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Abstract: Tissue-resident memory T cells (Ty, cells) are a subset of memory T cells that reside in tissues, exhibit tissue
specificity, and do not recirculate. When potential hazards threaten the liver, such as pathogen invasion (bacteria, viruses, etc.)
and excessive autoimmune responses, Ty, cells are essential as the first line of immune defense, playing an important role in viral
hepatitis, autoimmune liver disease, metabolic dysfunction-associated fatty liver disease, liver cirrhosis, and liver transplantation.
Here, we present the immunophenotypes of Ty, cells in the liver and their surface markers and transcriptional profiles, aiming to

clarify the role of Ty, cells in chronic liver diseases and explore their potential function as therapeutic targets in immunotherapy.
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20 i T LA TR] B 3 Ry PR R FRIC L T 40 i A2 418 E
B 012 T 4l il (tissue-resident memory, Ty,,) o JEFRICIZT
AL FE X A2 T 4B (T ) AR ICAZ T A0 AE (T )
(=S NETECRUNGR NI Bl SRR IR LSS T P ) DTS )
A, BN b AN 25 B R P A B

GEG SRR AL ST R I, T 200 M 1) ML Y AR AR
1o IR U B ARG 1, U1 CD69, LK T I8 2H Sy i

() OC 56 D], A0 455 4 220 I 1 8 1% 572 1A% 1 (sphingosine 1
phosphate receptor 1,S1PR1) Il C-C &b ¥k 7(C-C
chemokine receptor 7, CCR7)[3] o 2RI, Tin 7 it
RN 73, SR S B B i, O S SR A Al
FEAMAL, AIE T T 40 (regulatory T cell, Treg)  HH P44
AN . B AR AR AR SRR o T 0L IZ AF AR
I B B Ak 2 e eh L MR 4 M R T A
A Ty A AEAS [] B L SUER A 43>8 CD8™ AT CDA W B o
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AR AN G il AR A O, 5 TG S AR 28 £ i
ORI E R . 762 8 THURE AT, 4SS
S35 17 P 4 0 97 , 5 b 40 e ) A D I it
T, ARSCEEE T Ty AU A NS PR 9 v i R B R A 4
TXEEGEG VIR YT FE S, A B T8 M R 12
WrFAYT

1 Ty, 208

T AU IELE BAFELL L, HAT AR AR IEHRFAE R S
B (1) o Ty, A0 B 3E LA (57 R30I B R AT
T2 (52 V0N, T R P 2 T bR 7 ) e SRR o 9
R, T A AT 20 S e TR Ar T S —
1Y eI, BB % & 38 — S R B 4 1, 41 CD69 . CD103 Fl
CD49a, I 56 P — 2L AT DR 2 40 i 15 7 L 8L B B,
Kriippel ¥£ KT 2 (Kriippel-like factor 2, KLF-2) fIS1P 3%
1A, L) BB bR T AL E PR A AL SR A T

HEAE 2 CD69 S 42 41 i 76 20 21 3 B 1) SCH8E , 7E K
LR TR T Z0M B PP 2 R M 08 . 358 TR
A RA B, T KLF-12 % F i, CD69 i %35 B % 1
0 [FI, CD69 7E  SIP1 RYF5 4T, il 1 4 5 S1P1
F1%9 P TR0 A A1 5 U T, 40 M O 5 B, 38 9 S1PR1
PRI LU . R, CD69 Y 32 B4 F T i 2 BR i
T 0 2L DT HIE £ 20 0 5 R 10 257

CD103 B4 2% abB7 B a ZH4) , TER AL K1 B
(TGF-B) HfE T kKT B T ™ A3hE 1 B
i b ) R A & B (B R T e =l O O B
A, Ty 400 19 CD103 /T 5852 [T E 254, 3X X Ty,
2L £ 5 57 BB RIR B OGRS A, CD49a

K T ABEIY 5 — AR HFRED) R A K al BN a b,
H5%AZBI A TEMA T RIR VLA-1, AT DU ik
HEBLSIVERFELE S, S EO B AR L Y
THIGALIS , CD49a /KF L. HE4RIE , CD49a Y BH I
FIBe e £ S EUT,, AN sl 107

TE T ALY RN AE Rt R D VP 25 5k N7 R 4%
TR, A4S B 40 M55 A 1 1 (B lymphocyte-
induced maturation protein 1, BLIMP1) . T 28 itd f BLIMP1
1 13 J5 4% (homolog of BLIMP1 in T cell, HOBIT) \RUNT 4
St 57 TH - 3 (runt-related transcription factor 3, RUNX3) .
E 28 IL A IZ e FR IR E 4 40 (basic helix-loop-helix family,
member e40, BHLHE40) F1 T & % 5% K F 21 (T-box
transcription factor 21 gene, TBX21/T-bet) o Ty, 4t Jfl A 5%
SR S HL U A RR R AR 0 LR o A2 3 T
HOBIT 55 BLIMP1 %35 L, 7E /M E L 21 A 5 T, A1
% E o [, HOBIT A1 BLIMP1 #4425 al 1l T, 40
e rh CCR7.KLF-2 J& SIPR1 ) 5% 3k, 1fii CCR7 45 B T 41
i 7 40 h P 4 4 RS, STPR T T KLF-12 %5 9k T 208 it £
M =5 E NI, HOBIT 5 BLIMP1 454 n] 1]
55 2 ZUHE H R O B L B RBR AR 0 263K AT PR B Ty
YA, RUNX3 A LAF I 59630 T 4 & & A Ry 5L,
I ALES CD103 76 N Y5 B AH G 70 F . BHLHE40 A 3%
SRR N B R R AR DU T, A0 AE N IR ST
MIRLN LI RE . T-bet 47 B T 5 1L-15 ZZ /A& F1 CD18 iy 7K
- Ty AL BE OB A AE T o T A 33X 2 [N AR Ak B
XF T o AU LI 53 Al RN 247 HAG N R S 5

B T 2 1 bR 2 RN A S T4 R AL R T R R Ak
PR - 32 1A 5 238 X A0 ] 4 40P T, A0 10 T B 5K
PiohBEE L E N R B AT RIS Ty, 40
B R ELA B AR S (LS R AE T, 40 B 4

®1 T,, HIEH—REFE

Table 1 General features of Ty, cells

i H B 5y F ke
RIEFREY) CD69 PEIE AL T ANMLRY 38 B RS FE D6 SIPR 1A 51 20 535 R ZH 2L 3 it
CD103 LSRR (1 E R4S A TTREXT T, AR A 2 7 BE BRI B8 & e 2l
CD49a Wi HEAERBIA BT ZRIKVLA-1 AR P 5EREEANVL A, BRI R 4
TR FRTE b R 4
okl BLIMP1 HOBIT HOBIT 1 BLIMP1 #3536 35 T 1 T, 408 h CCR7 KLF-2 J SIPR1 {235 , {1 ik 40 M 4k B4 £E 41
Zrp
RUNX3 RS OEIR T AUM & T A A FE A 3 IR A0 R AR S
BHLHE40 53 N 4 [ 33K, AR HE R BT T, A0 M 10200 B hE
TBX21(T-bet) A BT IL-15 ZRAHIR, LASCEL T, AN A K77 AE
[N qr e T oy 2 B A7 RIS, 6 8 I I e AR 1 e A DR 7 %

HALA T2 CXCR3.CXCR6 18 1t &% 4 BAA% 40 . T 58 74 2 440 B R0 i 2T 4 40 B 20 b Y 22 b #4 AR DX 7 (4 CXCL9 . CXCL10 .,
CXCL11 A1 CXCL16) , WX} T, 20 M1 {2 7 RN 4k 15

1 : BLIMP1, B 4037 S s (1 1; HOBIT, T40H b BLIMP1 (9 [R5 ; RUNX3, RUNT AH 36854 5% - 3 ; BHLHE40 , E 25 SL A2 g BRI e 24 1
40;TBX21(T-bet), T &4 551 21; CXCR, CXC #1732 44 ; CXCL, #1LH + CXC e fA
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T R OV Dy e 0 &A% R TR Gk N 15 5
SR E . CXCR3 5 CXCR6 [ 12 #£i5 T AR H LR
RV Ty AN R0 o BIFFEUE S, 33X 26 37 {0 3 31 531 B
¥ 4 M T 55 P9 B 40 Bl 2T A 40 A 43 0 Y CXCL9
CXCL10,CXCL11 5 CXCL16 25 Fig {4, P [|] 8 45 T, 20
(5 A 5 e

2 FRREHEY Ty, 28k

S AN [) 2 P 1) T, A0 EL A 5 S R ] 4 (H
HRAVESAE 412155 B ML K sk iy Dh BEAI R B 3 1Y
SR o JFE I F ) Ty 200 A 2o 0 R ) 2 T AL
FEJ B AT B RN BT 5 10 G g8 Ry Hh 47 6 gk
fERINY,

PEAWTE | L T, 20 AR 1) A RN ARl E T HL A

FAF LSRRI BRSNS (B D) o S5 HAREE N
Ty ZHHEZEARL , FFIUE T, 40 H_E A6 BT A kAt 8 7%
&, f14% CD69.CD103,CD49a . CXCR3 Hl CXCR6, 3 F i
HAHEH B LR K, i KLF-2 FIS1P1, BEEE 2 CD69 18
b R I KLF-2 1 SIPT 7K 5% 0 I T, 2 L4 R R
A L AZERFIE AR CD103 B35 575 A PRl N
AEAN TR T, MR, Ho i CD69'CD103" 3 A Jy ik 5
THUF AL REYE T 41, % CD69'CD103 A it /R H T
SRR TIRE Y . S /NEUITIE T, 40 CD103 1935
L2 5 HA IR v 5 AR R, 4
CD11a F19Hk & 20 i 2y 58 AH OC B i 1 (lymphocyte function
associated antigen 1, LFA-1 ), Al fE 2 S 20U BT IE Tru |

JIgE BRI . CABIESE R B, LEA-1 5 40 i () 6 f 3
T ULEEIR TS CD103 0MLE O B 3 1.

T 20 M A 2R HAT B A A 8V e o TP
T 20 0 69 70 A 15 2 25 A 47 12 B AR e 1) B e AR 4R
fiE, AL B R AL AN 2R 1A D BE BIGIE S 2 HR B S K
JASE B B P I R o —JBOR UL, g BE TR BRAY 41 =
B A A PR AL AR A, T A L 40 A s S A
PRAC AR Wi S AL ik As PR e i . iFLah il s R
B 1 (mammalian target of rapamycin, mTOR) EWIT
200 M sy R A T T AT A T, G A A B T AR
9 Ly B T LS T TR L g B- 41k T
BAEW]JE CD8 T, A1 & & ALY SC B4 R 1~ 4
Ji N 43 B 105 12 45 & 2 [ (intracellular molecules fatty
acid binding proteins, FABP) X} JIg IJj 12 X4 28 5¢ & 22, if
ST, T IE T, 40 118 FABPL 1 AN 635 FABPS, 24
FABPL GG I, FIE Ty, M DI RE 3240, 1T FABPT A H 3T
ik ﬂﬁi/ﬂ\:yj HE Pk /E[m] . P2x n# HQ\E%MK 7 (rurinergic
receptor P2X ligand-gated ion channel 7,P2RX7) /& —Ff il
S A% H R Z AR, TE A0 M A = B R I (extracellular
adenosine triphosphate, e ATP) A4 H1 % T~ 7 42 i 2 A < 1
(2R T 48 LA PRRXT 36 1] 3 4o 455 8 B R i 175
&5 L IH TGF-B 324K, ST Ty, MY 7 R A2

3 BFRE Ty, HRBTENS BT P 1E

3.0 JREMAT R REETEAT S th 2 Mg T T |
% Qe , AL 45 £ RUIF % B (HBV) TR LI R

e REEAN
CD103
cDes i G492 TCR  AESRA
A a
RUNX3 a *"‘F &,\/J o -
¢ 4 — (= h‘ =
KERIC— | [keF-2) (BHLHE40) —>§ o =\
B MHC |
S1P1 E5ZATAYN "
FABP1 g TRM4ERE
T-bet S (@
Ca2+ ~t)\ . )
/ & e @ JBE (oR
IL-15R q !
i‘/ . TGF-BR ]-
IL—l5.: DI | —— | eATP
U P2RX7
CXCR6 oo TGF-B

L IL-15R, AN 215 32085 1L-15, A 3R 155 TCF-BR, FALARINT B 248 TCR, TS ESZ (8 MHC |, ZZAGUAEZ Ak |
By
1 BFBE CDS8' Ty, 4R Y 3R B A0 I 454E
Figure 1 Phenotype and metabolic profiles of liver CD8" T, cells
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B (HCV) , T RAF 25 5% (HDV) &5 | n] SEUF 4 i 4
ELR PO RE R . FFHE T, A0 2 5 02 1 B SR
AT 75 R S

Pallett 5 813 vk ke IR, 75 HBV J&UL J5 10 S 48 S o A
o, ot T AR SZ K (TCR) FIZH A B A5 1 2 2
P I PIE IS T 40 34 AT RE KA Ty, 7 . CD8'Tyy, 2
Ji AT AE R AR BT 2K TE R Y HBV SRS e
R, 13 52 W] CD8 T, 20 M AT K005 Shag ™ . itk
A, M HBV JERGL (4 T A7 76 Kk CD69'CDA T, 4
Ji, 3% 5 RAE PR A 56, 7R LR Sk Rk R TN
At 20 B ) B2 e PESE TR 1 (PD-L1) 2638 B, 5 Ty,
YA RSB T 321K 1(PD 1) 25 5155 AR RAE Ty 4
ML o [RIES T, A0 AR 2N A MR R BE A F o (TNF-ar)
FIIL-2, LU BRI B T4 . W25 S IBFg e, T41
F y(IFN-y)T"Th1 4l A 38 1 3K 5 M1 W5 441 it 14 T BE A
b, BTG P T, A0, (12 20 2 AU 46 2 T B0 R (HBsAg)
T AN, CDS'T,, 41 A B 5 HBV i 7 48 5 1
AHIE 33X e W JFFIOE T, 200 HfL B A R 4 SR e A i rh o 22 2
i T BE . [A B, 3 35 CD44 1 LFA-1 ) Asialo GM1

oL sEmiEn 1

RES: i) '.0. A
B S %R EF»
o FF4RE
\),,\,M/%ﬁEElE
)}7% IL-15
FasL 2 %
: Mhdl /' GF-BRI
—
TR T-bet | —1f—
R 2R TGF-BRII
©

(AGM1) BHPE CD8 T, 20 L B TE SE X HBV 1) Ha 028 1 B
FCT B PRI, B Ty 40RO Rl 1
HBV B 7R 7712 (18] 2a)

18 HOV G, A fR P B CD47 A CDS”
Ty A2 s [FIHE H , 7E HOV IR 5 4R S 1 B
CD69'CD8 T 4i il A H ™! e e LKW T A1
FEAE T HOV I p ke B 2R T

BEAh  HDV e 5 L ) RAE FIER A A Ji& 5 CD8 Ty,
A0 AT AR R SIS B DIAEOC . HDV Jd 23 1k ikt
CD8"T 40 i 50, 1T B0 R FilJS . CD8'Ty,, 4l
J 25 b RS KA TG A 32 1A AR 28405 40 i 3 2 B 5% D
(natural killer cell group 2D, NKG2D) By ik , 1M 155 &
FPEN SRR 2 (B 2a) o B2, JFIE T, 40N
TH BRAB M 5 B R GE R TS B G L
3.2 A48 3 B8 B b BT 9% (metabolic dysfunction-associated
fatty liver disease, MAFLD) YHUAACEHZEGAE 5 L&
12 TR PR I, JHFHE 26 BL 9 MAFLD. £ MAFLD 1,
CD8'Ty, A L e I TE ST 2 Al o B rh R AR S
BRI e IR SN R R MR THIB R . XS

BRI
Y

CXCR6
® TNF-a T
l_/ OIFN-Y | popize
IL-15R FOXO1 o0 R
IL-15 @ 3 %o

o

T a, R 48 R B HEAIE T, 00 s b, MAFLD =P A JFEAIE T A0 5 ¢, B G 1 S mP 9 SR AIE T, 006 5 o, SRR Ak H A9 JHFAIE T 40 . PANXL, 72
FEREE A 1;CCLS, CC ISR FREAR 55 GamB, BRI B
B2 FEE MR E R BTAE T, 45

Figure 2 Hepatic Ty, cells in different chronic liver diseases create with biorender
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CD8 Ty, 4H M A RE s J2 XAE 2 11 01 (FOXO1) % 53¢ [H -+
TEPER , CXCR6 63k LM, X i3 B A1 5 22 BRI 5
FIROIEE1 & E B RBe vk R =, Ak, FFIE CD8 T, 41
JfL A T L 3 A AR % A R R AR B T, 20 B Y AR
(E12b) o —TMFFEFI , Ty, il 13 G232 37 1 NKG2D Ji Al
G3 U TL-1TA AT 40 16 7= A6 e 1k 7 K2 4R 4 Jif 47 55
FI)JFE , f5e 2 5 SR W RS P AR 2 BF %8 (nonalcoholic
steatohepatitis , NASH ) *ﬂﬂ??*?ﬁﬂﬁlm o BRI R R T
JIE CD8 T, 4012 5 T NASH R 5 LR AL i i > B
FEFRMW] X 2L CDS T,y AN REDS LA CCRS A 1) 7 =X 5 |
BT ELIR A0, 351 FasL-Fas /-5 A9 1% Ak P 520K 40 i B9
T
33 BFREMFBE A SREEERE U A SR
P25 S W N RRIE BB L A4S B B S e PR 48 (autoimmune
hepatitis, ATH) ., i & 14 A £k P4 JIH 4 % (primary sclerosing
cholangitis,, PSC) ., Jit & 14 JIH 71 ¥ 10 4 % (primary biliary
cholangitis , PBC) FIH &£ B 1iE (overlap syndrome , OS) 200
ATH J&—Fh R 2 BE 3 R A T 41 A S A48 v 9 e
W o ZIFFEHER T CD8 T, A I 7E ATH & Fr iy
FAEM . AE ATH B35 B AFIE , CD697CD103°CDST,,,
A I, 33X 5 T T R S A R R G KO
JHFFIE & i F1ET 2k Ak B B 52 1A S 1T b R o 3% e %
S T AR 35100 AN, ATH FEZ 10 T T, 200
FEIR T i KOE B TL-15 I TGF-B K% T T MY P24
[ s, ATH A5 35 1 40 M T 5E 298 CD 103 14 AR5 786
HH E KA CDS'T,, AR TE R . 458 E
TE A0S 41 B A Bk 792 F2 3k, Zimmer %[mﬁ%iﬁi >
CD8" Ty 40 L b CD103 Ty, 20 i B 432 305 JH A8 |- 1 40
X FR W] CD8™Ty,, 20 i 1 RE 2 AR 5 43 2% HIL ol 7 — 35
%o FHARIEFR,PD-1 AR CD8'T,, 41 7] 4 PBC
HRRAS | R 20 1) A0 B Y L Poch 2520 BF S R
PSC (3 (1 R4S R AE A7 AE CDA™ T, A0 (B 2¢) o 1
A, ST Li %20 B9 & B, A FE R BB RE M DNA 25 FF 34k,
LA 0] Ty, AT 563 P 6 3, 30 T 38 32 90 7 CD 1037 T, 48
JfL, 98 PSC AR (4 T INE R AE 52 473
3.4 MRt LR Z R R R RRLL s R AR R IR
S T R 7 12 P 4347, e BN )32 W T A0 AR 1 IR E
LT A 8Lk e A . AR 309 N F7E T s2 8 iF
200 3 o RO it AR DR, R 5 e 2 4 i 2 3 24 e K]
T, T I P DR A0 B, S5 2B in T A4 i A 5 I 1 4
T BT ALK B 2 AT T 4 Al B BN 4, T ATRE
BEOM AL PR R B R B WUS ST 4R 4 i . £ WT IR K0T,

T AU FFRE AL 1) K JAG 25 AN 0] ZZ AR 52 . FE TR
b 5 BT CD69'CD103 CDS T, W B 9t 7% 1k , IF:
Z2 B X 8k 4075 R F 20 (hypoxia-inducible factor-2a,
HIF-200) {811 09 40 1 PR 7 & i3 3L e Ah , Koda
5B G JE 0], CD8 T, 4N L 7T 3 1 CCRS M M a1k
W5 | ML W 5 | 3% i 4T, 26 1777 30 3 FasL/Fas 446014 94
T LA 3 o 40 = A A R E (B 2d) o Bl
CDS"T 4il B A 9 /b, JFA A R P9 8 A9 T 3B 45 1k, 31X
FE T CD8™T 4 A 300 Ao 348 5 x5 i 200 b %) 1 W ok 3
HIFREAL >

3.5 AFBAL  JHRSAE IR IATT LA 1 55 FE—
BRI T-BE ., HEARSRIE G T, 240 B BIE I 7E R Fh R4k
JHFEAE ThRRSEAE TR, EATTRY 2 B AT BB AN R R AR 3
Th s RS B AER SRR A SR 00 R, B Bt — 4
5% AR AAR R ) Ty A0S A RS R A R 2Z [ (1)
BRAR . RN, 2% ~ 6% 1 CD8'T 41 L AEFEAH 11 4F )5
6137 N W= L 0 ey .0 W1 T 6
DN T, FTRUAZ ARG T A0 MBS IR . A, AR AR IR Y
T A AT 38 5 T 3 546 T, AR M B AR S, SR 240 R
WRELSET Bl Li VRS & B CDS T, A0 S A
1) 2 I B HE R /KT8 DDA G, 7 [7) 35k DB A/ B
R CD8 Ty, A M AE 2P 1 10 25 138, i e i 32 1)
VORIV SRR T Ty A AE RS A A5 A S HE R SO Y
FHLE . FEAK  BIFSE N B 20 1l A T, 20 1) A S
UGS AL, LABCE RS A A I PRHE R B .

4 BFRE T, ARBREERTER

4.1 AZ3F B =5 X K8 1 (nucleoside diphosphate X
hydrolase 1, NUDT1)  fiff 5 3¢ B, 4¢ £ 19 0 J ) i 45 PR
40T 200 L R A B LA R T R BRI, A
B0 R 45 T 2H 2 Ty, A M A FEALE B B2, St
I i 288 67 A 3 A 190 188 o vl S 0™ A 0ok i TR PR AR
T 16 JR DNA B9 R34 . Huang %554 BF 58 & 9
JFHE CD103" Ty, 40 i 45 198 NUDT1 i ik . VBN —Fh
H T T ik T , NUDT 1S A3 AT 388 50 %ot 40 Ak 7 98 19 i =2
P, 38 0] LLE 1k 306 22 5 ADP A4 S A 1 1 (PARP1) (1)
ok E ST A1 TGF-B-Smad {5 215 (1 3) . Dudek
S BIEESY WK L 5 3635 NUDT1 49 CD103 T, 40 il 55 3
SZ /N T IS W] 35 T 2 I 4R F- . 7E PBC
N BRI v RS s BEL IS NUDT 1 R s> CD 1037, 411,
AT AR T B A Y L R R A W IR B
NUDT1 (355 T 45K 3 11 B e rpod 4 A Ak
A K (HNUDT1 ] BB VAHE T, A0 A AR S 2 — .



980

IGRATRERZEE 4155 54820254 5H J Clin Hepatol, Vol.41 No.5, May.2025

42 P2RXT7  eATP B A% AR H] TGN A0 M5 45 15 =
Z— o SNE RS I (B BRI 1Y) e ATP W] 3 3 WA B 27 1
P2RX7 i S RS . WFSE & B, P2RXT AT i 4k
BARFSAUBT AT R A7 B T 4R R A2 B CD8 Ty, 41
a7, AN, CD8 Ty A4 F 8 P2RXT A7 1k LA 38
Xt e ATP BRI, HE T S BOF AL E =" (813) . P2XR7
LA R 2 T T2 PEPORTR YT I 25 B 0 A R R
RIS T I BV AR R AT

43 ¥ E sk F % R (glucocorticoid receptor, GR)  GR
A% 2 R W 5015 3C 4L Bt 1 (NR3C 1) R 4w is , J& %
ZARE RGN — 5 o B RS AN b W R T R 4
A BB A, IS5 DNA s H At 25 5 A EAE
F1, RAEZ R A ey . BRI, B R B & T
LUE 1346 CD8T,,, AN 1S K 22 % ATH'®), NR3CI
Al 54 PR3, 1 1 (PR domain containing 1, PRDM1)
0 )5 3 F 454, i PRDM1 7] 45 % BLIMP1, BLIMP1 7£
CD8 T, 4 M A 43 AL R 5 ke 2 B4 . GRAT U
9 PRDMI 495 3k , BT 4008 CD8 Ty, 20 ) (7 3) .
XELRFSE W, RSk AT i GRAEFH T CD8 T, 4 M0,
MRS M A

44 CCR5 b+ SoafbHF32Z AR O poE x4 4
DA T g AT ML ) 27 RN AKON D RE 2B OC T2 E TR b i 7
3 I T 20 MR CCRS IR 2 s 55 , 8 J5 7 I Ak 22
f i TR A . B FTIE R, CD8 T 41 g 18 i & ##i CCRS
FRY A A FE 0T 38 T 200 7 0 MR A R 4 BT 2%
fE AR AL (181 3) . BAh, CCRS R RENL 5] CD69"'CD4 Ty,
240 0 )35 1D K X 2 4 e e YL R, BT CCRS
Al REXH AT IR TAEH

4.5 RUNX3 RUNX3J& Ty, 405 AL AZERER S A IT RS
PRAIE T T R LIRS CD8 T 41 i 76 41 27 h g £

15F 5 Y N B (1) A R 7 i B 2 1 = e S DS TN
A7 iR AE R, AR R AT A 4 CD8'T 4H A ) RUNX3
S sh 7 IX 1 25 P 54k, 1 25 B B0 P CD103' Ty,
200 0 (9 375 T R AROSE T RE L 8 A PBC (R b Ab,
RUNX3 ] DL 5% 1 40 itg H CCR3 Hl CCR5 f 2635 , 0] 45 &
AR PEAE 2 (] 3) . BRI, 76 AR RUNX3 A5 AN
W R R T A

4.6 HrEgALik @ 53(P53)  JAK/STATAE S i@ X T T
200 60 %) ] S B R A A S0 T 4 B 1 LE R R T e T g
HATENPEGEMNC (55555 s & 3
(STAT3) 9 3 B2 8 5 S e 3 il R A A G, T i —
RIS S PR Th17 20 M i 404k . P53 & —
ol 2t S LRI =, 76 14 200 e 0 39 2400 B 0 T R R PR A AR
PEJT TR G CHEVE R . TR & R 1) — TS5 b, Zhou
L) PS3 Mk JAKS/STATS 38 B (0 F 4> F . %t
P2 S BE R 1 (IRG ) /A FE R (Y 4%, 5% CD8' Ty, 2 i
AT, N ZE M ) G A S0 ATH. R, P53 J23R
7 F B G I 1 T TR DGR A, A AT BB RER B A
YR S 3 8 P A 40

5 INESRE

T 20 HELLE S v 08 247 S 00 g e s 1 HAE
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