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HRERB IR R EIATT AN H’R

FYM BE FEL EERT
(RUEBR T A BRI AL iy S5 DR 2675, AR 124221)

e &5 £ & oy (acute myeloid leukemia, AML)Z —FP42 22t dn i 52 B AP I8, 2
A iR Fo B P R R I G G R AR R T ARG, B AT GRS ST T A R 6w AL it
THEFEM, FBRIF R 2% (complete remission, CR)/E B HAT/E 42046 77, VAR B &b A 4506 57
EGAE R, A2k FP I8 57 ik B TG A A G BAD AL, s F RELBIE T F E EEURT LK
MG RS &, AT RN T ERGREET R, AL UFE, BB EGRTIRRIES
FRET Farag A, # ) RBIEIT 7 ik EAFNITE F 09 2R, AAMLA TS AL A F R
ey R B, SFEAMLEYE T FAARA R 7 B AR THREIT RS, Z st h T aptbia
(hematopoietic stem cell, HSC). #-&-4L/R % AR T4a e’ (chimeric antigen receptor T-cell immunotherapy,
CAR-T). 3 H &MY . A RFA% M (nature kill cell, NK). # % 28&(dendritic cells, DC)YZ %
X 5AY B AT £ R0 RIZIEIT T R R BAR K 4 F A HAT 4R A
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Advances in New Approaches for the Inmunotherapy of
Acute Myeloid Leukemia
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Abstract AML (acute myeloid leukemia) is an invasive hematological malignancy caused by the accumu-
lation of immature leukemia cells in the blood and bone marrow. It’s core treatment, induction of remission with
high-dose conventional chemotherapy, followed by CR (complete remission) to achieve intensive and maintenance
therapy, but the survival rate and the prognosis of the disease is still not ideal. For patients who are not suitable
for intensive treatment and patients with relapsed or refractory diseases, there is an urgent need for alternative im-
munotherapy strategies. The progress in immunotherapy have revolutionized the cancer treatment in the past few
years. New immunotherapeutics are entering the mainstream of oncology, providing new weapons for the prognosis
and survival of AML, and increasingly showing its advantages for traditional treatment in the treatment of AML.
Currently, there are five main immunotherapy regimens: HSC (hematopoietic stem cell), CAR-T (chimeric antigen
receptor T-cell), monoclonal antibody drugs, NK (natural killer cell), DC (dendritic cell) vaccine. This paper will
review the current research progress of AML immunotherapy and related molecular mechanism.
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18 IfL 41 Y (hematopoietic stem cell, HSC)==
PR TR, AL TR R A A R AR
WA ERE R, WM RN, 20EEE R I
(acute myeloid leukemia, AML)x&—Ff L4344 FH W7 A1l
i B HS CEIAH 24t i 38 58 R R A1 (0 2% 1 5, n A 33k
ITIRYT, AR T B R e O e AT
20004F, I AH A& A1 IS G PP AR 1 MR ()RR R TG
PR, Hod i e 3k M8 A GRS 77 1R 2B A
%, FRE201 14F 8 — 2032 1 M S e sk IR BEAL, fih
A NIZ 2 e AR K R O L 2 — ™. AMLE i
IR o PR R PE I B o SR M. AMLIR) & HLVA T 42 PASR
KA 52 1% B 75 T MG i e 16 97 N R Al 302 4F
i, “3+7707 ERA T RINIAPTRE T 7 %) Al
2160% M AML 35 159 2 22 fift, MR I AR T JLE
RN S 5 AR E S SR TT 7 5. B 14290
AR, IR TR RE G107 T %, T T
RKE AT T, e L3 e 77 R R i AT Bl 1
T4 fu #2148 (hematopoietic stem cell transplantation,
HSCT)F7. {HRIGIT T7 AR EE T HIH KLY,
BHE RO SCE LT RRITY . A T EAML
BEWTE, IR E R AR KT R S 2 A
FABFRPIBARIRITE. FpE RNy 57
o SRR ZHm KRBT 2w, &i697 H 4 R IF
AR E ZE R,

ARk, B MR S E R AN AL, el i
AR %S P T4H fl(chimeric antigen re-
ceptor T-cell, CAR-T). [ %A 7 15 4f ffd(natural killer
cell, NK). #} 2¢4H ff(dendritic cell, DC)H 3¢ ) it &7
P25 T S BT TR S VR T SRS AN T VRIS R )
TRIT AR TR RN S T IEEAMLIR YT
R s H A X TR GGy T AL S, BONAML
BITBONEAR I T . AR SRR K st IR B iR
I7 I TRk R AT IR V) .

1 HSCi&fTAMLAIRL A

HSC(hematopoietic stem cell)& Ifl % & 4t H 1)
BRI, & —A B ik A, A K
BRI A R S R A LA L T R e R AT
St HLE AT B TR N ) — 2 AR T 4 i, T 5
BRTMM, B T4, BAEERSE L.
HSCT 8 i K57 & 8 7 AL B, 1§ FR3Z2 & AR A
0 b e Bl A, P B AR R R HS CRS 45 52

&, MW g RGN & RS, |z N T
AMLIGTT -

K 2 HUge e BE 5 I 1) () HE RS 0 K R, AR B
WIXHEIT A N, A R P2 AR 251 . R hE 41
fil(cancer stem cell, CSC)# 1A\ Ay A& Je iE il [l 14 52 &
()25 7K, (IR AR A 5k = TE SR B gk
HSCTHE N — MM J5 1697 77 R RE8 PRI P 2 K
KUY, A Fh S ARHS CTHE I\ 978 — P Fil B 9f 3 4%
04 [ 2 1R S Ik E 40 B s R R IR AR
BT 7, BRE IS RE 2 AT /0T R A ER
A28 SR IE T M 5 (R A Bt B L9 S 8 (graft-
versus-leukemia, GVL)!'®, A=[{&, W 5EE K
PEBE T2 B 25 A0 O, 182K H UTIC 9 b o A4 1) S 4
HSCTAR J5I& $115%, K B A R AAA 1 5 4AHSCT
A J5 15 2122%7 . KR EHSCTHE B 16 fAML,
H 2 T4 20508 19 A 28 3 48 i 51 )5 (human leuko-
cyte antigen, HLA)#4> AH & I AH ¢ A1 TG 6 fik 2 75 K
SIS (AR 2 FH, A 0l 2 o T S S S R AR ) v s AR
FHUS, A A HSCTX IX L8 5 55 K i 2 — Fha 2
Fsug, RAWTRA: 5T iRm . ik EE
RT3z i GG T A dE I . (HA2, #
AL 2 TR 201 F% M D B A = 9% 9 (graft-versus-host
disease, GVHD){ 15 - & HE 2 2. i
RO, SCREIA YT [ BSCk R BE 4 1 FOHLAFINK 73 2
HB T BEACHSCTIR T R /E M. Bk, X%
A A A7) A 2 ST AR B e I TA) N 2R AT #% A 1Y)
S fEAMLEF S, SEEBAE RS n AT A 2L
Vi

L9 A 5 e B ) S R A, RO R
H B 1) S 22 40 0V 0] IR 77 AR R A8 1) B
BEATHSCT R LM 858 1 g% R &, RALIE N
Bk B T e A . HRE KRR OR B AE N A A 2>
Yook B W RE A 21, X FhoAS R OB B i i i e Al
Y PurE & I N7(graft versus host reaction, GVHR).
GVHR] LU S 254040 1) 5o R 015 31— 5 BUE I
GEf, AR X R PR PUR ORI A I FUdE
20 1 — 2k 4 i 2R Vi 701 3R] 5 (granulocyte-macro-
phage colony stimulating factor, GM-CSF) 5 GVHR
f A VIR . AT GM-CSF 7™ A 2 77 A4
GVHRIX A [ 5 PR h E 1 R 3P AfF 78N R
RIN, FE77 EGVHRIZFPAS R S NN, #7548 48 i
RN BT 4ne =4 7 KEGM-CSF. Wilid H AR F
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BB T4 M = 4= GM-CSF IR fig 1 5l 8 25 (E R M Al
Ji FH 4 I GM-CSFAE H I 259 v] fEBH IEGVHR . 1X
— AR LB AT T R B R, W S AT I
PRAR G I 58 & 75 GM-CSFIX — 48 fifd [A] -1 BEL Iy 7T L
3 ZHSCTH B E AT AEGVHRIX — A KN,
S I B R AR Y YukimiZERHA N, 524k
(1 i Ji [ 42 22 93 52 450 5 550 T 12 EGVHD I BUWR T4
FRLE) B, LRI 9T 45 SR 1 R B, T4 M IR R 1
BF P 36 35 1k i 7T e 5 3018 EGVHD . X 3R,
BHATANIE R H & ) SPEFEIS EGVHD H EEAEH, 24
35 1 IR )y fe vT RE HL A BRI EGVHD G 11, —
Tji . FH CRISPR/Cas9 2 [K] 4 % F7 AR i BrCD7 /I T4H
Jf 52 Ak o IRICAR-TYT 25 FH TR 7 S I Ik B2 1
(acute lymphoblastic leukemia, ALL)HUAF T R 45K
B, I HI%H % RGVHD® ., [FFEHE, 5 FCRISPR/
Cas9F; R8T HSC CD33%: KB4 CAR-THH i
REJRIT TEAE IR R N EAT B AR S 56, &5 IR AR B, Wl
B CD33%: K % A 5 WA HSC I Th g, tiE Bl CD335
B FTHSC 5 #8 M CD33fICAR-T4E & 7l LAF= A2 — A
DheiE i R 48, XAThAgiE R 4] LURE S M 0 )
AMLP, X Befiff 51 45 SRR 7R 5L R g A R 7R 1K
Fofuiok Sk 4 M7 v S B RT R

HSCTVAJ7AML:E H # A LH 7%, $ 3]
HEI A R e PR R R X — R R R
PSS

2 BRpERAATTAMLEYY H

9 55 2R R PR 2 e MR e T TR B
28R R E A A, 3 s MR 40 fliDNA. RNA
L B 5T 6 A AT 223 R R A AE L, AT R
Z PR AT IR YT o R, 4 2R 1 P s 251
oA b e 248 L ) [ IS 2 7 A A B B A, B R IR
B A T LR = A2 B . B s B LA AT DL S A
R S DL G G, B I R 4 AR 3R T R e e B
Jif, L B A A, (R B AR B A 1R S5 . BRI,
i 445 48 B¢ 24 ) (antibody-drug, ADC)$% A B 3@ 1M 4 .
ADCTH] LK 254k 1 iz 26 2R 40 iy, REREA 2L
T2 v s SR B 2 P R, S e BRI L AE Ak P A
R B E IR EE, &2 RBORE E A

AMLIA 7 Bl A2 077 18 A 1) SR Pt it DA
PR S 1 R OB ) B e P AR TR 9T R R B A
WKEERE G RS . AMLBIPUR I M. AT & BL R L
AR, (DFUFEEAMLAME 4R S Rk, Bk b
ADCZI YR IE R A, AR M. QOESHEA
195 T4 B (leukemia stem cells, LSCs)% T Y H IfiL
T 41 B B A Rk 1 s v, LR ZGMIAER . (3)
PE I A BUm A, RIS B S50 6 4 ) 38 46
oA R DT IR REAE R . (4B Rk E g, B
AW TOEE 1 3 1) S 28 I B IR M. (5) HL A I IR B
R, RIEA E R FUU A, A AT Resae e B 16
7o RINAMLT -4 1) R R A48, FR2NAMLIK

F1 FMERBMFETHAERRE

Table 1 Phenotype of acute myeloid leukemia stem cell

Win 1
Grading

Eit]
Phenotype

AML long-term stem cells
AML short-term stem cells
AML pluripotent stem cells
AML myeloid progenitor cells

AMLgranulocyte/macrophage progenitor cells

AML megakaryocyte/erythroid progenitor cells

Lin-, CD34+, CD38—, CD90+
Lin-, CD34+, CD38—, CD90—

Lin—, CD34+, CD38~, CD90—, CD45RA~
Lin—, CD34+, CD38+, CD123+, CD45RA—
Lin—, CD34+, CD38+, CD123+, CD45RA—
Lin—, CD34+, CD38+, CD123—, CD45RA—

*2 [MERBMmARRERE

Table 2 Cellular immunophenotype of acute myeloid leukemia

EREE it
Antibody type

it
Phenotype

Common Myeloid cell antibody
Other myeloid-related antibody
Anti-blood albumin/anti-platelet protein

Antibody for therapeutic research

MPO, CD33, CD13, CD11b, CD15, CD14
CD34, HLA-DR

I b/ a 1b (CD41a, CD41b, CD61, CD42a, CD42b)
CD33, CLL-1, CD44, CD47, CD123, PD-1, CTL-4, CXCR-4
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PRI

CD33 2 4 iF B fEAMLI 4 i | = 3R 38, A 1k
AR AAMLIA YT B HE S, CD33 51 % Bk A
P18 K (gemtuzumab ozogamicin, GO)& —Fff A
JEALHTCD33 s fEfi A 5 R H B RS A TAML
(IVETT - 20004F5 H, GOF3 2| 1 3 1B & i A2 i
# J5j(Food and Drug Administration, FDA) ] fif i #tt
1, 1B NG TR R ICD33 B EAMLAE 5 58 3 (1 kST
WBIT . 2 AR R IE B T R i, S
BT R, 20174E9H 1 H, Mylotarg(GO)
Pt BT, F TR ENZ A AMLI RO, Fe i
JE R IACD33Pt . [FIEF, FDALHL#E | Mylotargif
7 5 R B VA TE R S CD33FH I 192 % K BA FAML
. Bk, BRHTZAYIA T AMLARGE T # .

S T UK S M U L(BITE) & — F AT I AF
RS PR PR BURS S PR BB B A, e T DA ]IS A T4
J IR SR RN 45 A, WOE Al AR 2R E Tk
EL 41 g (cytotoxic T lymphocytes, CTL)* #E 4 ffd i) %
BifER o B ANEFXE CD33 1 BiTE & AMG330(CD33/
CD3), I R HT B 7E 27 H B A S Ay 1 3 4AT2
Ji 5 BAMLAN A 7 fif 14 5 772420, 5 1k [R] B 2 1)
CD123 % & A1 #€ [5PD-L1/PD-L2 5PD-1. CTLA-4.
CXCRA%E 2 K £ 15 IR B B0 245 47 1 A6 30 AT I IR 3K
5, AEAEAMLIGYT FEUS RIS, Sy ke A
il F T R A RE TR T S — AN KR . BT
1 5B A0 F PR RV 22 S 40 1 g vh A B B, 3
e 2 WA L0 P i 0 55 AMIL A BiE 1 AF 7 25
& 1iF(myelodysplastic syndrome, MDS)H 1] H fiff 5
BRI SRR T A T A TN A 5
G 955 NP RN HN IS 5, TR T S faas
RAEFEBEAEH . EIER AL R, i a it
P G928 22 Goxet B0 PRI I S LRI H B 52,
L3502 4545 . PD-1/PD-L 1 4 /£ AMLAE I
A iR R R G s ok T FNCTL A v (1) FH, a7
B85 33K ey (1) 1t FE A K28, PD-14011] 77/ Pidilizumb
T 0L 2% 1 98 £ 2 (L FE 9B AML) I T R0 56 Hh 3%
I R A2 . RIKETA M FICTLA45S
CD28%¢ 4+ 5 APC(antigen resenting cell) ik 1
2R ACDSORICDS64: &, M TCR(T cell receptor)ff]
WAL WFFER I, B7-H1(PD-L1) 5 B7.1(CD80)
i R IA TR A Bh T A 05 40 B 3R AR S e ik ik, (i ik
AML/] BRSS9 95 A RF 2221, CTLA-441 i) 751

IpilimumabfE H A4 48 5 2 K AMLEEVIbH]
WFIC LS 74 NS SR AE R, P12 B3 TR s
AN(42%) AMLE K 55 T8 B 58 A 22 fil, BLFE4AN BB %
GEARFR S I 1P KT 20 B 2 A8 (poliovi-
rus, PVR)FIE i K JiT 4 9 55 52 M4 AH G 2(PVRL2) 4
Bl 5 N I A A 2T . WF S W], PVRAIPVRL2
XOFH H ER A A SAMLE AR R TG B . 5=
XA AT A R 1 i 35 18 SR BITE AMG33011) 41 g 5
PEPY, PR, FH BH T BT 44 2 [/ PVRFIPVRL2 T fE /&
AMLAR—NE A BINRIT TR TP A SR
FEFRETT A R BT S

FL T B PUAR IR ST AMLI AL G 245 ) B A SR )
55, RO EE (R CR, (E PR R S PR L DR 1 7 328 £k
SRR X PP AR R B K IR 1S . AMLAH i 2 1 5
PP R B N AMLERIT 3430 /7.

3 NK;BfFAMLEYR

INK 4 fifd 2 5% % 5 55 28 6 1 200 o 2 e 205 7 24 i,
RE A% 75 VA S AT Dt 2 5 1O 1 400 I 1 AR AR i
TR M NI AR 1 T e 922 ) 5 e i A 3 TR A7 0 I8
KA e, F EINK i 20 i 25 1 1T A B e K
A2 R H T NKYH PR R S 21 A 9 200 e g T
HA SR, AM1280) TR RS 3G A ANK
Y HEAT R E VR YT . NKEI AL O 4 T 58 17 22 A%
o, oA LS T O I PR AML, R T
XA RS ), Ak b, FYENKA M 24 R
INAYT 7 — L AMLEE®, NKA 75 H % &k
% Pl (NK G2D) A1 1] 52 4 (2% 4 PR i) 52448,
SR R L S VI v e L AN e M e E S
SE BC A AH ELAE F, 3% S S RIS 5 1P i g
TRE RGN 40 IS IRNKEA
T ZARMICA/BIFBL AR, T U4 32 AR (WHLA-138)
LA, IXFPHLA TS VA A7 8 S T MR 3, 1 2 9
B ST NKAH 0 5 U . AML AR S FRNK AT
TE 40 B 14 9 7 T R B SR, B I RO
DB IR AR AT HENK A i DA K B R N A 35
PEXG R A H R FINKZH M6 77 AMLI) % £ 7 %
P LR 77 N %) e A A L

NKZH A AT DA G At 6o 308 1 40 L 1790 i i A4 o
PEGRE N, R 2 1R} 254 R PRATE 7236 B,
F T NKEAH A 1 G 28 97 32 2 A AR 47 () e i e 4
DANKEH A >y 25 filh 14 e R V6 97 2 2 38 3ok 4 A 5L 7
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Immature DC

Cell sorting

Nk

Clinical efficacy Cell reinfusion
test

Immunologic
adjuvant

Tumor antigen

%0
o
Induced DC %% J:o
(CM-CSF, IL-4) kz
o 9 %,:

Mature DC
(TNF)
Q S A
o B>
e
Ng
N

Mature DC loaded with

tumor antigen

Ell NKZRERHI IR R A 1ERALE
Fig.1 Tumor killing mechanism of NK cell

PUATE FINKAIAL (R AME . S AR, Bt
T 4k R N 4 R 10 i 988 248 08 1) . 4 i TR
IL-27E MU SENKAE H A %6 2% 2 5 8 1 /E HE, JE i
FER AR B R IRAGIL-2 1) R A% f4““Super-2” 5 42 1] LA
T 3 12 AN 2 L F 5 B R 00 A NI L 1 2K e T i
FENKH 0 F 4 TR, e s (A 4 B IR FIL-15,
BIVER R B s 77- 1 STE B8 &R 1 1995 HH B8 5 3 SN K 41 i
(R P, AT FNKYH Rt gk v6 7 i 4 7). A
Tt 5 A 2 B, 200 A R 1 7 FH T 5 SN 1 1212
FENKAH i 55 400738 3 Fhic A28 40 B 7E A A 1R A 77
A3 BIRE K, 3X A AR e T NKAH L 7E A4 Py A= o A
K, AN BEAF TS BUR 1 19 ), CAR-TITIETEIL JL4E
S 7 =BT S . CARMB I TN T 5
FEVRYT MR VRS AE (B FE bR BB L 12 PRIk B2 4 i
1975 AN S AR B BR 20 B L8 ) 7 THT A T 3 R R
io FEHIZCD-198E [7] FICAR-TAH A 6 S bRk 2 A
IfL95 (acute lymphoblastic leukemia, ALL) % 3 1] 5¢ 4%
I8 25 2R NT70%~90%440, NK4H il % ik £ Fi ik 4k 52
& (NKRs), UICD16. NKG2D. CD226. NKp30%%,
AT AEARE TR R R A b R AR . AERR
B, CAR-NKTE A P R4 &0 %o} i 4 L 350 2 30 HH 35 4 1)
Jie I8 e S A S ) R B . N A Y A7 AE
ISRV, AN2x 5] 24 i 51 X2 (cytokine release syn-
drome, CRS)“/fj I HH F CAR-THH B [ 22 4= 1147,
CAR-NKZH 44 7147 385 & JFC 11 PR FH T 1 1)
T ER . IR, MR ZNK YN R 2tk 4 3 2

B2 rhfE WARJE I T IR BE AR T 48 i P P AENK
A, AT FH S BEAH DG 4 L PR 7 5 Rl e A T
R BICAR-NKIEIT . 2016—20174E HEAT T & Fh
CAR-NK4H 0 (1)1 AR5 . NKAH i 78 40 B 50 0% ¥R
ST BT RGN AT S, 4R, CAR-NK4HAE %
VR TT I 45 AT SR TC V2 00 458 1) R AT SR A AE, Jo
e SEAA IR . T NKEI L R S B A, A i
INKCZH A ST (3% 457 400 PRSI0 ) e 2 2 PE CAR-NK
YIS FFR R . CAR-NKYH L AT A A2 5] E 41 i
DR B, (EE AT TEEAR PTG I T, BRI 1 e AT T
JiSR RV FH o AR, A A R R MRS 152 A 1) gk 25
PRI R R, AEfE K E P HINK A0 A AN 3L [ 2 S NK 41
Jl, A A3 CAR-NKAH i 40 5 V6 T7 B — AN A5t 1)

4 DCZHBRETT AMLEYR

DCH A SteinmantF1 Cohn% HOI7E 19734E )
NERBRH LT o S R, P BB RARTE A B
th M4 . DCRIETHER, 2124 Nk NMEDhEe
oK LR 2B 40 i, Be 9% 75 5 )5 R AN 4R R ) fe
P8, PG B Bh T4H B (helper T cells, Th)FICTL, 5%
JROT S8 P L B e i 52, AT 7= A= 58 K 470 e 98
SN, BIV6E A 3 S S % e A AN A 2 i T A L #DC
TEAMLIEYT A 150 ) fa Ay 527,
4.1 DCEHE

TEZZfif )5 AMLIE 35 71 ) I 4% 41 g (monocytes,
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MO)H 73 B 45 3 IE H DC(MO-DC), H A A (4 M
Iy FhRE, A A MR AR G, °TA 205 S CTL
XoF I 978 40 R ) R AR . EAMIL AR [ 11995 440 i
A . $ 5> 1k ADC(AML-DC). iX &6 [ Ifi 95 3K 5 1)
DCH] PAFRIA [ 1195 )i (leukemia associated antigen,
LAA), 5 %075 FCTLX H & Mg 20 i i R EH, i)
P X — JR B 1 AML-DC A MO-DC Y 1 IE£EHEAT
Il ARVID A 5007 43 5 43 #IMO-DCHIAML-DC 7]
AMLIMYE B R 5T i, 15 21 58U iR DCRL
ST M, A G 88 1 77 [ A 5 Ak P SR B L AML &6
A I TR R e S I L(12)

Hr—AMO-DC¥% 1 /2 HH TollFf 32 A 7E3 K P 75
SR, AR A R A S PTEWT1 X PRAME,
T 22 iR J5 AML R (I TTUI I R R 3618 #F 5t 3%
B, ZEAMLEE A —FDCIEAIDC8a, 1 [ St K
T R G, G RIEIN 2, ¥ AUNTOlREZ 4. CD47
JSTAT3, $7R1E e K gz K b, ] DAR i fi 8 41
L ez ik, AT 26 T R H 1,

B ARDCIE T /EAMLI G I7 BV AR 2 Bl 2R,
B2 DCYH A R A it 52 14 R e 328 J5 4 1) 2L AR AL Hl 47
T, DAL SRR SRDCEE 1 1 2 4, T $2 &
DCTEAMLIGYT FR IR, BRAR R = R FIAE T
4.2 DCZAREEX&CIK

4 o [R5 5 B9 R A% 41 MY (cytokine-induced
killer, CTK) & FLAN 2% 40 B 7E AR 40 % FH 400 P [ 3t
TS . B 7R A CD3 RICDS6 IHFIE
T2 A, e T2 A 5 K 1R V988 K08 FTINK 2 g =l

FEA GBS A ARG IR S, R
SANKAETHN B, CIKAN L 13T 7% g 71 e 5w, &
FORHIE R 1 I8 A5 S8 B R P Bk 7, X I 2 CIK 48
J et peRg B A oK IR T ARG R Y. CIK A
MR LSCHEAH it B R AB/E P HAER N v K
SEIE, oF i 24 1 SR 0 2R A3 A TG B RS, R IE
WY C R, F T R iR T AR A .
DCHH il FICIK 41 A 3 B A W 35 () P e 25 R
¥ DCHH M AICIK4H Mo 75 44 71 3 35 7%, vl {2 gEDCAH
JH P A S CIK A B (1 35 A 365 K Thig, AH ELAE
FH AT 3R DCAH M 3% T B S AN e S 52 368 23 7 R 480
=, AR A E R 1, 3 T R
FEF P, DC-CIKGH BT IR B I (1) R
DCHH R Ml = R IA Z Fp iR iE 207, A8 T )5
] CIKZH R A B8 52, I 32 &% P 4t R R 1) 6, {1k
CIKZH M35 58 . P ysd i v, (2)DCAH M 2 i br &
VB R N, (3 20 B BR - 43 A3 o, AT 35 InDC
Y5 B T R R R T B) R R T
DA B AR 2 AT G 788 $00 1 4 FH 1 Treg i Mo 1 £ & DL &%
TL- 10/ 533 2, 855 Treg 20 B AR Mk 7 T
FEAMLIFATT N b, X RGs7 7 ik AT I
PRARES M B, 5 S B A 4 R LA SR BT 7 L B
i 28 R S I R, DAIGR R J X PR T ik

5 THRAETTAMLAIN F
5.1 THENTSHFRMHIMERE

T A 5 IR0 S0 88 1 L AT . 0 e
R FE 0 3 40 L 5% BICTLAN L AT Thal i, S

ADCC

Fc receptor

==

NK cell

Granular enzyme

Perforin Tumor cell

Cytokines (TNF)
E2 DCATTAMLEYRAE
Fig.2 Flow chart of DC treatment of AML
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SROX 2 A M o R 4 P SR T R TR R
IEET, A] KPR 2 g CD8 M A, Hl B IL-2
)G R 3858 IF 04 ke S MEBICTL . 4 i 4
it 2 T P B IR - AN SR AA B IR RIS I, i AL 1)
CD4" Thi# BhCD8" 41 ffg 34 58 7 £ NCTL. CTLi&E IS
78 fL H kL FlFas-FasL. TNF-TNFRI& %% it 8
YHUERE T A5 . Thal it ] LUE L = AR i R 15
SHu e G SN VT AF, A TAH ML AR 21 1 53 25

SN T ATRE. I 4k VETYR R % 2 IR )T K A
BUE AR TA MR AE AR S S8 5 AL 5, i # ki 4
07 AN B PR, — 5 T R0 R T4 i m DA B 4
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#3 CAR-T/AfTAMLEIM R R
Table 3 Advances in research of CAR-T in the treatment of AML

e i BH SR
Target Problem Reference
CD123 Cytotoxicity of Hematopoietic stem cell and endothelial [60-63]
CD33 Hematopoietic toxicity and hepatotoxicity [9,62,64-65]
CD44V6 Skin toxicity [9]

FLT3 Endothelial cell expression and hematopoietic toxicity [66]
Lewis Skin toxicity and transient leukopenia in the bone marrow [67]
Folate receptor B Cytotoxicity, low affinity [68-69]
CLECI2A Strong heterogeneity in the role of LSC [71]
CD38 Cytotoxicity [72]

CD7 Inhibit proliferation of T cells [73]
NKG2D Cytotoxicity, CAR-T can not survive for a long time [74-75]
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