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Precision diagnosis and treatment for hematological tumors
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[ Abstract ] Hematological tumors are one of the most common malignant tumors with high
heterogenicity originated from the hematopoietic organs, and mainly damage the hematopoietic system.
Traditional treatment methods mainly include radiotherapy and chemotherapy, but their effects are limited.
The development of high-throughput gene sequencing technology and molecular diagnostic technology provides
a theoretical basis for the disease classification, risk stratification and individualized treatment of hematological
tumors, which greatly promotes the development of targeting therapy, immunotherapy, cell therapy and
hematopoietic stem cell transplantation technology, and achieves good clinical application results. Based on
the patients’ clinical information and risk stratification, selecting appropriate treatment drugs and performing
personalized treatment are beneficial to improve the clinical efficacy of the patient and prolong the life of the
patients.
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AUV I 2 I T R 20 e e A T R 1Y
GV LR R GERR , $ HOR IR AT 0 S 2 VB &R I
(acute myeloid leukemia, AML) F1 2 Py B 20 M0 15 1L 575
(acute lymphoblastic leukemia, ALL) , HoAr AML %k Ji53%
iR o HET PRI A 45 2R, 455 MICM 43 B, n] 6
AML B#E 0 A PUE R PSR R 3 28, A 3
MY CEBPA XUSF Ak PR 548 1 ST & FEAEB0E LMK
f&, HoXF R 97 B 5 A A, B ) NPMIL 5E A8
( nucleophosmin 1) 4 3 FLT3-ITD ( FMS-like tyrosine
kinase, FMS it i ZU BRI 3 ) 1K 55 437 B PR 58 722 171 fip
R BUS TR, BA B S e 3. SR, B
Hijd TP53 . RUNXI1 (runt related transcription factor 1) |
ASXL1 ( additional sex combs like 1) Z&4% 5} FLT3-ITD
R RS YRR e SO R R, U B,
3AERVEAFHRIUH 20% " 0 X T ALL I 5, %
JERN AN B, 88 BCR/ABL Fili 5 5 R BH 4, 2 MLL/
AF4 Fl G B R BV S B Bl SO fadl . X T A FG
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F AT 6~ 8 AT R RI AT IR AU B RO X T
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Ry F-HE ] 250 I A S e DRI IS 1 B R i e
4 FLT3 14 579] . IDH1/IDH2 (isocitrate dehydrogenase
172) 50 BCL2 #7155 . WFFEHE7R , FLT3 i 57
TR e fE W] B R FLT3 587248 BV 19 &2 &/ ME TR
AML 85 0 SAEAE RS 253, 0 H A TR
Ze e S IDHL RIS OR e A A1 IDH2 40 ) 7] 28
P I A TFLIG 347 AT M 2845 /9 AML AR
B HIE RGBT BOR i, B R4
BCL2 I = T 5™ B2 B A ALI T AR I > 65 %
RIS AML (838 82/ MR SR B T AL
TRy BN S8 (R I A g A A 4 i 5F) PD-1 ( pro-
erammed cell death protein 1) B $if K&z CTLA-4 PA 3
(cytotoxic T-lymphocyte associated protein 4 )" &y J&
AML B8 7 HOp k8, b, 76 AML 1 &5 B
R AR IR BRI B, RWLIB L A ) S R T
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1.2 CAR-T £ A ALL 74 57 A%, 69 o B R 4F
TERN ALL G Y7 U, Filit 5 AR A AR 50% ~
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FEAE , AT B 45 =X BCR-ABL 1 ] ] ponatinib
AARARIT PG Ph+ ALL 8% (H A H 22 AT 2%
PERAG R — B AP IR T 400 ( chim-
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CAR-TRI7 IR A K56 i ZEHEAT AL BT, L
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¥ B35 4> MCD 37 (322254 MYDS88 #l CD79B L%
%) (BN2 LAY ( 2k BCL6 45 Al NOTCH2 Z87%) |
N1 EAY( F2%E5h NOTCH 2848 ) Fil EZB WA ( £ 2 h
EZH2 572 #1 BCL2 % i) o Xf Ho A% 48 iy COO 43 Y
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2.2 PAERAT B DNA Hoiml £ sk A 1L A2 o 69 5 R A =%

EER IR DNA ( circulating tumor DNA | ctDNA) iy
LB IAE iR RR 2 A TR I A0 A ke R T e R A N 1Y)
DNA itk EL988 () A2 I AMRAIRYT TS PEAS
/NG R WD B T 3R AR R S v ) B ARG DN
:o XFF DLBCL,ctDNA [k B 55 e 1) 43 9 52 1E AR
K, A 55 B R £ ey 85 DDA DG . Wil ctDNA W] LLAE
RZBUEE ARG KRR Z BT HE 0 A 5 A AR 1 8
U5 R B IR B A, R TEUITR YT 2 T IR R
HWA BRI AEYIREY), [FN ctDNA W0 31 48 1
U H B PR 5 725 (R ) LU I R 12 58 & R R[] ~F- 2 4
AT 3.5 N H o B, ctDNA G I 4 A2 835 95 s 1
A R TF-BE ' . ctDNA A5 H AR 76 NK/T 40 i ik £

A TP FTATI AU ORTXT 65 )12 NK/T 41 i
WRELIR A AT T AME ctDNA G, Jf2i 7 NK/T i
H ctDNA ZAR &35, e 3058 48 28 e ey 1 5 K oy KMT2D
(23.1%) APC(12.3%) . ATM ( 10. 8%) ,ASXL3(9.2%) .
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(7.7%) ,ctDNA 75335 5 g 2H 21 1) 58 22 15 BA ALy
) — 30, LA £8 5 A1 A I ctDNA ] A1 4l iz ke
PR IR A, (] I B A% e 97 200 0 T Be (4 PET/CT
EBV-DNA #5 U140 A EAF IR
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BTK £ 7 B 20 it o g 3 22 1 3 7 40 A
B 2 bk -2 25 (BCL2) 04 371, in 4k 75 46 5e,
REA% B35 HRR S ) BCL2, AT AE BCL2 45k
375 S PR 20 B 4 T, % BCL2 (1) 356 3k 40 i) EL A W]
v, 78 116 45 32 venetoclax {5 &/ XMER
CLL/SLL 83,92 5 (79%) A S i, F 5 A B 13
R F I G R RAE T1% ~T9% 2 6], 20% 1 2 35 3k 5]
SEAGRNR 5% 1 R E T A A BN B
@ M 2 LB AL 0 ) 77 (HDACGH) |, 1074 3574 Jie
AP AH ¢ HDAC 3778 D)3 i g a5t 20 35 (1 Y &
WAL KSR G R Y B T E I, - A SR 2 R 55 S
T B PR R I B o @0 ) P 200 B S 34, 175 S e
AU T, AN G e K A 5 (PD-1) 41 58) nivolumab
TE R/R A7 Sk EUR v Sl s v 280 SR RN A 22 %
— TG RIS BR , ARG R ERRYT AR 75 bk
Jo8 B NFE 87 % 1) £ 5 X% nivolumab 4 & W K2 A, H:
HAI G SE SRR 17% 24 JHICHE R A7 R 86% ™ .
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N 93 Bl 52 K/ MER DLBCL B3, SR A R K
52% , H: v 58 4 2% f# ( complete remission, CR) ZFh
40% , 3545y % fi# ( partial remission, PR) %k 129%"
ZUMA-1 i 5 fifi ] axicabtagene ciloleucel , iZ W57 40 A
111 5] DLBCL &%, H- b 101 1] 8 35 (91% ) 15 2h
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0 m CD30 MyHiiAR-25445 54 brentuximab vedot-
in(SGN-35) , 7 45 i 52 J V8 77 4 Wk TR | ] A8 4 K
20 A bk T R CD30 FH: 1 A5 G 28 BE A T 448 Ffa bk 2
pase a7 Savt v U WKL) e SR VIl AR O K i W N
CR; TEHEZ T KM 5257 8 1. 8 mg/kg 1Y 12 B3,
6 1911 (50% ) B AT B WL 5 T2 17 114 2 WL 52 vz 1) A
B LA 1S B (88%) 18 4 MRS I (2.8 N HT) i
ARG B 5 a] LAPPAR ) 44 491 585 b A 19 i (43% )
ke,

2.5 ok ahRiEh Tamietbg sy Tk i iesk
I

{EAFFROCHE AR R SR ] 259 B S R LR T
FBENRST UG T RE W AEAE  H B R 1l T 20 i #8
1# (autologous stem cell transplantation, ASCT) 7E 7 B 457
WHIT PR A F A, ASCT 22 e PEAR &, A KR
I A AT 530 P, ANAXREAE Ry oAby Uk AR HLAA
REHCAFH BA A R BiUS R R 1 NHL 83 — &5 Sk
7 IR R ILENR YT, WA — 2897 RIS M 806 77
BUBGRF DL AT o AU AT T i e Rk 4T
N7 Nl i =3 Wik 0 B ||\ 4 N N R 71
R IR R, A AT T AR G Btk T AU I T
20 J B A B LUK 3 I T 240 ML RS AL, BLIR B IA RS A 2
3 AT AR SR R 0 73 5% .76. 3% , R
K BARFEHELH 5351y 46. 9% 58. 3% , T Hafifl T 2H 73
B 42. 3% \56. 1% , 45 R AR XN I 120 BS A g
B 3 e A RO TIOR3 S VAR AR T RE R AT
FHME KZ[26.5% vs 53. 1% (BAIRFEAE) 57. T% ( EA
aifbyy) 17 0 R E MR 1 T 20 B AT 3R [ 4
ANRE FE 534 B RURE 8] 25 W) RN 1 25 W) ) IS 1 L
L AE R DL SRR

3 BRMEHERE

% SRR (multiple myeloma, MM) f&—F 5
B LR S NE JNCE
FEASTEAEA . AT TR T LKA
IR DK 5 0 (R A 055 1 FRBT25.55 2 R
I AL TR AR ok 55 3 (R S

TH LR, 7521 H AiHr 25155 5 e FEHTUA daratumumab |
elotuzumab .isatuximab 5§, [ I 2 4R HAAS [F4E H
B AS25 1y, G A% 2 13y b 49 1 7] BCL2 4100 3] 78] 0
CAR-T G748
3.1 sBFMA R I E N EA R R

FEFJE R (selinexor) 243K E U THRYT MM 1Y
AR GEEEEAZ i H 3104175 ( selective inhibitor of nuclear
export,SINE ) , —Ii Z H.ty (FRAT IO BR FFA5 1% b 1)
I I DAl T 26 JE IR0 1 ZEORFA R Y 7 A%
T o TSR T 122 GIBEFEXT 5 Fh A )
FPE AL T 24 PO METE M MM R, 48 T ZE R e R
(80 mg, i, 4] 2 ¥) 1B 5 1) 5t i ZE KA (20 mg,
B 2 W) IRYT . B R, FER]JE R AL X K A
I TE MM S8 o B ] J00 0 ) 45 B I 52 1, 42 42
PEWFR S DIME 2, ZER e R S0 B 2R INRYT
(NN 25. 4% LR AR L [R] D 4. 4 S H
RAGER > G LA Y75 32 4911(26. 2%) , A4 4%
B SERGE 2 B (1. 6%) ARG I 73 2 6 Bl
(4.9% ) FIHB 5 G2 fift 24 191(19.7%) o
3.2 BCL2 4 il 4e 2 4e 50

BCL2 MCL-1 Il BCL-XL R ik 2 & VB 90 40
M A A, BCL2 #4571 venetooclax ( 4E 25 3E 78, Ven)
Je— MRk BCL2 e 57, H B 2 i sl 5 PI
(M ZEKAR+EE I BHAII IR ) BE-A 2T g5 -5 MM 41 i
T, —HU RCT @R WoR , Ven 1A B {2 K +
HFERANEST S R/ MR MM, H B Rk 3 95. 8%,
ZDARAFARGF 0 00 G2 ik 0 S5 LUy 96% o HRER
T OKRIEA M ZE KRN % B B E MG R R/
METR MM B8 1 T Ji A A7 I R 2 ik 3 RN sl /N ok B
FBATER A ST R ™
3.3 4 CD 38 9 A IgG itk b5 K37

BPLAR AT (daratumumab, Dar) & —FpfE T
CD 38 (N IegG HvikEdifk, HRTC &rE R E L H A
D L 45 ] R X AL HE T T MM TGS T o — St 4
I RIS , 9 A S R/ METGPE MM i3 498 {31, Lk
B IR BB T TR T 2R B i PR AR e G
Hu ZERFARIRTERZE VYT 12 DA IRYT T A AR
H60.7% , %f BRA Ky 26. 9%, TEPALBEVIH 7.4 )]
F VAT A % Hy 82. 9%, |t ] I, i Hr AR
BT A T AR A ZEKANBTT MM RS A
3.4 CAR-T %974 7F% M~ A

G BEIRYT 7T, CAR-T B 9IE S HLAJRYT MM (1)



http : //aammt. tmmu. edu. cn

S REE KRR, 2020,42(17) 1679

W7o TEME AR ) B 4 2Pt it (BCMA) ) CAR-T
7 bb2121 BFFEH, 4 A 33 5] MM BB 3%, SR 30E
9 85% , 56 A BR il O A5% , A TC R A AR
1.8 AN B BCMA A, i 76 AR - 4% B i
AR5, £14% CD138,CD19  NK 4 jfi it 14 il kappa
R P EMRATY AN 2 R B B R
CAR-T JAJ7 4 R E W R LU A7 1 A
3.5 ghEhTFaptiii
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