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[ Abstract | With the in-depth research on the pathogenesis of hematological malignancies, precision
diagnosis and stratified treatment have been continuously enhanced and optimized over the years. In recent
years, with the aid of artificial intelligence, the diagnosis of the malignancies has been upgraded from manual
and empirical to intelligent and mechanized, and it is expected to realize intelligent diagnosis with high
efficiency and high accuracy in the future. At the same time, the evolution of small molecule drugs, antibody
drugs, immunotherapy and hematopoietic stem cell transplantation, and the emergence of new drugs expand
the treatment options for hematological malignancies. In this article, we review the precision diagnosis and
treatment of hematological tumors from 3 aspects: precision/intelligent diagnosis, medication, and cellular therapy.
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3 B ST HP s A 119 2022 A H [ AT 41 7 I
71,2020 AF 5 ML 78 B R R B AR T B PR S L
7, AR Ay I B A 25 B R RO SE T e T
Bt ie DA, MR PR HE A A R T X (]
FfE DR A B AT S o LI 2 phy T 3 o 4
oA 52 BHIE I P S B P 3 SR B , LA
SCIEE B b ELR A 2 kP R (multiple
myeloma, MM) &, Fili PR A B L U Lt 30 g J3E 119 e i
Yo BEE/IXT25%) PUASZY) S i iEin )T Mok
I ARSI I5 B 2 5835 , AR A R A U 0
J7 Ik A R T iR R R AL A SCAE R A A I A A
e LR E X o PR R R E A2 IR I R I
USGHIZESESIRaNion

1 1 RMEE S & REIS T

ST I BLAL] , 30 LB 5 PR N S A BRI ) 1O B AR
PG T 3477 7 58 6 7 A W I 2 R4 S R
KEHEIZ K 85312 FH 2 350K 0 5 2%, B 45 R TE 28 22 A
T 240 2 A N IR 2 A s 3 I R (high-
throughput sequencing, HTS ) 2¢, i 1< 6 I 1% /& ¥ Jik
(DNA RNA | e (0 (K ) Ko =4 (4 B 5, Bl # /) 43
) TR TR MM R 4 TR b S B AR B RRALE
BEIRISA VL B A R PR AR AR X
T a0 I , A T 40 L JE 25 2% (morphology ) | #3524
(immunology ) | 4fi il j5t % ¢ ( cytogenetics ) I 731 A= )
% (molecular biology ) i) MICM 43 BUAE HETS W B 4G 43
FrulAghan e 1 Fron . ks T2 Wi i 2 bR il Oy ¥
H HTS A E 2 W de 32 i FOR B, OF HL& Jg i
5T HTS A98E ) S A 7 440 20T L4
RPN > A5 s 2N G 3R DNA J3#r B

L1 Hyfeifiy L3 A B WLIE A% 27 3 A S R H O B, A R b {2
K WORAE HEBIT A 0oy, R SC RS TG 3 T MM A RS EIZ T e B B (R 2) .
F 1 ETF MICM {8 [F1E &2 el is iR
PRI A1 T 2 A R Abue gl 0 3512 2 A ) S F R SCHk
SVERE R M SME M ESE  CD34, CD117, CD13, CD33, f wpet: & M4 Fil A 3 P : PML:: RARa, RUNXI1::RUNXITI,  [5-6]
(AML) SRR AN CD14 .CD64 il U e s e CBFB::MYHI, BCR::ABLl, DEK: NUP214,
1(8;21) (q22;¢22) . RBMI15:: MRTFA; 7 #E: KMT2A, MECOM,
inv(16) (p13¢22) &% NUP98; %845 : NPM1 , FLT3-ITD , CEBPA , RUNX1 ,
1(16;16) (p13; q22) ETO ,ASXL1
Fer(15517) (q22;q12)
ARk E A s B8P R4/ B-ALL: CD34, CD19, CD79a,  MLL,CRLF2 JAK2 % A4y 3[R BCR @ ABL1 BCR :: ABLI#:(ABLL 4% [5,7]
(ALL) SIFEMREAIAE  CD22.CD10 i IgM i Jfiak  SEEEHEM TPS3 3 FflE JAK-STAT 3#7%) . ETV6 :: RUNX1 IL3 :: IGH ,
M o« B N; T-ALL. Jf i/ PRk TCF3 :: PBX1, UBTF :: ATXN7L3/PAN3 #l CDX2
CD3.CD34,CD7,CD2 Al (=) st % ik I HE: KMT2A , MYC, DUX4 . MEF2D |
CD5 Al (5;) CD8, CDla, i ZNF384(362) \NUTM1 ,HLF; ¢/ . IKZF1 ,PAX5
CD3 1 CDla, $it TCRa/B . HiT
TCRy/3
PR PERE R H M COEIIRSELY ] Ph Jeft{A BCR: ABL £33 [6]
(CML) % Honl DLE
FA AL
B SR LR AR AME I WBC, 5q-.7q-.-7 %275 ;SF3B1 \biTP53 [6]
(MDS) HGB ., PLT; &
i D
Ji ks 4 L
2R IR ]
A
TR AL I AME ML CD34.CD68 .CD163 Fil CD16 5q31, cep7, 7q31,20g.  fil & 3t [H: BCR:: ABL, PCMI :: JAK2; # fif: (8]
J% (CMML) IS EE =g cep8. cepY F1 TP53, PDGFRA PDGFRB,FGF1; % 45 ASXLI, EZH2
BEIE R 4h TET2({ F 4q24) .NF1  TET2, DNMT3A . CBL, NRAS, KRAS. PTPN11,
il (i F 17q11) #ETV6  FLT3, SRSF2, SF3BI, U2AF1, ZRSR2, RUNXI ,
(B F 12p13) SETBP1 TP53 PHF6 IDH1/2 TP53
MR AN R AMEIm R CD19, CD5. CD23. CD200,  11q-.13q-.17p-fil 12 %345 . TP53 IGHV \TBK .PLCG ,BCL2 [9-10]
(CLL)//Nitk 40 fE B R 4 CD10, FMC7, CD43, fi§ % ik AREEAAE
kLR (SLL) CD20.CD22 }% CD79b; B 4l jfL

Fim bR G PE R K « BN R4
(kA>3 :138(<0.3:1) 8f
>25%11) B 4l slg Ak
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%2 WHO-HAEMS 71 ICC H [fn ik /88 43 K48 B BTG 7 12 T B2 W 4R 5

P BRI LIRS Sk

A XEEALHEA TPS3 Ji% ) MDS HA T p 5% (RS GHERYEE DL kB ) B9 TP 53 B BUHA [11]
AL VAF #4924~ TP 53 2888 BA VAF>50%H) 1 4> TP 53 5¢7%

MDS-SF3B1 HIEERRLZ A & i = 5% [6]

B A SN ML A A A 1 WBC<13x10°/L (6]

R A P 0 M B A A I 1 WBC=13x10°/L (6]

LA R A0 A 9t LR/ P 5 IR 2 LA MYDS88 7l CXCR4 5375 [3]

FA 1 WS R 90000 B 40 bk 9 12q12-q21. 1 JA5H0 6q12. 1-q21 F 5552 MYC FEHE, GNAI3 A4 [12-14]
i OB A AHE T 1 E>

PF W E AT AR B A R 08 I A3k HCL Frik4) CD25  Annexin A1 TRAP }% CD123 [10]

JE AV B2 I 20 5% DX L 9R8 FAS 5878 [15]

LB AR B A1 B CD20+,CD30+,CD79a+ PAX-5+ PD-L1+ Ki-67>90% /45 MYC T Hf [16]

PV R DG K B 4 bk TR CD45,CD20,PAX-5 MUM-1,BCL2,BCL6 1 MYC % H £ i, CD3, [17]
CD10.CD138 Fil HHV-8 [}, EBER £ KBk

EBV P45 T/NK 48 bk (=08 CD274/PD-L1 [ # EBV miRNA T #, TET2, PIK3CD, DDX3X # [18]
STAT3 £A5 5875

B RRIEAERE T 4 itk CYTOR ,CXCL13 \VCAM1 F TIMD4 &3%35 [19]

FL5FHE A AH 56 (1] 22 A 200 I bk 9 STAT3 JAK1 JAK3 .DNMT3 i1 TP53 545 [20]

WHO-HAEMS : WHO % s fo bk B 28 22 0P 98 o K 45 5 5 18 ICC. B PR EiR 5 %

RT3 J0 BASCAE o FATT0F I 98 e 9o 4 9 AL )
TN, B SR MR TR T SR At TR O
IR A T S R R R R BT A E
MDS-SF3B1 5 h— R A5 2 8L, 4645 1 90%
DL EIRERL S Al M i = 5% 1B S AR B LR
1IF ( myelodysplastic syndrome, MDS) f% 2"/, WHO 3%
LA EZH SR S 2R 48 265 5 kit (WHO-HAEMS) 412
HA g W28 & 205 B 240 i itk 298 (high-grade
B-cell lymphoma with 11q aberration, HGBL-11q) M
Burkitt £k %88 ( Burkitt lymphoma, BL) H 4328 Hi 3k,
WX HGBL-11q 5 BL 3 8 A 35 2 Uk 78 1 4
PSR A B B TR SR A G T 1 A
ff: HGBL-11q 12 Wik 9 o BAh, i 1D3-
TCF3 59 (BL 14y Thras 2 —) By SE D 20 otk 28 1
HGBL-11q H R/ W', WHO-HAEMS 4! EB J5#
( Epstein-Barr virus, EBV) fHEZSE 5 M T/NK 40 itk B2
J8 (EBV + nTNKTL) MM JE T 20 i gk U2 93 Sl 45 45 AL
( peripheral T-cell lymphoma-not otherwise specified,
PTCL-NOS) tfi 43 8 i — A B % EBV+ nTNKTL i

Ja b4k A NK/T 40 g 96k I 988 ( extranodal natural kill/
T-cell lymphoma, ENKTL) 8 2% | H.4p 745 & L K 4
AFEE VAR | S0 8 % (4% CD274/PD-L1) |8 #I
EBV miRNAs T i, 2 % % 42 i 3 [ 4 45 TET2,
PIK3CD , DDX3X F1 STAT3"™ . B 4f i RNA i /¢
(scRNA-seq) 5 T 4l ffl 5 {& (TCR) F1 B 4t ] 52 {&
(BCR) ¥ ARG , 38428 43t i Jed 2 L 0 2H 2 R B
157 £8 [R5 S8 A A PR 2 i R it e 1 B kB 2 v
WREL T B R R B R ORE T 40 L
(' subcutaneous T-cell
SPTCL) 35 I T MU AIE R T ZHMIE1T scRNA-
seq, & BAE W% PR 40 i v s % 38 CYTOR | CXCL13 |
VCAM1 F1 TIMD4 ,ix $6 5 X 7] LUAE A2 W SPTCL iy
PR o Bt , KORNAUTH 45 HL 8 35 7 b A
ZLFR IR M I AT 24 ) SN 0 BT, Sy AR 2 L e
Jed JEE PRI T 245 ) SO 1) S B AR T RE VR A, B 7T
LA AERS HEI2 W SR R T IR R By
B XSy S n £ Oy 20 VUG iR 12T $2
Pt ARG ) R B

panniculitis-like lymphoma,
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1.2 se

N T % i€ (artificial intelligence, AI) $¢ ARTE Il &
o2 WA LURE DA B 80 & 28 1 R PSR . AL
#37%>) (machine learning, ML) /& A TH 8B — 1T
B, Bl 22 ) 25 2 | 2 45 B 28 1 2% (convolution neural
networks , CNN) i £ A AL, W2 de iy LS
T EZ o HABTURH WAL &2 > A AL 4G -
SR RAL(SVM) (K-S SR 5R 1 (R SRA  BE AL AR AR
A AEMBORW, BT ML By i OB
T FH A0 i 20 A0 RE A0 L B 3l o2, ELTE SR 4
SIS R 2 (IR E . A CNN
AT LAX 3 AN RIS R LR 1 HE G (5 20 2R84 B ) &l
1R%HE ™ o R V-Net Fil W-Net Fiflt CNN J5 35 5347
PET/CT S 40 RE X MM 95 28 147 B iR 510
ML J5 38 BE 53 B 22 2 850 2 A0 B A 1 58 DA St B il
WG 112 W2 L & 5% /N 5% 58 %% ( minimal residual
disease, MRD) fy Wil o 76 I S 52 B ok 72 o, 1S
7 B4 G 2R A A R AT SR G2 W, DR R £ A
(9 IG5 T A B AR B A st A% 2 45 At i PR S B AR
4G AR B IR 2 > M4 TF &AM
AEHY ML IR, $2 3512 Wi id B i 58 B8 4, 2ROk AT R
FUASH B IV 12 Wi & ka3 B N L B EK 5
(2 W 5 A LV P R T JE , A8 Bk RS 0 s ot
ACARTEAC L S AR B AT i B i2 Wr i 41 B A0 0
il 5E , W AR — 2 H Il

g5 b, BT L VROREE Il 1 e B S M AR 2R
FE G2 B S TS DGR, Rl s DY ik
AW E R R L REHOR 1 B R A B T 1
TR FOHRS TE 2 BT, HC R 5[] 2 DA bulke 01 e 1] £ 41
JHL I S TR ZE Iy | B 2 B 22 4 2 RS A i
WL AR 2 R BRAS DU B 6 AR AR B4
AT 25800 57 s AR AL N TR RE . AR{ERE
& LK IZ WS AL TS =AML, 250 i A ok
BEEFRIRITIT R o

2 mikBERZYIEST

2.1 hoyTHhy

2013 4 A Bk A A & 0 R 2 R W A R
( Bruton tyrosine kinase inhibitor, BTKi) {45 %5 2 [n] i,
THE T/ TR 2593697 B 240 Kbk 29 B4
FIRTE N BT 4 % BTKG, RZ TR 718 PRk E 40
Jifd 3 11975 ( chronic lymphocytic leukemia, CLL) (4 i
RELSEE AR PG Bk 1 ILAE 152 % Xk B2 98 ( marginal
zone lymphoma, MZL), BTKi B4 R-CHOP 7574 (#]

&

=y

T PR+ 2 R+ KBk ) |
R2 J5 %8 (R 28 BT+ R IR BE e ) 25 75 381697 MCD 4
T AR AR AR AR 22 1 B 20 Bk T2 0%, A 2 i
WG o B% BTK 2544 1 it A et
el B AT TS A5 /D FH P AR 22 R GE S A A0 2 Wik
JEE R AL AR E AR IR TR ALY B 20 bk 2R S A
O MU SRR 1Y BB R YT B, R ) BUS A
VAR PLH . AP BT R AE L BTKG i AR A
TR, s AT fifpe BTKi Tt 259 15

PI3KS I il oA 16 97 I 968 9 # — 4> S A
FOEEE Y E R (FDA) SBfEHEHE 1 4 3K
PI3KS ) # 7] ] T CLL. 38 30 14 ik 2 98 ( follicular
lymphoma, FL) & MZL {697 o il I ZE 05 2 7] 7€
JETR EUTIA BT Ay 2 b PI3KS A5, I PR a6 45
WARHAEE K/ MR CLL B2 &/ MR FL R I m 42
A AR 2 etk B — R . B
H I RO TEAE VAl B2 41 ZE 6 G 4L AR 1 25 S BEAL I
il 57 (HDAGH) ¥6 97 & %/ XEl6 T 40 i ik T2 1997
Ao PI3KS 3R AT s Y7 T AR EL PR A HL v
JIRYHE I 25%)

HE T 2RO 3t 15 Ay iR O 2 2 W A R A
(Tazemetostat ) J& 4K B AL F IR 7 I K/ MR FL
() EZH2 #4655, 4420 | itk A CSCO 5 1 #E77
I RBIFSE s , i3 w A0 T EZH2 58788 A/ B A AU (1)
FL (3% B RAFRI TR & . H A Ao
FER IR EZH2 T [P 6y Jy T A 4% G 1 A Tl B 5
FEVE AR 43 A8 T 248 i ik B2 98 ( peripheral T-cell
lymphoma, PTCL) & {7 1EFERIATF (>

223G RIS 7, B 2R A i o 1 o ) ZE
JEFRAS T MM B A B R W U R B e 1 1, R ol 2
TEI6 IT BE Z1 3% 40 i 988 ( extramedullary plasmacytoma,
EMD) i 7% e (9 3005 (33. 3% ) 7

SV 88 & H IML%% ( acute myeloid leukemia, AML)
SR ARCH UL I 28 Y (R A A AT R AR, AR
ok FLT3 4 57 \IDH1/IDH2 41 57 . BCL-2 41 i 771) 55
BEG A BT B, SO T AML IR A% R B e
(Gilteritinib ) &4 55 — A FLT3 i 5], 7688 1 2
FHAIT A B T B B R MRD PR B B 5 &
He o R O I G BT L T A 4 s L, TR T
FLT3 5781942 2/ MEiA AML g A3 4™, &
PRI A1 F R8P4 M 2 43 w6 y7 IDHL B IDH2 58 718
AML PR ) 24, 2 w38 ) i A AR G 259, A
9y By IDH 29781 AML B E (R 7 ke ™ o (0
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I K IRIEAS Bl 5 L . IDHL/2 i)
il 79055 A0 M 7 245 ) L 2 H A 24 Wy el 2 BCL-2 il
FRNEG P TE A T R N PR AT 5, 3K 5 SR s A7 B2 4 i TDH
G AML J825 197 s8R A 52 % i T REHE o

2.2 wREHY

BT HUHE [ B A 24 ) AR T R AU TR T — 2k
TRIT R IR E 7R B AR 03, G B2 254 B il
YiR-25 9718 5 ( antibody-drug conjugate, ADC) 224
Yy U S PUR ( bispecific antibody, BsAb) , B Z#k
F470 ( Obinutuzumab ) £f 2 —Fh B4 38 259, o2 N R AL
MR B 1T AHT CD20 fdi, WFoE WoR, B8 Z 3k
BT S LT T J7 58 T A PRI LR R E TR, B
WA R/ S R BB T W ™ Tafasitamab JZ 48 [f)
CD19 iy BN IEAL B se BB A4, 13 L-MIND B 583
IATEANE & B A 1T 240 il 2 48 ( autologous stem-cell
transplantation, ASCT) i¥) % &/ MEIEVR1E K B 20 it itk
B9 ( diffuse large B-cell lymphoma, DLBCL) B # 1,
Tafasitamab K5 A HIG YT 5 2 WLZE 4 (objective
response rate, ORR) S}y 57. 5% , 5¢ 4> 2% fi# % ( complece
response, CR) Ky 41.3%'*) #i[m) CC #afb A T2 1k 4
(CCR4) FHTANSIA% M BR BT, © T 5 o/ ME IR BEAE
P ZE I Al Sézary ZEGAERYIAYT . CD38 FAYLHNA TR %
JEHHT (Daratumumab ) |, £ %5 18 A5 K L IHYT 1 ASCT
B2 2 Ve ar iR B, IR G T DASRAS AR A
PRk . DR J5 % (i TR % U B30+ SRR FE i + b
FERAY) 8l DV J5 R GRE Z ISR+ oK +
FEKNN) YA I A KA R/ ME TR MM BB R
K5 e BB 2 1 G e A 17 1 ( progression free survival,
PFS) fit[f], 425 MRD [HPER ),

ADC ZE25 91 It CD30 y4EA Z & 4T (BV) ,
BEn] BL23R Y7 B ASCT G 4EHHAYT & AV E 7 ik
J87 (classic Hodgkin’ s lymphoma, cHL) , [ §c4& AVD
TR(ZRE+REF M+ R EWE) Es7w0E I~
IVI] cHL K45 CHP J5 2 (BRBEBEI+ 2 R LR +ikJE
) IBIF#IIE PTCL, i) gt 3 B AE 7228 (overall survival
0S) , FET- M FEAIE 28% ' o 4V Z 2R AT (Pola) 2
#a) CD79b KYHT AL ADC 254y, LI & 4097 T H03h
8L R/ METR DLBCL, ] A5 2% R A v i Jie sl FE 12 IR
oz SR P TR B ph B ) CD22 1 2R e e A
I e R 25 W 6 2 R A A, 2 T I R R
MEVG SUPE B MR T 40 i 3 M ( B-ALL) 3% CR A
MRD BPEAR o B2 Bk St i TR R YT
BrioW kG B-ALL B 677 BRIt 4 A

TR (EAGHE— B HF ST K . Moxetumomab
pasudotox J& 5 —@HLHE LT H P CD22 Hrik 4 &
SRR Y RSN R A (PE3S) GBS
B ADC 259, FH TR 97 52 /iR B 40 M I s
(hairy cell leukemia, HCL) i \ B34 .

BsAb 291 th ik AR T — 5%, ] CD20xCD3
() BsAb, AT %45 T 4R 1/ 1Y CD3 58k B 4013k
[ CD20, Mosunetuzumab Sk Z4E G HIGIHEEZ bR
WEGLREALST ) DLBCL S8 3 $R A 7 0 08 1 e 4%
¥ 3E Z 541 ( Glofitamab ) Bk 5 R-CHOP Jj 5 J7
DLBCL B /R84F BT 3L, 2 A8 FEZ P 0RIT IS, /&
HHAEMRE KR, #LE CD19 Al CD3 U1k
Z BB TR 97 A ROLE B R/ METR T
B-ALL,—Ji5&F MRD fH?%: B-ALL (11 2 MAHF5T
R, B MRD 54k R K 73%, 3 4F PFS f 63%,3 4F
0S H 67% JFSE T HARSAIF R
2.3 RUWEEFREGY

VLAE R, 2030015 S % £ Bk TE I 76 ot 8¢ P g 1) %2
AR R B XRHEEMEN . RWsG=50 R 3
DZRIE R FNEAS 5 58 Fe sk Ja Fiiefe o Bk
FEvb K DNA FI Ak 2 R B A R e €0, Jo0 T 9, e 5
J5 BBk RNA &4 A1 ncRNA , 1 B35 J5 1816 12 75 B
(e SuR LN s = DD DR i R = = 1 L )
FEW 35 1% 25 ) an & W 3L Ak 25 9 (hypomethylating
agents, HMA) F12H 8 1 i 2, Bk il 410 4 771 ( HDACH) 7
I R GE A E g rh i BUAS T WR AT RCR

HMA f 5.9 H 1697 MDS, B2 8 2% il 3 24
30% . Bhijs HMA $¢9 & B H F A58 4 38 AL J7 1
AML {85 JEAE AML 5 HMA 255 3 AR 24
PERT H R AN Ry, AT 2R — SO ) 25 n 4k 2%
SePL FLT3-ITD 3500 75 5 4 J& (IDH1 $i il 551 3R Je
A JIDH2 1003 5] FEL 78 1t~ 45 w8/ N A7 245 40 B A
TS N AR 22 i 32, SUAR e AT kA5 BT LI 19
57 IDH1 2875 ) ND-AML &) CR H 47%"" . —
UL/ L SARFFE R PG P17 Bl LA H 7 TDH2 28
5[ ND-AML F 3% H1 i ORR 3 74% , CR Jy 54%
BTFLAE R A 4E 28 se PR IT 2 4F AML 835 78 2 221
£ 60% ~70% , MK EF AML BFRET 507 %, 58
SEMRE AT EIR T R LE AT T B K B A
AML 8 % 177, HMA 36 86 F & R/ 36 1
AML,BCAARTT B0 /N o3 T30 10 259, fe 345 30% ~
50%1) ORR'™° 53 S A5 /- ARE H5 HMA B4/
FIFEACTTIRYT 8 A/ MEva B 2P bk O 240 B 1 s , o
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Bg—E ek

PG Ik 2R e e A B R A — R B O R
HDAGi, it F 52 & sieia e PTCL, #F— T B 5K
TR b, FEIA A B 20397 1 ORR 2h 39. 06% , 74
KA S AT B9 ORR g 51.18% %, At v
IR A0 T 40 B ik B R AR o 40 i B
JG AERFIATT ,2 4F PFS 4 60. 9% ,08S 4 69. 6% [Fl
i, PEIR R M TE 22 8 P R | (3 s B LAt 2 700 ke
JeA RV RE GG RAFF 9 IEAEAR R B B A S AT I 45 21

BeAh BB ) HA A B e (R B i 25 W
1ETF & B B¢, il EZH2 . PRMTS ., DOTLL | JAK2 |
PHF6 4] o Hofth 2 8% 0 55 R Tt 2 A W )
FIYEYT HE 2, U miRNA IncRNA | sncRNA | Z< o Ji BH
Mg g 5] AML F5 5 B 86 150 A I A9 tsRNA 25k
BOAEH N B35, 5 XU K B M ek ™ ot
— A A A I E R 25 R

3 mikAERI ARG T

3.1 #EHAX B JE 2w G 77

L a Rz 4k T 48 ( chimeric antigen receptor
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