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K, B P R SE T AR 1/ P SE TS AR 1 ( programmed
death-1,PD-1/programmed death-ligand 1,PD-L1) 4l id &= T
TR 40 i 30 )5 4 ( eytotoxic T lymphocyte associated antigen-4,
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AMEETE T KA 45 GG A 5 BE T

B MR AT RGNS T, Treg 5 S0 A2 1 ML
99 ) 1 TR AH DG, 1 XL S5 38 A1 J) It A0 s v T P T 9K L 4
AT 20 He s T BN . HL Treg FAF# 2 o] 5L 1E #a 4, 5
UG BLARR . # 8 Treg W5 AT T34t )L 38 2 ik 2 40
1 L5 655 175 71 T AR B ARG Treg AE F1 I B 2
W, e TE I IRYT T R BEE T AR EEE L, MII2NA
PERE FR S (AML) f8 255 & A A1 8 I ) Treg K7 i 2
FrEn, MBFAITIG , Treg /K- BEAK, 1M & K B Treg 7K F FFIK
BT S IR A0 P 0L ( chronic lymphocytic leukaemia,
CLL) F 10 Treg K V-ULHE R , 15 2 11 L B AL
EAL AT 2P S AIPRL40 0 3 1L ( acute promyelocytic leu-
kemia, APL) A] 3@ 3 Jali/b> Treg 4t A4 &L, i Treg 20 1 (Y 2
fig, INTTTHE S 1 %00 M T 400 A A S B 0 35 4 A4 T v 8 f 56 fi
J1, B BERI ST o AME I Treg /K- 16 Z MLk EL 40
Jid 1 117 ( acute lymphoblastic leukemia, ALL) W5 I B — &
WM, ST/ R ALL B PR i i 4545 o Atk 11 i
BEIT 6 A H ML Treg 40K K H A3 i i TGEF-B 7K
SERIEARTT R B 8RR AIC, 48R 8 BRI A1 ] i Treg 40 A F2 L
Ay A A BT I R B S R S R
1.2 MDSC MDSC 2 fikiF e —F 5 ik, A B3
P G2 20 MR 225 A BE T o AE IR SR B v IR R 4
Ak i 47 52 BELTT AR A S B3 0 S I3 P A B B4R, ke 5 B0 e 1
G IV, 42 125 b Je 40 Bl A 2k Sk ki, A B TR
JE . MDSC B HAR 56 7= W 75 1 T8 2R S8 g 10 % 2 Lk T
s B BB X, fF B-ALL B JLAMH I, MDSC $ i
KA BEY) 0 1) 22 3K K -3 B B 3 n, B3GR ¥ 5 B-
ALL (&5 B 43 )2 35 52 B b IEAH 5. MDSC (1) G-MDSC Wi fif
KO BEY i ROS Xf JL 2 B-ALL % A ® 25 m*  7F B-
ALL B (4R A8 88 5, G-MDSC 4 8 3iF 52 . 3% T+, 3F
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I ARIGTT R (AN e /NG BB ) S IEARSE) . 7E APL
Forh, IO 09 TLC2 433 T1-13 155 M-MDSCs 14 58 312 ¢
JirEE A K T 4 X e H R TR YT T a4 APL Hh ILC2-MDSCs )
Han'' , Christiansson 25 75 5 1618 M BL40 ML 1 195 ( CML)
FBAE R MDSCs FkG 2 MR RE-1 (Arg-1) FH, LI T T 405
f# PD-L1 1 PD-1 )1k, Giallongo 21" % 3, CML B %
1) MDSC #Ei2 Wil i , 2B B JR IR YT I T B 31 0E 8 7K -
f£ CLL 835, M-MDSCs e 2 Wi g 2 74 &, 30 T 4K 50 T
MG IFE T T INEIE Treg Y5, M-MDSCs /K ¥4 i 13
/R CLL HOEAFTH 4%, H 5 CLL (il kR TR A A
Xl

1.3 Breg Breg /& B Z0flrh iy — B H A Sz 9857 D g (4 40
Ji, FERT LA 43 b IL-10, 30 ] CD4 ™ T 41 i 3% 51 & 43 b, {2 ifF
Tregs (K316 & ¥ H A e M D Ak, Chang %500 % 4L 2
KAy Breg AUMLAT 38 i 433 TGF-B #0 IL-10 Xf CD4 " T 4 i
FE AR A, DA T ik 3 13 I 40 M B A ( hematopoietic stem
cell transplantation, HSCT) Ji5 & A HE Y3115 3295 ( graft versus-
host disease) , Peng 45''*) % Bl HSCT 5 i il 78 5 -+ 40 i v
fifi Breg MM K- 1A, i i 40 IL-10 W48 ¢ GVHD, Ly
SR R B, AML HR Breg 41 1 43 FO TR, HL G 140
M RS TS A R4 AML 35 BT 5 = 1Y Breg 41 H 4
Eb, B, HLA 1R Breg 4IAR T 43t AML g 35 SR 7E 3L,
1.4 PD-1/PD-L1 PD-1 1 PD-L1 {48 B./E FH s 44 T 20
el T R a0 Ik 2 L A A T, 3t #e A A9 PD-1 B A PD-
L1 350 PS04 P e SO 358 10 TR i, 02 o3 240 e ik
WL RGN R A5 . PD-1 A PD-LI 76 [ L5519 %
A R RV RS BYIAESE . 46 My, PD-1 1 PD-L1 ik
AR W, Williams 25" fEARSAIT B KR AML 8% T
ANAE A P EE B PD-1 33k . BFSEIAH, i B BB 2L S8
224 i ( myelodysplastic syndromes, MDS) [a] AML i & Ll &
AML & k5 F2r, PD-1 F1 PD-L1 7 T 4 g fi1 AML 40 g |-
25 B W N L 3X UERH PD-1/PD-L1 3% ik 52 5 s it
JEAIR AL R AT S o PD-LIL ()00 1] 0 I8 R 35
(O BLE 9 2848, S 80 AML B I R BiE A E 2 A
2H WKL PD-L1 BHM: B3 1T 5 58 & 28 R RO i A A
RBCF PD-L1 [AM: B3, AML 3% PD-LI fHEAYE &%
= F PD-LI BB, HE &ZXES AML &2 PD-L1 [R5 K
TR TREEN, 2RT PD-L1 M-S i ot izl
T RE S 15 2 F L 40 i ) e ke L 7R R [ K 1
Ff o PD-1 FS WAAHR], A WF5e s ALL B4 T 4101
PD1 #iAHI W T AML 3%, 7E ALL 35+, T 4 PDIL
eIk LA K PD-LY FEREAN A A Rkt H A K AR A 4%
MY,

1.5 CTLA4 CTLA4 BE—#hi &4k CD4* FI CD8 ™ T 4
FEIR M SCHEILIN ] 43, 0 T 400 ST, 98553042 T 4t
MyE T A RS, 25 T %8 RN 7 45 4
RIS CTLA4 [ T &3k TR AL T 40 % 1 2 5 40 %
YE R A FIR T Treg FUEILIR T ME T A0S 5 S, *t

T ALL 3, T 48 b CTLA4 R {A B7-2 (1 35 76 1 1 2
ALL 3% i B ALL Si#% CTLA4 g3k 5 ALL HiE R R
HISE | fE B-ALL J3% 1, CTLA4 {8 5K -t 2 (i e 5
(920 WFFE LB, CTLA4 76 AML 3% rh 8kt 2 38 i iy, HL
54k M3 BoE A, M3 B CTLA4 (1) -5 R 3k K & .
AML BN ML f CTLA4 431 5% 15, 7T B8 5 1 1 T
RS aGVHD 9 % 4 5. CLL f#% CTLA4 [
ft) CD4 \CD8 4 545 15 , 1 Sl 0 % o g g 2

1.6 TIM-3  TIM-3 J&— Fi 40 Jifd 35 1A 4 8 9 5 0> 7, 7T LAAE
Treg i fifg NK 418 S oAb ybk B0 20 B 0 3 o 26 35, I8 1o Ay
Thl/Th2 48 P 7 Fa b B 7K - , 76 B Rg Gy kst v 473 o o
A @ T FERIS I AML B AN A I CD4 T T 46 g A
CD8 T #iffrf TIM-3 f 3 ik i3 HIE 3 6 B 415! . AML
2 TIM-3 (1 535 5 23K, 7T fg 5 PIBK/mTOR I HIF-1 {5 %
EE AL TIM3 A1 N B KA bR Y, RN T
ARSI S8 2 F S R TIM3 5 %181 . 7E CLL %
o NK e TIM-3 kA i, 5N & A KF 5
PR EL AT BOK T R IS C OB R KSR B N &R
I HRETADISEA N TIM3 55 miRNA k40, TIM3 [
PRI 175 T 408 (LSC) Hifs T miR-34a 263k, mT #0146 (4 1M
I ST E R A IRk R AL B . $ R miR-34a 7% TIM3 fH 4
FAILG T 240 0 b 0 05 o 2 3 1 0 T 1 oL T 4 B R
FER

1.7 LAG3 LAG3 RHHysskE B A M RE R, K E%
FIETIEALR T 4005 NK 400 69 100, 25 G 50 9815
H5ER MHC [ 284531455 J5 Be s M) T 240 i i) a2 4k
T SB35 198 40 L f) S e it 0T CLL 290 M0 2 3 A 43 ik
LAG3, W /E % CLL #7EHIRY7 HL S . LAG3 it 5 MHC 1T 2%
AR THE Ay AR L 40 B 64 T AL AT IE TR AT, Ak, CLL
A A REFL I LAG3 ik 0y T 240, b He i o0 5% v il 9% %
35, DL, RELDBT LAG3-MHC 11 244> FBAH B AE I 2 CLL Y5 7E
BTz T

1.8 TIGIT TIGIT &—fjr il Ge e R 25 45 32 44, 76 B I8 e e
H R HEE B . TIGIT 76 T 4 MU fN NK 4 K i ik, & T
A A NK 20 B 2 T A0 — b G 25 400 i 0 22 i, 8 2o e A
CD155 S4u/R 2 b 4 o e An st &, 3l T i fn NK 401
A G RS TIGIT U al E e T T 4R, #076) T 40
Al , A0 T 8 R AR S A S A e 3 B i R PR T IL-
10, AT T 4524 . TIGIT A% s AN ALL (21
T #ffihBe. ZERLA B-ALL @35 TIGIT #£ T 4i i =ik b
I BT 40 A 2 Ak B RS, TR 4K PD-1 A0 TIM-31
TIGIT 1475 7% 5 52 25 1 A 1A A A7 25 11T HE B8 2 A7 3 6
SEELH T AN RS AR B TIGIT 95 238 5888 b NK 4 i 4=
Uk PRI SE . WA B TR TIGIT [ 263545 B -1 AML S
TR H e 0 B . AML fR 3% 55 3 32 3k TIGIT fid fA
PVR Ml PVRL2, Hi 63K 58 B FiUS A6 TIGIT 761E %
N CD8 T #i i f1 CLL i e b i35 15 J6 ] . 2% 5% fHAE CLL
CD4 " T 4UJfa W B TIGIT + T 40 A S B Jim, TIGIT + CD4* T
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1.9 CD200 CD200, th#r Ox-2 JEMEE A, BA S mfzh
fig, 25 T k400 B bk A0 A NK 4 i S A 5 Rk 4H i 25 1
SHRHE AR T, A% 3 o R 40 15 S ok 4 R g R BT
CD200 £ 335 T T4, AML 3% LSCs 1533k CD200
SR RLBUS A 5, TR W I BT R0 Coles 450 45 1y
CD200 5 AML (¢ T 208 S M il 45 3¢, CD200 5 H Az R i 25
AT TE Treg (SR FINE M. #)i2 AML H 3% CD200 B
TR UG AR B, I 58 B0 8 AL 2 R BH G, $2R
CD200 Al AML 347405 . Bedh CD200 125 ik 7l LA
VERBUGFRICH , I 7T HEdE S Ak AML S35 103a)7 ™ o EfT
H iK% CD200 H, TIM-3 + CD4* T 40 g3 m™’ . st
Kt ERT A EEE X, PR ERY, wisn BA &S
CD200 2%t iy CML H 3% 14 0 3k R A A7 R AIG, SHA TP A
FEHT ST o ATREN R 1 I3 40 1T CD200 (952 18 23K 2B ik
GoE Z S8 ML AN B R 2, O B R T AR
Xk CD200 BHWHATFREL T 324, 4878 CD200 A A S H i 15i
Ja BF R e RR

2 SN REAIEENEERTT

2T PD-1/PD-L1 #likl 5 ZEIG T AML #1036 R
WS IEAEEAT, F 45 pidilizumab ( $if PD-1) | nivolumab ( $ii PD-
1) .pembrolizumab ($ii PD-1) ,durvalumab ( i PD-L1) Fl atezoli-

zumab(Hi PD-L1) &, {H i THEA & D, BIFST I [H] 385, AML
BORHLTE S 2%, S A A 410 0] F T RCR I A 53
& ETE RS HARR YT Ok kT SR 4 A IR T
e AR T HY TR Atk . 7E— T nivolumab BX 4 Ak
LA LR Y TR R v 44 451 AML RS f& MDS 8
FLIGTTIE T8% MBS T CRPY . 75— T b L B &
nivolumab 7477 R/R-AML g% 1T ¥iWt o2 F B os,70 fil B &
IRIT IR BRI N o 33% A8 22% () BB E 3RS CR, B A7
09 6.3 AN EBES TR IR T 2 TF 86 .

—J0 I/1b 2 AR S X B CTLA4 $i4K ipilimumab 7
allo-HSCT J5 52 % (1 I W Jiv 98 26 2 vb A R EAT BF 9 . 4521
R ipilimumab G975, A 5 AR CR, ¥ AML %,
$E/RAE AML H CTLA4 BHIOR IR IT AAE 5 52 & 1 IR R 500%
PEM s B AT AT

LAG3 1574 Sy Ffrfeg SR8 557 125 1 53 — ol AR 8 A, 7 5
b vh 2 B 25 BUR , H AT LAG3 $fil F3RYT AML £
A 17 T RIS , 4248 LA SR —ia( 3R] (NCT03489369 ) il 5
azacytidine ( NCT03030612 ) . PD-1 i1 | 7] ( NCT02061761 .
NCT03005782 ) S5 (1 Bk G 1wy FH 1 I R 52 38 IEFE #E 47 vh - TIGIT
TRES 505 R e S R s T T 40 M A D e 5 i, IRtk
%) TIGIT W] REXG TR T 4nffd iz , B A TIGIT 15
(MTIG7192A ,OMP-313M32) (4 i FlAH G I PR S 9 1F 7F #E 4T
HIY AN B I RSB AR TR (R 1) o

F 1 PR SIMHIRNETT 9 I R
el RIS o LY L] RN
HZNEIT NCT03291353 I PD-1 pembrolizumab 5% AML
NCT02708641 1 PD-1 pembrolizumab CR JEAR1E 4 alloHSCT A4 AML
NCT02532231 1 PD-1 nivolumab CR J5 AML &8 &k
AT 25 NCT03417154  1/1 PD-1 nivolumab B4 R ke RR-AML Filf& fz MDS
NCT02768792 1 PD-1 pembrolizumab & A7 42 B 4 it 1 RR-AML
NCT02464657 1/11 PD-1 nivolumab BA- 473k b LB BN 175 5 4ky7  AML Rl f& MDS
A F P EAEZEY NCT02890329 | CTLA4  ipilimumab 154 74 flh 5 RR MDS/AML
NCT02845297 1 PD-1 pembrolizumab & Bl FL M RR MDS/AML,AML kF 65 %

NCT02397720 I

PD-1 #1 CTLA4 Arm [ :nivolumab & B[ FL i+

RR-AML,AML XF 65 %/

Arm [I; nivolumab B¢ ipilimumab A7 B+ i

B HAl ey NCTO1822509 1
NCT02846376 |

PD-1 £ CTLA-4 nivolumab %45 ipilimumab
PD-1 f11 CTLA4 Arm | :nivolumab

Arm [l :ipilimumab

B a8 R M MR RSB EM (AL AML)
alloHSCT Ji5 1 AML

Arm Il ; nivolumab H£4 ipilimumab

NCT01096602 | PD-1

pidilizumab BX4 DC 11

CR /5§ AML

3 RERREE

FIRIT, B Tk A i 8 fe e 9 95 6 901 P L 1 47
NEVETRARIESY , S8 G421 L ZR SE I Th i R AR R T
YA HEAE O AT B0 R R T R S K L,
PBEIRTT C R IR T LI 38 S8 R 1) — o (9 A 20k g, H
AR SR 70 A 18 PR R4, (R A A 52 A 3 S A
KA RN e A R e A5 Ry B, PR e 2 4 T 1 fige i 4 28 8 M
Je S SO AL, 657 B A 2 B L R AR
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