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2.1. B A%/ E g

35 200 A 2L S G 0 R AT A I v S B ) o
AT A ) E R AR MO 2 R, 2 [ G2 2 Fh R T
YER . BG40 fi mT o 2H R R 55 ) A (1 s | B ) 3R 2
Thee, REREXCE FAh AR MY, W aeEL &AL
Bl N, EKBEDAAE[11]. TR, HTiE-
v (OFN-y). fEZ ¥ (LPS). MRAFERH F-a (TNF-)

RL G AOTE % B RO AR S s I v (¥ 1 F L]

L 24 i - 15 W 4 PR 4 75 R R (GM-CSE) BUE I B
W vl Ao 1 B BRI (MDD, T A 24 (IL-
4) R IL-13 )3 A W 248 e 00 ] o34k o 2 B W 4 i
(M2) [12]. REBEEDRIIRN, RN HLUEES B
YR 2 RN R AT HE s, H H BT A TR e]
Be T2 52 B o b

28 BRI 28 1 ML BB 43 9k v ZKCT FO S R 4B IR 7
WIL-1. IL-6. TNF-a. IL-23. EREFESH-ANEE
B INOS), ZEXFUHEE . H B B0 B8 K YL 1) G s B 2
REMIGBITHUERSE, EXTEffREEE, Besd
L. M, M2 W& R IA /bR AT AR KB
(PDGF). B ZEMAEKKE -1 AGF-D. M A EAEK
HF-a (VEGF-o). HLRAMMEHFAEMLE T, BAEPR
hee It LA e it s O o M4k, BAHWER,

Cell Mechanisms involved in transplant rejection

Mechanisms included in graft tolerance

Monocytes/

macrophages Kkill the graft cells; enhance adaptive immune response; MHC

receptor-mediated rejection; promote fibrosis

NKs Kill the graft cells directly; attract or regulate other immune cells

and promote alloreactive T cell proliferation and function

DCs Present antigen and activate alloreactive T cells

Neutrophils

enzymes; NETosis; enhance T cell immune response; associated

with antibody-mediated rejection

MCs Degranulation; produce inflammatory factors and recruit other

immune cells; promote fibrosis

Eosinophils  Release inflammatory factors and cationic proteins
MDSCs None

Tregs None

NKT cells Produce inflammatory cytokines

vd T cells Produce inflammatory cytokines; ADCC

Regulatory ~ None
B cells

Produce proinflammatory factors and ROS, RNS; swallow and

Produce ROS and inflammatory factors; release tissue digestive

Suppress or swallow the alloreactive T cells; regulate the alloreactive T cells
by IDO or iNOS; promote Treg cell differentiation and inhibit DCs matura-
tion; promote angiogenesis and wound healing

Inhibit the alloreactive T cells directly; kill or inhibit the function of DCs and
indirectly suppress the alloreactive T cells; expand Treg cells

TolDCs inhibit alloreactive T cells; Induce T cell apoptosis by Fas/FasL and
IDO; express immunomodulatory molecules and immunosuppressive fac-
tors; promote regulator lymphocyte differentiation

Inhibit T cell proliferation; promote angiogenesis and wound healing

Adjust the Treg function; inhibit T cell proliferation; present antigen and in-
duce production of Th2

Down-regulate T cell-mediated immune response; inhibit CD8" T cell prolif-
eration

Directly inhibit immunogenic myeloid cells; secrete cytokines and growth
factors that convert immunogenic into tolerogenic myeloid cells

Interfere with metabolism; release inhibitory cytokine; improve cytolysis;
regulate other immune cells through extracellular mechanisms; induce “im-
munosuppression” neutrophils

Produce anti-inflammatory cytokines; augment the proliferation of Treg cell;
decrease inflammatory factors

Secrete inhibitory cytokine; inhibit proinflammatory cytokines; induce pro-
duction of Th2;

Secrete inhibitory cytokine; inhibit T cell proliferation; promote Tregs cell
differentiation; induce immunological unresponsiveness to specific alloanti-

gens

MC: mast cell; NK: natural killer cell; NKT: natural killer T; DC: dendritic cell; ROS: reactive oxygen species; RNS: reactive nitrogen species; MHC: major his-

tocompatibility complex; iNOS: inducible nitric oxide synthase; IDO: indoleamine 2,3-dioxygenase; TolDC: tolerogenic DC; MDSC: myeloid-derived suppres-

sive cell; Treg: regulatory T cell; NETosis: neutrophil extracellular trap formation; Th2: T helper type 2 cell; ADCC: antibody-dependent cell-mediated cytotoxicity;

Fas: factor associated suicide; FasL: factor associated suicide ligand; CD: cluster of differentiation.
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Therapeutic agent Type of graft Quantity Study Phase
Tregs Liver 10 I-I
Kidney 17 I-I
Intestinal 1 Unknown
Bregs No report No report No report
Monocytes Kidney 2 1
TolDCs Kidney 1 I-I
MDSCs No report No report No report

Bregs: regulatory B cells.

PRI Y- N 98 RE B -

R 2 (I T 3R B B VR AR B TE 48 B A 2 HE R R
R EOCEAE . 7E— DS RFEAR I AT, R %
ot R, (21 E VR PR AROC 3 JE R E RS M) &
PEHE AR B3R, I H 5 TIE R A4 0 R R R 2 TR AH
K[13]. fE#eE B ET K BB, B2 E Ik
P ) W A R R T R R A, AR KR A R
(fIIL-1. IL-12. IL-18. IL-6. IL-23. TNF-a f1IFN-vy),
PEBEW[4]. H4b, BEVEANMEaT DO i = A 5 AR
(ROS) FEVEZ. (RNS) [15-16]{E# Y St HEF %
%, RNSFIROSAHEAEH, W LA 2 2 0 2 1 i 46 IV A
FRER A, Sl Ra AR g E A . thAh, EE4H L
BT WO 3 S 1 5 B R AR R R S . AF
RIS RN (APC), Toib & RFIL & 52 & RIF
) ELR A A pe i S SR T, i 4 2 1 ) S
SIE T AN, R R R 7, SRR F
SN o

FIFE, EWRAifs 8w F e B,
Tl S RS AE AR PEHE R B RFAEAE T 5 20 A N T 40 i 1)
B, I H B R4 MR G i 5 A K ) 2 IR R
[17-18]c M2 A e i {2 3k ~F- ¥ JUL 20 i 16 5 M 1] i 21 2 A4 Ty
R EMEEH T . ZEBEYIER RN, RAESEHE
FBEYTM2 53 S, FHABESFENEERE
FK[19]. M, FAM =BERRARTE (ATP, HAZ4kP2x7r
PEAEAE M2 R 338D MdI B PRI M2, b
T ML RAL el £F GEAL T SO IR AR R A7 15 I [
[20]. 534k, [EMEAH AL fe a1 WL RSCAT 4R 4 i i 1L R
[R5 A B AR ) 1) 03 2F Ak, FLARRAEAE T B W 40 g
(CD68) FIWLAR AT i M [a-~FHENUNLBN R (a-SMA) ]
FRCIm RIS .

E AR W A e o o5 ML o R 2% A A HE R R
A, AR B RE T R B, o Ak MR R T M B R 2H i

3

(Mregs) J6JT REWS 1 SAEMH S B I IZM %2 . Mregs /& —
B SRR R B AN VR, AT I A i 4 T R
A (M-CSF) FIIFN-vyif'T, I HAeas | [FFp sk T
A I BE AN Bh BE . Mregs T 7 F b AL O AR A S (04
SRR 20 B R S 1 4 M T) B B 4> T A A AR A &R (DC-
SIGN) FlToll #5244k 4 (TLR4) RAE#EIL-10 (&L, #
T4 ] CD8" T 4H il 4 9% 32 3 A 12F CD4" Xk A 25 1 P3
(Foxp3) A5 T MY (Tregs) # 4[21]. WFFREW, /I
B, Mregs fE 75 /& 4P BT iINOS 0] T 403 1, FFE it %
WA P VR I [0 ol S 4K 52 ik T 40 B [22]. A\ Mregs ' 5 7
1A DHRS9, i i IFN-+y 75 5 1 0] I fi 2, 3- X0 4 i
(IDO)  F1 3 A A s A RS A AL A 4770 71) T 240 L 14 5 [ 2324 o
LEAk, A Mregs 7T LA5 53 T 40 ffd 40 9% BR 85 (A1 ITIM 45 44
1 & 11 (TIGIT) *Foxp3* iTregs 7>tk , I 4101 il B 54K 48
(DO Jl ¥, AR [F] Fh e 44 2% B F8 1 B0 0% I 52 1) %
H%[25]

2.2, HARG4Hi

HARRM (NKD 2 2 [ A 4 72 24 i 11 58 T2 40 Bl
45, 20 A A R R EGE ) 10%~15%, 7 iR 4 0 W A
93 B 7 80 DA% [ b e A B AL ) e 58 I 255 v i B 4 FH [ 26—
271, A NK 4H B8 & 8% 52 LN CD3°CD56"CD335(NKp46)©
RN, JF TR HE CDS6 1R IE KTk — 25K H 4 K
Fik (CD56™) FIFEE (CD56 ) AN TEAE[28].

CD56""NK F Z A7 4 T A A I, 38 & K F 1)
CD16 (FeyRIID A% R 734 bric¥) CD57, fe 8 B il o
L. Pkl BN, 75 CD56 e NK ) 3 %
EREMEHEE P EE, RAMLAKFH CDl6, w5
WE R AP T (U IFN-y M1 TNF-0) /S5 N%s, I8
A 3E T I TNF K6 4 - [0 H A A G T4k (FasL) .
TNF MG T2 Sl (TRAIL) FEEfE TNF (mTNF) ]
L5 B0 20 o T AR 45 5 15 S FE 4R T2[29-30]

R AR A, NKIFRSESLAREEBETRR
N, RN E A G G (SCID) 8R4 i &
(Rag)” /N (BRZ THNRAI BN, NKIhEEIEH) X [H
Pl B Y AT 2 (31, SR, BEE AT T A R
N> MTERBEIRFINK S5 7 SR8 5 R EHF
SNE[32]e TR VA S P AT g T NK I ZhRE
FEH M S RN B, [RIF R AR A A K E NK
RiE[33], H H NK 0] LA R Fh R B A bt S5 B4k 1 DC
AT 40 o WAL R 7~ (A IL-124 IL-2. IFN-y) &1k
[34]. A0 NK RT DA B 32 550 30 1 e T 4t ik DR = 5% A4 [
PR AR YA . B AR, I NK B IL-15 BUE T,
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B 1. 28 B R AT e B h G i N 1) A BLVE R R . SRS AR S 28 i) 5275 D% ¥ BEHLI F R (B bsic, 1Mo SRS A A S % HE R A 6 1 ML A 41 (8
FRiC. IFN-y: T E-y: IL: AU R TGF: ¥AEKKET: HLA-G: NEAMBEPIR-G: VCAM: M 4REE 7T ICAM: 4 i [ 26 B 4
F; TCR: THM3z4k; DC-SIGN: *Hﬁ%fﬁﬂﬂﬁﬁﬁriéﬁﬂﬂﬂlﬂéﬁliﬁ%%unﬂlE%A% APC: PURIEEAM; TNF: MRIIRIEE T «-SMA: o-FifF
W& A ATP: —#RRIRTF; FGL2: £I4EERAFEREM2; Argl: FEZREE1; CTLA4: ZUAERME TR ST 4; MC: AR K41ME; GM-
CSF: Wigiff- EWEgn i SR 78 R 7 1gG: % RREH G: MMP9: &J@HE AN 9: Mac-1: EFAMPIE S G-1: CXCR4: C-X-CHELE T2k
4; LAG3: MEIEILET3; 1COS: HSAILH S F; ICOSL: ICOSELAR; TLCs2: 2 RIE G WKESHM; Mregs: AP EMELHM; Fas: HA&
AEH T FasL: FasFifk; NO: —&AL%; PD-L1: FEFVESET-HCAA-1; PD-L2: FEFPESCT-ACR-2; HO: ML ZEINER; CD: 7 4k##%; Thi. 17
BTN, M1: 1R BRI, M2: 2 BB RN OX40: B IRFEIN 72 AR KR i 45 OX40L: OX40itk; FGF: REF4E4niA: K
F; FoyR: AIGESE T Bty 324K NE: wrdRigm s i 5 (.



Rag™ /)N BRI R Bk [5) Fh S A4 88 AELAD O A 1 e IOBE[35]. £E
— N B R H VR R R IA IS S e it s, A
TR T S KPR NK #s¥), R W] NKAEX Bl S JIE#% 1
e OV R A B e AR FH [36-37] IR Fh S A B JIE %
TEHE R R SRS B B Rl AW e TN T 1+
. (TCMR) FFLENFHEF =B (AMR) [38]. {2 %
AR (WITFN-y. TNF-o) )40 W2 NK A5 ) TC-
MR 5|2, XL A T RES -

(1D B NK 7 b R [ fb R 7 (C-X-C %
J¥) iR 9 (CXCLY) 1R Z54E [l Fh e 4 S B4 T 4t Ff 542
HE 1R ERE T4 (Thl) N&[39-41];

(2) FDCHFEHLMEEEE-II (MHC-1ID
MFLR Sy 12k, ik DC BUA[42] ;

(3) {2k Thl o1k, H5RHER R S[43];

(4 FygtE ALY LR FER SRR A
MR (HLA) ], I 552 3 NK 40 i 55 /E FH[44]

I R S 20 2E HE SR B, AMR HR ) NKC 136 AL 2
W R ERE E G A4 b v Be (IgG Fo) 3244 CD16 fili &
o 5 R Fh SR AR RS R4 PN B2 40 P 45 4 O A3 2 o S v B A
(DSA) ¥ E5NK LJCD16 454, LA T NK & [F Fh 5
(N A= O T N O A s < s A
(ADCC) [45].

[FFE, NKTE SRR AR AEY) Se fif 52 77 T AE1E
FARRAE R, e 32 BN AT e 2 e i ) [0 S 244 T 40 g
MAPC DjRe St . fE/N R MY PitE £% (GVHD)
B, NK AR 57 8 0 o] k55 ) ol e 4% s 24 T 4
T HE G T %2 [46]. S34F, NK AL B LR, B
Pt B A AT ) LB R FEAE R SRR IR DC, - AT 40 1] 4 932
8 25 F A 1 SR 52 VE P S AR T B [47] 0 FE /DN B2 R A% HE A
R, 5235 NKRGEAEE APC, AT 41 [ b S A s o7
T2 BG A, 3R T [ b e A2 R Ik 7% AR 1D i 52 12 [48] -
WAk, 5 A AN R 5% S 56 IR SEAFTE G % R 1 4 NK
M (NK,,), BES TR R T A0HE[49]. Trojan 55
[SOVWF T B, AEAFHE R 1.5 45 (1) ' J A A 52 & 1R N mT g
FE1ENK,,,, 43 IFN-y Fl ADCC I 1E FH k55, 25T
T PO IR SR R P VE T NK , [51]. Yu 5E[52]8F 3%
B, A RS R N ME NK AT LS I 4 48 82 3 ok Y
CD4°CD25" Tregs KAk - AH 4 1 1 ILF-40 M A

2.3. BSR4

DC A& 4 4 Th g i i (1) T BAVE APC, ] LU B0E T
S M AN B AR 3 B e B N, 78 4 ] S A R
P2 [ . DCRIR T BEH (10 2 B T4, H

5

BERMREFME. ADCET R4 NE M DC (conventional
DC, ¢cDC), HWIi#EF:E DC (myeloid DC, mDC) . itk ELFE
DC (lymphoid DC) LAK GRS 43 K& T BT E M2k 4
Mt DC (plasmacytoid DC, pDC) [53]. 7EThHE il % a]
R “E IRE DC (mature DC) Al “ R &
DC (immature DC, imDC) .

WEBEE, BHEYHHE DCITR 22 H XY E
BE, IS FR SN M S HE T 40 210 BRSO T 4
M, TR BBEY DN FH R RN . BRAAZET
YA 3 EE T B R B R ) = R =R [
SOV EGUR . BEARAR TR 2 T 40 B R
DC L [f [A] Bl S48 MHC 4>, @ % R B IH5 k 2tk
HEFR SR 2 BRI 248 52 & T 40 M BE v TR] e R3 0 52 %
DC # 1 MHC 73 74 2 it & MHC 73 TSR IKE &4,
SOAT DA B R 7 1) 52 3 DC 3R B4R PR k- k2
MHC 4> 75 & P[54-55]; (BB 1R 2 48 52 & T 41 i85
2 H & DC I Li 2 Mt MHC PR AL, LT8R RTE
PEHE R S R BE g H L

T 722 B DC 0] DU 0T [ Fob S A bt i 0 i 52, 9
H o i 5208 A R B RS I 2t 32 M DC
(tolerogenic DC, ToIDC) 43 [I[56]. TolDC 1] fi it i PA
NI I [ b S AR AR G i 52 (T A

(1) RIBEAKF I MHC 1128557 F L8007, i
T T 40 BTG SR AR B g 5 K

(2) 83T Fas/FasL B2 F1RIA IDO 75 S 4 #EFIL 1214
THHAIE T

(3) HL 14 B T R PRIk L 4H B[ 1 CD4 CD25"
Foxp3'Tregs. LAG-3*-CD49b'CD25Foxp3"~ Tregs (Tr-
1) . CD8 Tregs. ¥4 17 #£ B 40 g (Bregs) A TCR
af’CD3"CD4 CD8 NKRP1™ X FHPE T 4 Jfd (DNT 41 ig) ]
75 ST 32 5

(4) 383 R TE A g% W T 5 1 [ R M AR T A -1
(PD-L1). PD-L2. ML FEMAM-1 (HO-1. AN H4HH
PulE-G (HLA-G). TNFAHRM T REAE . &R
I DC-SIGN], 724 G % i R[4 IL-10. e fh B KA
T-B (TGF-B). IDO. IL-27 fl—4% L% (NO) ik
XN A ] G B T 52 T R[5 7] o

/NBRSEER R, 1E [F R A IE RS AR T 7 RVESH
KIEH imDC, 7] DL 2 G K AL A ) IR A2 05 I 1R] (58] Utk
Ab, VRS E SRR K DC AT B ik [ b 54 5 R A A P HE R
PL& GVHD [59-60]. *A4b, pDC th 808 {2 #E £ A5 He % it
ZIR[61]. FE/N AR g, £ 8 [m R R A b )5 1) pDC 7]
IEESIRMES, F5 Tregs =4 . MAEW, ERR
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FH G P2 10 1) 570 | ) #% 4 &R & b, pDC R 9A 1 PD-L1
CD86 5 CD4'CD25'FOXP3" Tregs {14 & & IEAH[62].

2.4, PRI

HPE R R /NN, SRIE T E RS A, &
A1 JE I 40 B T 50%~70%; KA 1gG Fe 3244, n] DLt
AMEN F RPN E R R IR RN 2B
MG, F PR B 1 S IR T B8 A 9 R A AR AR ) 2 A
(PRR). PRR AT H AL TT (ECM) Hr (1) IR BE 40 Md By
BB AH 9% 0 7 At (DAMP) #H&ZE &, #HMiES
ROS FH 7K fife B (6 7= A2, ) # A 4 5t 1 P 3 3 45 4
(IRD [63].

FERSHY IRTF B, AP o 40 A 32 B3 5 DL R AL B
IFEHD, AR B A -

(1) I8 It i IR 0 A% E R R (NADPHD %
1ol R A, IR il SR A A ]
T4 i 45115 [64-65] :

(2) IS BA L AEE, )8 E E -9 (MMP-
9) Firp ki st AR (NB), FTREE Y Th
REMFaAS BRIE[66)] 5

(3) Jmad ok 20 B AR B B C “NETosis” ) {2 i3
T RAE[67].

AR, 7E R MR A D) e b G o A RS AR A
10 R IRT /)N SRS RS e, F 5 {58 OB S5 R A IR Tl
(DNAse) ¥ NET, /b 7 2P EJORE R B, I3 38
TR IIRE[68-69].

BEAR,  FR R A R T DA S A S I B g2 R
BRI . R 40 i P38 S FasL/%F FL 3R
R, HeTHRERET (C-CHEF) ALk (CCL) 1.
CCL2 A1 CCL5 ik, ZEAEMEN CD8 T 4 (701, 7E /]
SR R A RS ohr B 9 R LI I A v MR i e %
U859 [ b S A B B AT 12 CDS T 40 it 1) 55 45 LU 22 bk
HERF IR B[71]. AL, FE/NRREA AR v
PR i BE T2 2 S 2 ) 0 T (0 S T 52 IR TR B, I HLaak
/b7 BRI APC 77 A2 6 TL-12 R0 H Th 48B4 5 1 5] e S
A S5 7 A e 8 [ 72] o

5 TCMR AN, i PRI B 45 R 3% B B2 Al 4 b 1 R 41
M % 5 AMR A K. 7E/N RO BERI IR AR A o, AMR
SR IR, IR R AE[73]. B AR,
R R B S B A R M HE R I N A R [74]. TE R ANE
PEHE R RS AR T, Th17 40 fIR IR £, 8t 4
IL-17 456 Fh PR L AE R R ) R B SR AR, kT id . iR AL
HN SREDEEH R RN . HAh, WEHRE, ERRiESZ

o, TL-17 405 00 rp M kL T 92 i 2 388 8 1 R 5 s s
RS 75]

TN R LE AN T RS R G i 52 1) T
i ABATYA A I S N R A i R A A B T S
RFFHER TR, AT DR [ R AR R G S 3 404
HARHE I 52 T K . Pillay Z5[76)0F 7L E W], 2vEHif
) B T A AE CD16b™ e CD62'° Ff P4 48 i U B, 3 e 44
J A P dE EOE A PR PR A -1 (Mac-1D) SEBLE T
i mgs &, RO A, MmN T e,
Ab, MR AN L R A I R A RS ARTEIR SR 2R B
RECE S, KRS HBEALRE, R0 s ML
5, Wi R AE[77].

Christoffersson 25 [78] & . 7 — #f CD11b'Gr-1'CXCR4"
I R A0 B BE, AR 5 DL VEGF-A K it 7 2wk 35 42
FNRICMAE RS BEY S, ) E RS T,
Ab, NI 7 BA R A BT e LA CD49”
VEGFRI1"CXCRA" Y RFAE ) H PR 41 B HE[79]

2.5. AR K40

JE R4 (MC) =& — KRR ez 4u i, o
CD34"/CD117" % RetH 4 g 43 AL T oKk [80]. B9 K W], MC
2 5 1 [T G AU L % N B RS, AR R b ik 2%
B WA S 52 T BRI HE O S B A 81

MC 2538 B B R HE R S B 1) 3= ZEHLHI N -

(D BBRiER . RN, i MC A E 7 6 H R
FIH MC JBERTRLAE T, R 8% L5 [R] 4 fit R AL 4 v P 2
PEGH S S 9 RN SR 2R Ak, TRy [ e A i A% R HE S5
S JVi[82] .

(2) JribguMae ¥ J8id 73 GM-CSF. TNF-a.. IL-3.
IL-4. IL-5 AMIL-13, F i Py Bz 4 i o o A8 40 B 5 P 23 1
(VCAM) -1 FIZHfa EE b 731 (QCAMD -1, ZEEEH kL
AN T 40T+ A [83] .

(3) VEMC AT YA . AR B R SR IE RS R (12 1
HeF B, MCIE BB A4t/ Cndi e, et
YN A KN -2 TGF-B. TR, AL ARG MEEE
I BOS AT AR, (RERIR &, RATEFHIEY)
A A4E10[83].

MC 7£ Tregs /13 (1) 41 G P i 52 TV 1 B2 OGB4 H
Tregs 1 70 MC A= K 3F AL 7~ IL-9 {2 33 MC i # 24
W) v [84]. Tregs i ik i 98 1 FE K] 1 52 A HE 5K AR T
4 (0X40) /OX40 ek 5 MC #EAT A EAEH ., M fa &
MC H-41] IgE /i 5 ) ROk AF 1 [85]. AHJ, MC R R
JTGF-B IL-10 FHRF 5 M 25 (1 g, 00 T 40 B 1 184 5 O F:



ek Tregs /= 4:[86]. BbAkh, MC3KiL MHC-I17r T, A
WEHEIREPIRA TYM, FS~E TR MEE T (o
IL-4. IL-10 AIL-13) F40) IFN-y B =42, A2 54)
HE T 4 7] Th2 40 M 0364k, A RIT Gyt 52 1T -

2.6. R PERISH

g TR P b 4T DR SRR R T A3 44, ORVETiE B8
T4, BAFRWIEN, FES5HAEEUR N LT
A A BAR R BEAURI, RN RS 5 R R R
RS I HE R RN o W8 TR A0 200 3 ek 2 B 8 - SR
R EMIL-5 40 A 1 5| i A 4 B e+, s
PRI TL-5 D) AT 01 HE R S R [87 ] A/ JE I AN A AR 40 4% A 201
SRR VR AN 2 5 RE . O AR AR 1) S HE R
SN K [88-91]. HEHRIE, TE ST A BR il 14 15 P i B2 i
YIiReERG (rfCLAD) WIfifta &, HAE M
E VWA LR v R YRR A0 P 2, REAEMIAETE R T [R
[92]. UkAbh, WEFRPERIGNMIS SRR A, 78 T R
A S HE e SR P A SGBEE FH[93-94]. 9 [E Royal Free
[ B A R A0 335 G R R T 4T P ) 28 2 A0 A2 T 2
7 RS R B HE[95-96]

ORI FE R0, WE R M 41 g th T AR /s BB A%
AR AR P G2 i 52 A B [97]. Onyema Z5[9715E BH W R 1tk
KA AL R T A T RSB N, XA R Ak
T 1 W MR T B RN T 4 a2 (R 2 7 1 AE TR -1 (PD-
LD /FEFFHESET: Z4R-1 (PD-1) /M SFHIZ AR . Thl
WA FR g T s 4T B 08 3 3o INOS A i 1 5 30T TCR/
CD3 WAL & FE S5, Ml # ey + CD8 T4
JfL K4 HE[98]

2.7. BEIE 0 41

BEEMEANHI M (MDSC) 2 — BE5 BE U5 ) A Bl
{1 e B S S PR A AL, B A P AR 85 5 T 4 A Dy W
Ml DCHFIRLZH ML, A %2 ThRE[99]. KMo A
MDSC # ik CD11b. CD33. CD34 #1 MHC 112441, T
/N i MDSC I % 35 CD11b F1 GR1. #2358 40 i 2 25
MDSC #] 73 ki 4H i AE MDSC  (G-MDSC) ¥ A% 40 i A
MDSC (M-MDSC), F A4 Ly6C F1 Ly6G [ 32 15 X} H
BEATHE— 405y . SRTT MDSC ()22 BT AR AE 4+ [100] -
MDSC A1 5 [ 5 A4 5% 184 o 2 Tiid 52 FRIATL A o] e K

(D BHEAH e R (nErEg. i
R AI DC) 5

(2) 43 WAL i IR 7~ R0 A= K Rl F-[ 40 INOS . AE & IR 1
(Argl). HO-1. ROS. IDO. IL-10. TGF-B1 %], ¥ %

92 Je P 1 WA R 2 Ak D BT 52 P4 R 101 ]

2008 4, Dugast 55 [102] 15 X £E K B [F] 5 44 15 A%
T T 52 A5 Y B I i A F2 FE ) R R B CD11b°CDR0/
86 Sirpa HEFFAHAL, FFKHE X yMDSC. MDSC fig g il
1) 2% B T 40 B 1A 48 4 9T 51 INOS AR I ME 4R B T2, RIS
512 Treg ¥ #4[103-104]. fEMIEE. BES . KA IERS
A1 /0 BROBE RS b 2 B T 0 28 MIDSC i 5 i A2 1) AL il
[105-107]. Hock %5 [108] 0 % 2| 71 #2252 5 HE # 4 1) 1 3
O R AE Rl T 2 B A TR R
MDSC &= 3 m,  H 5 B A B AKH = MDSC 152 &
FEL, BB m EUE MDSC 52 3# R A 20 4735 55 A [109]
TE— 1036 %4 M F M 52 & (W BT AE VEBAZU B 72 b, BF 90 & 1
SE T =FMDSC KA, I B RIEATHS e %A ] CD4" i
CDS8" T 40 i35 LA & IFN=y (17242, AT (2 2 P B8 A 420 1)
FE5[110]. L M5 B AR 3 W MDSC it B #1901 4
REM 32 FAT E AR, {2 MDSC 7E 8 B B 5 G 5%
i 52 AR DAL AT 75 E— D it 7

3. BNt iR

3.0, VH A ME T 40 (RS CD4ATT 41 il . CD8' T 41 Jifd
CD4 CD8™ T 41 g 5 HoAh T 41 it 7 3

WKW, 24 THMRTEAE R 5 BAE 2 52 B
FHEEFEH, B CDATYE. CDS T . CD4
CDS T4l ERFGT (NKT) ZHf LA vd T 4HM .

3.1.1. CD4 5P T 4H

CD4" Tregs 72 It 7% fie N A I8 15 P4 T 40 i S 4% .
Tregs BE % #| 7] F0 S 446 72 FE Y FF FF & B2 )& GVHD [111],
i) iR >R VR ) Tregs (tTregs) 4% R A H 28 U8 15 P T 41 ffg
(nTregs), Aef%IT % 240 B A0 B & i 5t (1 = B .
Tregs K M H AR K 7%, {H Foxp3 i ¥ /& CD4" Tregs
FIRFIEMERR & PR AT BLI T Tregs 78 41 Bt 52 14 34
Birh #15 Foxp3, MPR A N AE B F 7 Tregs (iTregs)
tTregs A iTregs 33 & 1 0 B2 R M AR BT o SR, BF
FUR I, X [F R R AR B R 2 B B ) Tregs 75 2% H #48 f
i 52 B A S R [112].

R RIBR 22 PR VIR 2 W [R) A e A4 e 5 s 2 A T 48 i 25 T4
Y, &RV A 75 T Tregs I A& 401
T 440 D) BE M PR3P FEAE) S 32 B3R o BRI ] WL, 9
H RPN TR R DI Re B R 2. SR E AT
Je, 14k Tregs Y877 1T LAY I 52 K Y Tregs £, HFH
P FRIEM 52 . Tregs AT @ik 22 POAL 301 o 12 AH vl e



8

Z5F SR E R RN Z, HLHI RN

(D Zribdr s MK+ (@i IL-10. TGF- A IL-35)
U1 25507 T 40 8 B

(2) BERRIEEANZEFLER, Il R gE L E T

(3) ®IACD39/CD73, EIL=AfRFAIAMP (A
FPEMHIE R 7D THFELN R /MR EE (1 ATP, 0]
RN T 41 i 38 55 5

(4) @KL CD25, THHUMMAEFHHEZ M IL-2, {3
RIL-2 MM CAnZR: T4/, NKO “HRik”7;

(5) @i PD-LI/PD-1 5 BAfAH BAER, LLPLJa s
Sk A B S R B A, B R BUBUR T B
ZFALER EERIEB 4 ;

(6) I RAE A TAE M X PR 4 (CT-
LA4), 4 DCHi i #& 2 /E )RSV T 40 i s s, [FIRT i
FDC A 1DO, &8 HIHE T 4l 5] Tregs 7714 ;

(7) 8 I Rk ik A VG AL R -3 (LAG-3) (—F
tt CD4 5 MHC-1 () 45 & BA H w6 M7 1), 1859
DCHURFEERE ST, ) T 4 iE1L

(8) T HZYNIL ] M2 431k 5

(9 3= A G PR AL R MR AR, 98D )=
0 NE S 5

(10) RIAFFRILANE ST ACOS), b2 A
MREH (ILC2) J3 WA IL-5 FATL-13 [113-115].

TR, TESIYR A AR AL o BH T CTLA4 B IL-10 (1)
TETE, RERE I Tregs M T M A Il T ThRE[116]): 1fiid T
Tk 4k M Tregs 1697 E1 AT LALRMEVE 22 Zh P 24 b tH BT 212
PEF R AR A HE T RB[117]

3.1.2. CDS 45 T 4H L

5 CD4' Tregs 251bL, CDS8' Tregs £ tH B FH 7 mi 14,
H % /7 1F CD8 Foxp3™ Tregs [118]. W FTK I, 75 AR F ki
CHHUENE RTINS IEREEE T, CD8'CD28 iy
£ T 2 9 58 % 10 1 LAA 0T 2 0 B 10 B B8 LR (1190 F 4k
T8, TERSZFRD A B RS A O A T 2 I R T AT
E—BERERS P2 42 TL-10 9 CD8" Tregs, 1%V B SIe Y T 4 #fk:
CDS T 4ifd, F Hid# i TL-10 48P AL ) & 3815 F [120].
M T AR, IL-2 %4k B 5 (CD122) FHER
CD8" Tregs tH 8 % LA IL-10 4R J7 240 1 JB5 J A1 Bz Jik 7]
Pl R AEDHE R [N, FF HLEL CD4" Treg 45 Z4[121].
CD8 Tregs 2 5 if5 T 2% B # HH % ¥ it 52 19 HL 1] 7]
AEN
(1) CD8Foxp3'Tregs ¥ i& CTLA4, @it 5 L&
CD4" Tregs AH [A] (AL 2EF2 ALY 52 7% [ 122] ;

(2) CD8'CD28 Tregs il DC Hu L BRI (A RE L4 3/4
(ILT3 FIILT4) ML, FRILHENE T (CD80/CD86)
LBt 2> 7 (CD54/CD58) , M 1 f# DC B A % fiif 52
PE[123];

(3) CD8'CD45RC"™ Tregs = 7% i ¥ [ Jii i & 175 5 [
BT R BE IR T 2 R A G R 1 (GITR)D, 5 AR 74k s vy 1
APCAHEAEH, 4 T 40 M sb 5[ 124];

(4) CD8'CDI122" Tregs ifi if MHC-I > F H #1171 &
ZALR TY0M, 2k 7242 TL-10,  F0H] G 25 [125] 5

(5) CD8'CDI122'PD-1"Tregs ifiid PD-1/PD-L1 &% 5
APC M H E I, {8 IL-10 2= 45, 4040 T 40 fe 3% 1k
[126-127];

(6) CDS8'Tregs i id /W IL-34. IFN-y. TGF-B Z:4i
JH Rl (i st A AR T S I 52 T R [128-131] 5

(7) CD8 Tregs i i 7y W 4F 4 58 A A A & (1 2
(FGL2), 5 FcyRIBZAAMEAEH, ##IDCK#, 55
BT, 12t BregmA4:[132-133];

(8) CDS8' Tregs il it B LR FHEAMMPF T, 5
AMB AT T R FasL (5 TR FasfERD 55 T4
M T[134];

(9) CD8'Tregs 5 # ik CD122. CD25, UM 55
2 IL-2, AR IL-2 KPR Can R8T 40 A
NK) “#MH” [135].

% T A K41 i 18 £ 75 MHC-L,  [A] Ik CDS8 Tregs 5
CD4" Tregs 4 ffuAH LG, FHARIAAE T3 MHC-142 2 FFA
P K MHC-T'F% 18 90 41 i B 2 32 52 45 [R) b S A I I 1
CD8'Tregs, 4k 1M /™= A K W A &1 & & W 52, 1
CD4" Tregs X Tt APC [ B 22 B ] 42 £ 2 ) 2 4 B 1
ALY, RO R AR G, AR
45 CD8" Tregs +1 2 LU B4R A (35 40 . D) %R T 48
JHOF [E) b S AR S %) B A /L[ 136]

CD4" Tregs 11 CD8" Tregs X ¥ 4H Jifl 41 3 () H. 72 1 15 L
il A& EAMNME . CD4" Tregs & B0 1l K FE 208 T 240 i 2 %5
SHCIZ T AN B JC 3L, 1 CD8' Tregs M A& 14 & #iilic 12
RONLT MR ZE (13710 F3 4k, SX Wi Ff Tregs 7= A= f 4 fifd £
T RE B R A P S i 2 R TR L. CD8” Tregs 43 WA 1)
TGF- B~ IL-10 G {2 #F CD4" Tregs # 1%, 1fi CD8'CD45
RC"" Tregs 74 ) IL-34 %5 F /42 Mregs. CD4" Tregs il
CD8' Tregs. HFFLA BT, 78 K Bl /0o JI [5) Fofr St 4 % A A Y
M, IL-34 BE 9% [F] B 5 5 CD4'CD25" Tregs il CD8'CD45
RC" Tregs, FH 41X P Tregs it 4k % % 2 ¥ I B 1 5%
H, RENE AR ARk e T B2 R R [129]



3.1.3. CD4"CD8 i1 T 4l i

CD4°CD8 Tregs (DN Tregs) # ik CD3 fll aTCR,
{HANFIE CD4. CDS B NKI1.1. Zh¥EAHE 7 £, DN
Tregs AE L FHL 1 CD4™ A1 CDS™ T 41 i A1 5 ) G 12 Jor 285 A [] Fof
SRR Y HE R [138]. DN Tregs Al il i £ i 7 2 4041 4
L

(1) FIH CD95-CDISL &% 15 S T A T

(2) FiEm/KT-CTLA4, i DC 3|4 F CD8O
M CD86FRIL, HFDCIIT;

(3) T FALRRBIRE ST BRI T [139];

(4) et B s A FHERTS K F APC 2 2 15> MHC-41T
JREEY), JHER SHMERRERL, M55 CDS T4
454, JBId FasL/Fas B2/ 5 H I 12[140]. WFFERM,
FE /N B0 JUE [F) Aofr e AR R AR B A v, 3o 4% 4% DN Tregs 1697
RE 6 & K 7 A8 4 47 3% IF 3 I Foxp3* Tregs £ & [141]. 7
4k, DN Tregs 7E I R 5« k. 3& I+ 40 B R A 4 =
SN T T A R [142].

3.1.4. HARZRAG T 41

NKT 41 g /& — #F [F B I8 T4l R Ax & (TCR.
CD3) FINK 4R HbrE (CD5S6 B NKI.1) HIHER A
F5 M T 96 B4 i S #E[143]. NKT 40 i A7 38 i TCR R 51
CD1d/JE BT Ji 5 b 38 4y Wb 20 g (A7~ Cn IL-4. IL-10 A
IFN-vy), 7N A 73 ik %8 fL 3% B 1T Fas/FasL i 14 7% 17 # 4
M, SEEEFBEREH T RA. A, NKT40EH 6
% 12 30 R AP S e i 52 1R FE J[144] . Tkehara Z5[ 1451141
AR, ENRIESEBAY, Valphal4” NKT 40 2 {2
HET R AR R A ) S et 52 T B E /N BROE I 40
oA o, Ik 4k NKT 40 fi 697 ) 7 2% GVHD 1)
R Je LA S TFN=y AL TNF (725 [146]. Sl T 78 R B,
FE/N RIS M GVHD R A v, 3 4k 1 5 NKT 40 i i6 97 66
B AEH Tregs, B35 0EISE GVHD [147].

3.1.5. yd T4l

v T A2 e FE AR <3 (PR R A, PG PRI
4 L 0.5%~6%- S CD3™ T 4H i (1) 4%~10% F14H 21 0%
BT 40 L1 10%~50% [148—149]. & T 4H i B A = ik,
R HE TCR & 4 1] H 43 Va2  v& T M Va2 v3 T [150—
1517 A TG Gae A i BV e 2 [ R 2, & T 41
T [5) o S A4 A R P S B A I % e e i 52 i B A B AR
[152]0 FE/NERE R IRIAC A A, i i M 45347 i 7Ty T 4
L FIRAE S 2L T o T 4HARIR A BE S5 1B N
T yd T 2 i J 1 /0 B U ) TR A5 21 438 [153]. W5

9

xR, BHEZELAEMNRES (CMV) K, 235
CMV H 531 Vo2~ v& Tl s 5, & i@ L DSA A i
ADCCEH S E FIM ikt iy, KAeERMEHF X
Ni[154-155].

E/N RS AR A b, TL-177 S T 40 il i TCR HE i
PR M R R BOE, W IL-17, RA SRR
Pi[156-157]. [FIFE, 2RO R, FAETL-17
1 yd T4 2 FEE Y B EHE R R B HR A2, FEu
v T 40 I B FEAR I35 TL-17, 98/ & PEA IR, FEK
M) AF- 15 B ] [158-159]

R v T M 7E 35 B FEAE o 2 HE e A S 2 it 52 v i)
TER 5k — D70, (R SRER 22 R 9 32 B S T 4t i
TETE e 52 1 BAG EEAE . Wik, 5 A
XPRRZHAR L, BRI 2 i I RS R 52 yS T 40
BN, I HRIE Va1 FIVa2 (1 v T 40 i b5l &
PR (V81 D V2> 1) [160]. Va1 vd T 4 fe s 7= 4=
IL-10 JF{ ik Th2 7742, 2215 Va2 v& T 4l i s ok i
R R Bt HE 7 M [161-162]. 76 R IR M AT, 248
T K G R A A R AN, BE6S 5 T 3 O vS TCRY
YHML 1G4S TL-4 FTIL-10 §97°2 42, 40041 TL-2 H1T IFN-y
M=, R EMAAEE[163]. HAh, (/N HRE A
Jil S RS M B SRR R o, S T 40 IR A N 3 S5 AR T #%
T o 2 R IR [164-165]

3.2, WTEPEB 40

BYUMITE s R4 h HoAA 2 MIThRE, AR 2t
JE A= A A i R e iR S R A SRR A HE R . R
1T, B4 ad ny A R 55 4 B 0 5 b A A% i A HE
JN[166]. TFE NI/ B H 28 5E H Bregs, JF HM & ¥6E
% 73 WA TL-10 F1 TL-35 S5 B R 4 ML Kl T~ Bregs A H =1
SR, EANFNRAPEAAFRREAME . DR
Bregs W # i % % ik = /K FHI CD1d. CD5. CD21. CD24
FIgM, T N Bregs U] ik CD19. CD24 #1 CD38 [167]-
TR, Bregs AJ LLIMHI /N 55286 M H B G0 VE i 5 56
RAPMIRIE RN, T4k 5652 LPS i1k (1) Bregs REfS (37
JIEL PR TR 973 /I8 B T 0 SR O 112 5 [168-169]. A 44
Bregs [FH#EH AT DUR E 2 RAEREALE (MS) B4 5
S, IR JE BN 5 M T 46 [170]. Ak, TERRE
Fetirh, TIM-1"Bregs A&f% 28K /)N R R PP A4 R M A A7
fFA], 7 TIM-17"78 BN 2R 30 TL-10" Bregs HRLRe s %
RHER, 34k TIM-1" Bregs 1697 B¢ 5. 35 & KA M (10
AFIEITE[171-172]. Bregs 2 515 T 48 B B AH S 52 1
ML AT 58



(1) L3 WA IL-10 40 Th1. CTL. Th17 40 g F i
RPN F U TFN-y FIIL-17), AT 900 1) BEAZ 200 3%
B LR DC Ee#h, Il it CD80/CD86 i 5 Tregs 2L ik s

(2) it /WA IL-35#% Thl. Th17 f1 APC 54k, [F]
I 5] Tregs 7 48 J 42 12F 77 42 BE 0% 2 36 TL-35 A1 1L-10 1)
Bregs [173-174];

(3) L 4 W TGF-B i 5 78 I N4 CD8' T 41 Jilg Al
Tregs K A [175];

(4) 8 Fik FasL AURIURLER B 01 26052 T 20 47 1 5l
Vo3RO TAI MR T2 [176-177] 5

(5) I FRIE PD-L1 01 Th 43 4b FIHEH 5

(6) 7= A= Rt IR i) 28 JE (9 00 1] 4 1gG4 A M R 18 Ak
IgG [178]-

IR FER B, X T Al EPER 2 R (B ke
M), EARAREMGINGE, 2Hk—HRFHFRE
MY IRe; 5RAEREHFIZEML, HAMNE B
L f 5ot A AN L 8 T . X R BN AT RETE RS B S
HH G i 52 1 B R AR R A FH[179-180]0 5 — LA 7t
R, HRA R B E AL, EA R SR
FUR 2V B WER A R b, L AN i A 4 BN i i A
BANfuE &I 2, FRUTE M iR 32k CD20 ¥ B 48
#1817,

4. BREBEARSTTBIRREE L

i Ak PG M A TT A B R TR R R A R A
VI B G BN 52 1R T340 o R L AT SR AL S W 8 4 e e e 2
e[ 22 52 3 A A A 0 ) 20508 P PR A i A A
VI S G e i 52 [182]. B RTTEARRIE N, KT 7EsLik
A E R @ Ak A VR T S S R A S T A2
PRIRIE K ATEREAT AR A AR DG SRR .

AR, &4k Treg 097 REME 2T VF 2 W )1
B S8 PR HE 7 SN IR R A 5F B AT RE B S T IR
2018 4, WHdb K% (EEZmE) #HATH— 4N
TRACT [filf AR IR 45 R L8 4 [183]. iX 22— [ 3
FE I 18 22 A PEF T (NCT02145325), %0 FE B AR 4h 9
B B 2 T FE Tregs [01%0 22 B NE RS A8 52 38 74 9 DADEA G
AV, OB ZEW o =4, »ifEBEE
60 d XM AT IE %5 0.5 x 1074~ 1 x 10°4>. 5 x 10°4> Tregs.
MFEAE AT 1A H W B 3 40 i 53 B Tregs F 25 f4 1%
21 do TEREVIHINE, AT Tregs [2] 4 M & B ) ™ =
ANRES, I H A2 A S JERR 5 M G 2 0 1) AH ¢
MRl RGeS R R ] 7 & TR LA E, 18]

1 Tregs 152 H AR N (1) Tregs BRI I 1T 29948t 52 55
IRZIRMNPEA ST, FEW 4 25 L8 2 DSA HIAF(E. i
TS, KRN 1 (1 Tregs 1914 28 B BE R AE 52 & & % 4
), HH H TRACT 58 A 78 N SR IEAETHRIEEAT TR .

A, HA b8 K% & Bt (Hokkaido University
Hospital) FHIIFI4E JE WK 2 1H & L i 4 h 52 i T
FIFH 386 52 & Tregs BEAT F% AR R X5 . Todo 5518414k
18 1 10 24 HF RS M 52 5 B 52 AR A 3G 1) Tregs ‘& 4R (1480 il ™
VIR, I H O 7 4 2R DA G s
Chandran S5 [ 18514} 18 1 I 48 J& YK 2 1H 4 Ll 43 2 5
JIFE R 4 5% 3 3R AT 4K 22 50 B Tregs [l (01 PRAR 56 . A1
BT (NCT02088931) KM, fECAHXZBMEIFHIEA
Jk FH S e 4 R ) R A 52 T, Tregs I3 BS 4735, [
e T A AT

H i, BR% ONE Study T H 4 1E 7 #EAT — TU7E i 44
kRS A 32 25 rh A B AR B 52 1 DC #E T 4RI, BAVE
il Fe 22 A M AN AT AT MR 1 VI BRI PR3 (NCT02252055)
[186]. Thomson %5[187]it 42 47 — T I/IT S Il PR 22 4= 14
G, B UM A R 5 ) DCregs BE A 7 A0 5 12 00 #1571
TR YT R I PRI I PR B JUE A% AL HE e I B A s o ok 4k %
MSC AT LB PR Ml B IR RS AR B A i 52 (1 s
PRARIG ) 2 TP E[188-190]. Perico ZE[191]f)— M 55 %
B 5 A% AR T (90 4 4R MSC n] LUER P RS A B S T RS HE 9
LIREFERS (NCT00752479) . EARTT 2 i 4k 1 Mregs 1697
MR RIGHEA L, HERNREAE, WEZHEEL
Ak E Mregs VR IT 6 4F J5 AN 75 AR ) & 14t v 3< =] 2457897
Rl A] 4 57 5 ThRE I A g (NCT00223067) [192]. =4k L
WETA ARV MR T I e A L TAT PR AN 52 M D T
AT, (ARG, BHANN. AAFRE L SH
MG TT 5 AR AR R idt— PR &R .

5. MG TR R AR AT AT TP
JAzE

HET, APUERZIA (CAR) TaNMLI7 VAL I AR P b
Jo AU O B tH EOR B 7y, B ILAE G2 4i i (4 Tregs)
75 PR LT 32 b R R A2 Ay 1k JAX PR T 5256 = .
SR, IZEARAG B — 0 B v 5 e P A 0 R e e
N BB 47t 15 S R M ) S e i 52 . Beils, A RE IR,
B8 CAR-Treg ST IAESN MR AL b G EEEAEH . H
gt CAR J: K& 1 () CAR-Tregs /& JF MHC K #i 1 (17, 5F
H E A% GE i) Tregs B A 5 4F bt J5l K5 7 1% - Hombach %5



(19312 Hif FH CAR £ AR Tregs #HAT 1 2K 0sE, kit
T E A BH R S ) Tregs. CAR-Tregs 15 5 2 AE 4 e 3%
i 52 FRIAL I 5 22 5[ Tregs 284, Pierini 55194 ]38 it 4
mAb-CAR-Tregs i F 4 [ Rf 5 A 2007, B Dy b 2% i
TN GVHD JEAR . mAb-CAR-Tregs # [71] [7] filt 5 44
By EMMHC 1288 A, FFREK T R 5 R R S5 5% 1l
YA R Bz R R A A7 5 B (]

[FFE, TEShY) ML AL, Boardman %5[195]4
Noyan Z£[196]4F X HLA-A2 # 11 T CAR-Tregs H T 5
Pt 5%, 45 53 B CAR-Tregs tt £ 7% % Tregs REWS 5 45 %%
PN R A R . AR, BF6 FVI B BT ANSS-
CAR-Tregs AJ DL\ 25 #0i] 1fiL A A S v FVIILRE 5 14 24
LT ARG5S, TERE— D T A A B3 00N 52
W97 O AR KM S[197]. HAET, KWK CARER
J87 FH T At G 72 40 i DL 5 5 B8 AL G P T 52 4R

6. 4518

HEIR T MBI N2 2 5 28 B A S % HE R A0 S 2 i
S AR T E A, AR AR [ e A A R A A
955 N v R HE AR FH AR 32 3 FA

REZS5[/EHEAF R ZE, (HREm 5
R R AEYEHE R . TOIRE AR SR,
ARHECRE T AL A A M R ECRTT (K B, &
3 MR BRI A 701 e e ko S B S BRER D AT RS2 Tl 1 e S
PERA IR T M TRBEAGER TR, M=
MREIT IR SRR EINHEIF] . PURR e EKE H (ATG)
BTk R R e BREEH (ALG) . MM E .
BRI Ik v e H % BR R VR T TR R I R VB T S

EERHMEPER A AR MR A A eI Tk, =
FATTA AT FH e 240 G 2 40 i S 7 A0 V6 7 A8 PR F2 R HE e 1)
FPEBAEARK VAR 22 N R e B &S X
TRE AP TT, ARSRILSS AR e SR, SR
FH A FIRE S P [ T 3 ik 905 32 44 Tregs (U-CAR-
Tregs) ], ANHTEh S A @ A AL 4k PR A v 97 7= o A
T I 53 S T S 4 i RS AR R D 26

BRI S e B T NMASS TR, (HaYHs
B 51 ) Ao g% SR A R R K LN H T AR S BRI 2
PRl . PR, ROk SLONEE TR I IR 75 SR I 5t T R ot
F, NEFXT IR EREEE TR, DO
&7 (WU-CAR-Tregs), HLALAH AN M F= a2 2% (il
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