 524K IL— 18 324K 1 ¥ Fil
40 L P R B ) MUATT 40 7™ A G 2 s 4y F o BEAh IR ISR L T IL—23 5
IL— 123 — 2 IL— 12RB1 & , St 2 A5 300 MATT 40 i (9 T fg .

B A SCHERARGE T RE OIS MATT 48 M 6 At 75 2, B RR S 75 200K 0 58 3800 MATT 40 . ¢
T 9 B 2 AR BTE J7 3K, Provine %5 VUBIE Y 26 B FE AR AN FH IR B 2% MR ChAdOX L il 38 A b ] i 5
¥ 40 s (PBMCs) , ChAdOx1 # 14 fg LA 7] & 4K 481 19 77 3035 5 MAIT 48 2 9 CD69 . GzmB Fl IFN—
y 23k LA AT B0E MATT 40l . MATT 40§ B4 3% — 3506 7 28 mT LA 38 5 i s 2 28 14 19 4 %8 it
PE A2 BT ER LSRR . % ChAdOx1 Mk 5l L T ChAdOx T £ 1A 1 filg B 4 928 15 L 7R 3 5 22 /s
U P, 26815 5 0k B &5 A1 DE i MATT 41 CD69 Al GzmB BH & [, il Ad5 2% /& X MATT
20 S AT AR AR 55 . 3k — B R PR ANFE T MATT 40 B (9 306 7 =X, WIS L mFoe B 4k 17— E 1
=31

AL B MATT 40 M43 300 40 i 35 1k 2 7 (kL B 20 fL K BRI ) MIFN—y . TFN—a,
IL— 17 540 F . MATT 40 il & ¥ (9 D) B EZ A YU DUR 8 AL2UB 5 2 15 3 I 5t B 1 58
M T MAIT 40 9B B D RE , 76 Dey 4517 56 T 45 B W98 op A% 8 F B W) & ik 12 1
K i R S e MATT 40 19 06 b, OF 5 200 0 45 4 0 B AT B 35 0855 o X — Wi oR 25 1
Ay I PR VA T R e B R TR BB . Valestrand 251 56 T R K PR Ak M B AE R (PSC) B BIF ST &
PR, JIE A5 40 AT L e R S 5 R S i 28 MATT 40 . X 86 %% 91 36 B PSC 77 78 3 45 % )i
RGEMBAEY R ARRR B8 T MAIT M ERNSMAEYWRKR . XF MAIT 4061
P 15 D fE , 76 Rudak 25 3¢ T BRI 6 3 (MeV) BB 58, MeV BEA 08 MATT 40 iy, 7 S H:
PSP T 8 & AT DL A R R Me'V Bk Yl ] [R] R 22 S5 HIL AR X TG G s AR 1Y) S g ) 22 . G
F MAIT 40 g () 20 SU4& 52 2 45 26 5 Bt B 1) 56 B PE D B L 78 Leng 51 '0F 58 0 & B, MATT 41 Jifd 78
TCR A5 P 40 A P 7 1 36 [V T R AT DLk $8 Be s AR 1, RIS 38 vT DL & 5 41 4018 52 i T g
X R4 ZUE R B D RETE TCR Sl 40 g IF 7 B9 3006 i 2 Y e A R H5

M2 MAILT 40 M 3G 2 220y, HIH D) 6e 22800, 5484 28009 MATT 40 M 33 70 40 i1 50 ik
e R B FA A . BT, SO MATT 4 40 L 9 5T i) B U0 1 J5T o AN B ff B i — 2 MATT 4t Jifg
W TR LA R R SR B e B AR B RT BOTE MATT 4 i £ 5—OP—RU . 5—
OE—RU %, Htp 5—OP—RU & #7G MATT 4 Jfg 54 17 fe 3 14 Fic 44

4 MAIT 28 Bt F0 BF %

JHF 9% S 30 [ B WL, W LB R BUBIN R EE RWR R R TN 2 W T Uk
AL B AN A — S H A FOm B R SR R, AR 25 st 5 SE . MATT 40 g ] 3 i B ik
IFN—v . TNF —a % &P BE1EH « MAIT 240 78 1 9 19 & 28 & B b & 45 36 AN nl 20 B9 VE .
4.1 FREMFR

B H UL R B PRI R & 2 F . van Wilgenburg 25 E B T MATT 40 76 A A5 7 J8 e i 72
oo s A TR P (IFN— o A1 IEN—B) 7= 4 & o ¥ PBMC 5 IFN— o 1 IFN— @ 3&
% H 24 hJ5 &I MATT 20 B i IEN — y ik, & BLAE IFN — o 1 IEN— B (9 Il 346 T F MATT 40 it
B IFN—y Rk . bR & BX AP AE 5 TL— 12 F1 IL— 1845 &, MATT 4 il (1) 380 35 AS 44K i
F TCRMR 8 T IL—12 IL— 18 IL—15 IFN— o 8 IFN— . #F 5"/ 3 8] HBV % 19 4 JH i
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B E 20 281 MAATT 40 Jf b 1 340 B, B AR JE i e MATT 200 B 19 35 Ak 9 12 S 6 o 3% 7 L 4] i 3%
i T BT IR, B 2 R A9 MAATT 4 M Ak T 3005 R A IF B iR 306 51 & 7 MATT 20 Jf i #6 5%
165 —TWF 58 v R B HBV B K N 77 42 GZMB M IEN—y (4 T 40 g F1 MATT 48 Jfd #4115 55
FEAR . SR RAR L, 755k A HBV 83 19 MAIT 400, GZMB F1 IFN — vy 4 Jfil Py %6 3k i 3
FEAR o fedll — 6T SR iF s R 0, I 5 1 MATT 41 D) g6 5 B # IR 21 K (DBIL) i K
WA O o TEIZME ST & IR B DBIL KV B9 T &, MATT 40 1 348 5 32 2 30 a1, 1 H 36 £k fn g 1
. X — AR AR 4 R AR T — SE RIG YT I R S % . 56T DBIL Wil 52 i MATT 4
JfL 1 ELAR B AT 5 & o TR A, AR B 0 — TR 5 e B G g R ) 245 ) v kb R B R
B 5w CD8T 40 M i) 0 1% I {2 #F CD8™T 4il Jifg X JE 4 HBV 9 AT 40 g i1 51 . MAIT 4 ig K 2450k
CD8"T 4fi i, Fr 52 ¥4 57 25 ) J2 75 52 ) MATT 20 Jfd X) HB'V J2% 4% 4 i i U (8 A5 BF 5% N B2 AR 9T

Dias 25/ [ 0 58 & B A6 T T 2834 408 1t v i MATT 40 i 7™ 5 FE 38 O 4b F /B B IR, 5
TEALEE A5 5 A0 E By 0038 4> 7 CD28 #il CD127 78 MAIT 41 il | 1Y 2 35 1B 35 1% T4 e % 1R, i
Ki—67 iy 3R 15 5 {a B0 FEOME LU 80 10 35 25 5 o O BRI L 3 1 MATT 4 i & A & A= el %, H TCR
MRS B MATT 40 M 75 D) Be b A7 4E — 58 B BRI , 76 098 PR T 28 CAHD) R BIF 98 o A 28
L AE 76 W 2R3, MATT 40 i 7T GEf2 1 T F 8405 o 76 IF 33403 & A= B, MAATT 40 Jif 36 B 4 0%
b2 AL 40 M1 9 NKG2D A B PR 2 38 38 n S S0 40 M 04 2F— 25 8105 %), Bolte /78 X
T (HCV) B 1 MATT 40 i i 58 o & 3005 T A8 % I 8 MATT 20 i &k A RE o 3 4, JL T £k A
20 B 2 K OF Y i T 2R MATT 4L . Spaan &80 76 T4 JF AN 288 6 28 it 6 8 2 (HIV) 8 98 vh &
PAEAZ YE N CHIV A HCV/HIV & 208 35 mh 6 8 MATT 20 J 09 450 58 A%, O B 7836 97 30 Tl
REVK A o TEMHH IFN— o« 3G 97 18 1 PN B, [l 45 7 A2 IEN—y 9 MATT 20 ff 50 % B 1%, 78 L 2 A o7
24 J& J5 MATT 48 i (9 2h g 35 A e %2 . Hofmann %' % Hl Hengst 25 %78 SCiik ot 42 38 21 43275 1)
P B A (DAA)IRYT HCV J5 , MATT 4 Jd (9 B R F ) RE IR A A 2R 2 . X — IR 5 DAAYR
J7 5 0 NK 28 f 1 CD8' T 2 fg 2y e A PR sl 4K 52 T8 X LE , 3R WI7E 48 P 2 Ve 238 97 i A ] #
PE A IV AR A [R) T T A SRR B — T 56 T HCV B9 5E 2 rp R SE E BF 98 T 3 T B AR tL 4
T 40 (UTC) BE AR (1 26 7 F0 B2 B J7 L B MATT 200 . yo T 40 L . CD4 F1 CD8 XLBH 1 «RT 41 il
(DNT 4 f1) , UTC 75 2t HCV B e v R 3 id AL = 8 F DAAYRYT 2 HCV , 0 B8 B YL TH
P Ja UTC #0E IE 5 AL MATT 40l Rr e D ae b i, F H 3R B 20 HCV 3% UTC 306 5 1T IE %
i I 9 P A0 R A O
4.2 4 M BF K F0E A5 M BT K

SR AT R AR L, R SR 0 IF R B A W, Riva 282 BF 5T K B, 25 Rk ™ 40 B R
AH B}, MATT 20 i 58 2 06k /0, 9 FLIA S 3 Ff B8 4 0 285 B 8 4H G . AL 0t , Bottcher 487 & 31
FI B f i M JHE 05 58 A R I A0 FE U 40 20 MLATT 40 i 48 % 48 98 , 3% WF 98 6 B MATT 40 i (9 T [
55K 2 R T A0 A PR RN T SR, X S I R T il % S P T —bet Al EOMESs FEAIK, 5 5
TN A kT O R B B3 AHL R N MATT 40 B (9 0k 2 . Hegde %55V SIE B 4
MATT 40 il 25 7 21 4 16 B 58 b e 2 B 51 B8 00 80 UL 2F 4 15 40t R 0 v 400 B 1) 002 A 22 4 4
T8 48 Rk, DT A 30F 27 4 1k 3ok A2 1R P9 RAAR A0 S 56t UE 52 T MATT 40 il 9 02 2F 4k fk #5 1 . Riva
AL IRE Y % I AH B I 1 e Dk R B IX B MATT 40 0 00 32 48 2 T 20 i MR1 26 35 8% i, 2= 9
MATT 40 ffg 7T LA 3 % 50 40 7 8% 4 i MR T i i ok A 2 BF30 05 o 36 16 A9 MATT 40 g 4 ok JiF L £F
Y1 A0 ) i R R ALEE AL, AR AE S BN IL— 8 AN 1L —6 1Y p= 2k .
4.3 3EHAE 14 RE B BT K

J6 T RS 1 N8 W I 9 (NASH) J& — B I8 M ROAE , 5 =5 N8 Ok & R g 38 i A= W 40 D9 °F i 2 Al A
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Ko BBAM, NASH I8 & 5 A0 50 A G, R 2 808 & A7 76 e 5 Z 48Pt DA K BR AR I = AL B & .
7E Li 00 NASH B9 0F 58 o, MATT 40 g nT 3 o 34 15 505 20 i 4% £k 2l 3% NASH, NASH 34 11
6 3 MATT 20 At 451 55 B AR, 1 JFF O op 9 MUATT 40 Ji 00 % 386, HL 76 NASH 15 20 9 70 8¢ i 19 /B 3%
HOZ R B TR, 7R A6 2R MATT 41 i o W2 51 CXCR6 Ay 5 223k , 1M JE A 19 4] 45 R B CXCR6 =
5579 A0 e R Y BE AR AR U0 B0 PR MATT 40 g v, 5k — 45 SR W 8 iE 1% 3R MATT 40
Ji 1] S 554 . NASH 35 1) MAIT 40 il i Dy gt & 2F 7 848, an TR —4 /) 8 ) IFN— y il
TNF— o F . 64609 MATT 240 i 78 7R S8 75 5 B A% / B W3 20 M 43 Ak o M2 R AL, M2 B 05 48 i 7
X AF A A SV YA A R S O e 1 B IV TP R O AE o IR 5 & B IR T RS i
JIF B8 & P E MATT 20 M 3% 22 K A% 75 40 0 MR1 3k 3 o % F 283 i sh ) S R 56 3 1 B =
MATT 41 fg K 8 NASH B 28 J& i b ot fih % 42 & 7 59 7= 4 o MATT X — R 41 A8t o 17 HAE
NASH H & $5 1) e 2 500 o
44 BEEBMERRK

H & e 8 PE T 98 (autoimmune hepatitis, ATH) f& i 5 9005 [ A5 0902 M 47 M JHE IE 4% 9
PRSI, ATH 19 975 B 2 W A 9 B4 40 J0 L 2% 400 a9 i, 7™ 0 9 91 T i bR Sl o A8 Sy JHE B A R 0
Renand %5756 F ATH (9 #F 75 % B, 78 ATH B & 40 J8 i o A DU 3 ok B 40 i 450 % B AIC, 43 501 A
MAIT 40, Thl/Th17 BB T 400 .CD4A™T 40 0 A1 [ 28 2305 T 4008, Hoh MATT 40 i v 43 i
Wk g B (GrB) By Fe 38 in B CD8 CD161 " GrB ™ 4 g 58 fin % #a # o Wl W22 2] . K 459 MATT 48
JiL 53 36 GrB 1) 38 0 B B2 5 F 4 fb R B 0 AH G, R BT MATT 4 5 A1 2F 4 fe A 5 o 3R 4 g
FER B S 78 B B2 T SR A T e IR WA & AR i o S My J7 B, CD4™ T 41 g A
MAIT 4 Jf 3% A 45 2 56 4208 B OF 26 178 bk b 18 o & 9. 3R 76 S e Ml va 7 o, e =2 1 W fe 92
RS MR B R0 M P RS2 A7 76 CDA T 40 i 323 vl RE AL A ATH = & & KU i S5k o 76 Lett %51 (1
WF 58, BF 55 45 4B s T S0 BT R A IR B0 5 I 40 A 7E T S5 R 8 R 51 & MATT 40 ffe i 33005 76 L 9F
P2 T I A0 B B B R R AT A R 4 4 PN R S T kR P AR TR

5 45iE

JTFHEAE S AR B B P9 BE 25 E 2 5 ML, O REIR A 5 7 2 50 B B SC . MATT 44
i DR A T T S T 220 W A T R R AR Y S B S AR o R R A B8 K A R
b A MATT 40 i 40 T 8 3% A A0 AR 38 0 AR 25, A1 Jel afi A28 i 38 82 1) MATT 41 i 9k 2> 1T R 2 5
FRE AP AE MR 2 — |, & TR 5 585 500 1 MATT 40 i 2 75 W] b F — 4S8 2 iR & A ATl
MBS 25 0 . IFR I &L R Z IR £, 56T MATT 4 i 78 AT 52 b 1 248 1 30 75 D B A 1k 22 5 45 f
JE B o B2 ARG TR 5 W AT kG 7 i O JiEBE AL TR A T AT AL AT 48 MATT 40 i
P e — N MEAR IR I 7 1] o
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