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J7 314 1) 245 ) 5 B A R R I S RE i 2 T
WS SIS W B SR TR B L SR
Ao BEAr 2 Mo 225 R R IR =7 23 (CSCO)
PO CLR I B R T [ Bl A5 A GBI ST 2 JE A
FE A B E T ARSI, LIRIYE I e S )

9WIRTT A PRI A A HE

— RIEIRYT WA R

B BE IR T 25 WAL T CD20 FAdi Ht CD38
PU A PER A S HI P CD30 HLb AR BT
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2551 GE R G R3&25) Y

L CD20 Hidg OB 2 s/ A AR P FhER R FIAE ;2 Jifi 48 (4% ) \%54% PcP \HBV FHEIG .CMV
@A 4 s> VZV JCHR# K PML

L CD38 Bt OB 4 DA MRAFERE A  AHZ L LR RS (2% ~26% ) i % (8% ~
@A 4 g > 15% ) HBV F#0% . VZV

PD-1 ikt 2y AT BB (XU, (L rAE 75 NIRRT SAbT IR BB R A T O R 4 o 25 4 BOPL & e JEk g
BEAIE A E RS, REORR SR AP (G A AT R AR (7.3%) S5 AR TR 2R TR
PRI PR <)) JE Y

L CD30 Bt REN T 20 EE 451057 5 At AL Jili % (10% ) . PcP. HBV i 1% . CMV

(0] AROSE  H PE  H i/

KR TAINE (OB A AR AP EREE FILAE;  FE4nE ST

EEREETIRIN @b 4 e sl 2>
PLCD79b b R A Pola B

VZV . HSV(1% ~10% ) .JC iz A5 PML

VRIT ML (45% , Hoh=3 9% 27% ) .
PR,
Jili% (4.4% ) \PcP .CMV . JC i #:4H ¢ PML

T ArAE : IR YT A AN B SRL 5 PeP s Jilifi T i fili 48 s HBV : LU KA EE ; CMV : B AR TG s VZV K JG -7 IR AT 9% 75 s PML : 295 kT

fiki 4 53975 s HSV : FR4LIE25 995 BF ; Pola HLdi : Polatuzumab vedotin

Ao QIRIT AR TP PRI R L G BE G YT i
FEAE . @A I e il 7 3 s JXUBS: : 4n PD-1 2R
PUH T G A IR TT A A RN (irAE) | )5 #38
W B FH G B A5  30HE 25 B B X Bk
S A P ) Ty

(Z)IRTT A BGL  A T

1. $L CD20 450 : K Z 1 BAPT (Rituximab ) HL2%
TRIT T, =3 G b 40 I RE & AR 4.2% ~
10.0% , B LU R e B A = 8 LAY 7™ R
Jili & (4% ) o Jili 463 B8 Jili & (PcP) | . 41 Jifd 95 75
(CMV) JKJG -4 RADB I EE (VZV) L5 > E Y
JE B ki o R ES DL O R A il . BRI RS & S
It IC i BB T B0 2295 K ik 141 5 (PML) il &
RIF 45 2 (HBV ) #4015 '

2. Pt CD38 Hidi : ik Z LR (Daratumumab )
HZRAT EES I < 39 EIPGERRG(21%)7 5
AT 245 F0 (B ) $E8 ) 25 1565 1 P 8 sk e XU
= 39 MR A e R AR 2R 12% ~T5% =3 9%
JEYL R HEF 23% ~ 28% , b RN T YL K AR ol
2% ~26% i R LR N8R ~15% , 5 K MEIR
HRANABE PR & o ok IR e g
VZV &L HIHBY FHE0E

3. GRER A S A7 2 EFE PD-1/PD-L1 47t
1AHI CTLA-4 HiiK%5 . PD-1 845 1 irAE % 5
B S g I, K S L PR, R AR
AR 7.3%", S5 A SUMSE pR v RN ZE TRy A
A

4. $L CD30 A7 « 4 A3 2 1 " 4T (Brentuximab

vedotin, BV) JLZ5 AT I, =3 9 b M 20 i 2D
AR 29% ™, WG AVD IR, FUR A e finF)
58% , HAESS A7 R B rh b 4 it sl /D & 3R )
BARATIR 9% ™, K WYL il 4 (10% ) ™),
VZV F .40 5 9% 7 (HSV) B & AR R 1% ~
10% ,PcP KAEHRHN0.1% ~ 1%, G Bl CcMV!7
FITHBV " 0 o JC IR BB T 08 PML 5 5
el AT R IET

5. BiTE: 441t B4t (Blinatumomab ) HL25 477
B, =3 g bR A g ke AR 18% ~32% 1R
F7 R YL K e RN 45 % , Hirh =3 Uy kR
H27%" EREEY BN T K S T
] (2 ~ 4 J&] ) 5 S T B Dk A A G B .

6. ¥t CD79b HL# : Polatuzumab vedotin ( f&] R
Pola P40 ) BAZIAYT IS, =3 G b PR 40 iy i &
N A40% iR K H 4.4%  BRAG RIS AT
TNRZE BARIGTF IR, =3 b 40 i i b ok A 2
ik 46.2% , T M R 40 M sk 1 R IR R AR R
43.6% ,= 3 PIBG JKe HE K 23.1 % , ™ B Ik
Pl AR A 102% 2, 7RG AL 5 WML AE il
4 (G145 PeP FIHA B R PERT 20 ) 929 2 Al CMV

=TT ) 2 PR e

L8 96 5 P 0 o) 245 0 45 s 2 2 Y84 400 ) 5]
(TKI) 25 F A 30 451 700 (PT) | A 45 51 1 20 1R U8 iy
(BTK) M3 20 25 1 2= 2 e Akl (HDAC) #1571
JAK 3B I 7] . BCL-2 #0741 577 FLT3 410 il 35 F

RBEAILEE-3 35t (PI3KO) I3 45 (£ 2) .
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E YIS WEESE/ P ERTS

Bl G RGN &) IR s
TKI ORI RS 3405 , 1 B CD4 A CDS Al SFEAZAm ], (b8 GA1b il ; PeP; 454% ; HBV FHEE ; CMV; VZV; EBV
QA BAIAEIIRE; Be JeikEe
Gk A s >
BRI OREPEMAER T M PR A Jii 45 (5.0% ~8.8% ) ; VZV I&YL (7.1% ~22.3% ),
@2 > LIS TRAEBESR 66.7 % , FARE Wit A EBE 3 41.6%
BTK #1111l 71 O B 41N & T L ARPIFRER 2 1 IML5E ; PHRE B ds UL b WP R, T R YL i 4% 5 A
QM Toll FERZ AR T R B RIS WY HBV TS ; PcP; VZV; EBV,, e KUK
T P SR SR T T e
HDACHIHIF] 0 Toll BESZ A S AORRRIE A MR FL W40 i iE PEasARR WL THRG 2 e b Bl 45
(f 8% A AR EA 7 A R BA )
JAK SR MG ZIRANNE K CD4' TAINEIIRE, Mk Treg ¥kt ;  SRIEE i T % UL (78% ) 5 9 R e (11% ) 5 B T gk e
A NK 4 (2% ) ; HBV HHT s PeP; VZV; CMV, (e 42 28 R
BifiyA Y7 IS ALAER K )
BCL-2HPHF Mk 4t s TR A =3 YUY R CVRIETT 1 17.7% ~19.0% ; BE R I
WBIT 12% ~74% ) ;IFD(19% =3 9Kk R N 8% )
FLT3 #ip il 5] rPAE R 2 e =3 PR A A & 4 (40.7 % ~ 66.3% ) ; Jili
R(1.2% ~13.9%)
PI3K il 51 OFERT T A NK 41, 551 e i i ; Copanlisib Jiti 98 C UL, P Hil R AR RN 13.9% )

@R >

T TKI : % BRI B 1577 s BT « 7 -1 5% 2 BRI s HDAC : 43R 1 25 L AL s PI3K : AR IR ALIE-3 8415 ; Treg: VAT T 4HT ; PeP - i
T 48 HBV : LT 495 5 ; CMV : B 4NN ; VZV K - R 55 ; EBV : EB Wi 7 5 IFD ;{2281 111505

(—) 43 TR0 2540 G 28 R G

43 H0 1) 25 90 BT S 00 JER e XU 338 hin S R T
HX 3% R G TIRE R RZ M, AR YEAS [ VE AL, 4
B LA JLRHILE] -

1. 4l B 40 : OBTK fEff BCR i #% 5 %
NI A R R N o= I X e I R s
BTK 3 K 28748 0] 51 sl 24 B 41 i % B BB AR A
Tl R &R M RE >, DT 3 A sk 4k e 9 T AR S
QTKI W24 B 4 ifE .

2. P T 20 B A NK 20 - O3B PI3K #i
FIE T T 40 i A NK 41, 0460 5e % . @JAK 34
it 100 41 0 50 1 CD4™ T 20 B80S 1434k, 98/ Thi
Th17 A& YE T 408 (Treg) = > ; 1 NK 41 g
T PR RGP 38 B e KBS, . BOPT ARG T
YA, T 98 Th1/Th2 Eo i, 90 40 B 2Pk T 40
SN, G 80T 240 B R O A, 55 B TR 114 IR 14
i, e HR VZVe L @TKI LAF AR 7 23
P U I P, DN HI ] CD4 " F1 CD8' T 44 i 3
B o B0 SRC B I5 BL t LCK, { T 21572
A I 5 I R 1) S B8 G L P Ak, T T4l
MU AL I R CMV-/EB 9% 7% (EBV) 4% 5/ CD8' T

AL N T

3. IS R P . BTK S HDAC $HI 516 58
RAEGPE , Fe 512 Toll FE3Z R (TLR) /- S (44 5 R
Yii L (DC) 1 E W 4 i D B 2 A Pk 7R R, LU
55 9 AE SO, 1] REHG N 8 TR 1 XU

4. JRYTFH G TP M 20 sk D < B ) YT A ik
FELE S

() IRITAH R A TR

1. TKI: 5% J2 (Imatinib ) 5 206 5 A2 21 1 2%
Yy B R A RN 14% , Ko il R B AR R 2% ~
4% NVZV EG IR R 2.0% ~7.0% ,J&G F
TR AR R A I s R S 0 M 4 1
Jpi (CML )12 1 B a9, JE 3% %5 JE (Nilotinib ) £H
KIEI (PPBARAR D B R AR R 7.9% o BV
JE (Dasatinib ) jA3 57 FH 5 B G AU 5 15, b & A2 %k
51% , Hor il & AR 20 UG B L, 3397 34813
Jei AU 26 347 0 T, itk EL 40 A s (ALL) 3
B A2 R i g B2 [ s W J g AU TR
TKIIRITAH AL S R G 56 EBV (&5 i R
I \PcP /N EE B19 B AT CMV F- 30T 46 i
TEY HBV RSt 2 a0
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2. PI: PI A J7 A1 ¢ vy 40 i sk /D & A % hy
18.0% ~21.4% , =3 R ELEFE RN T1% ~17.0%"",
H WYL MR VZV R, R R R RN
5.0% ~8.8% T, VZV JBYL KM Rk 71% ~
223%"7, AR A A 66.7 % , FEAE WA b
EBER N 41.6% SETHRIK33.3% 1, FiAh, Hlatk
SRS ANTE R RN B N  PeP B A Rl

3. BTK #1ill 51) - 7455 £ J€ (Tbrutinib) — £k 3597
I, =3 YUY KRN 13% ~ 36% , 52 K IMETA
H24% ~51% oI5 WOk b VR GE R G 8 PR 1 J%
Y B g% 7 R DU R R H L (25% )
A 1278 M B (IFD) BBk IR YL\ VZV K5 &
TG PP A1 EBV 3K 3y (1) I 1 20 i 25 5 ME 4 A 4
T 6 H IR R A A B S I SRR
AT RE-S5RYT 5 AV e ML & B 4R % B a1
FasE A 27 Hi BTK I AL 1 259 5 145
P P TR URE R AR T AN, SR R A
KA T HEEPE FAEJE (Zanubrutinib) J577=3 2
JYe 2 3 h 21.3% , B 41 #5 JE (Orelabrutinib ) i3
7 =3 UYL e A AU 15.4% . BTK 411 il 5
BTG B 0] i B HBY B , K AEF R 1.0% ~
8.1%",

4. HDAC # ] 71] : P4 15 A< % (Chidamide ) & 3%
A £+ & B9 HDAC il 7], HAIG Y7 A A B =
PR Z b B T4, bR s b & AR
22% ,Z3PARFMRAERN10% , B W TFIBA
FzZgEe

5. JAK S 5510 2 AT 8 JE (Ruxolitinib) ¥
ISP S B A R 22% , Hidh =3 s |5 45%
YR G 5 78 % , W BRI N 1% , LAY S
2% o BEGEAE KB, T B I B 1S PE 4 RS0
(IPSSPF4 ) W& -2 S VL LAY HE A A e ()T
T LR BRI (9% ) RN VZV
(1.9%) . SAEBEVIEE B, VZV YL kA= 5] fifi
1R U7 B T8) SE AT 38 03k 11.5% , DR 3% Ik e vl ik
24.6% % 13% o WIAE &R 7.9% , FEAEEK
Yo/ b U, =3 I VZV G KRR K 4.3% , =3 PR
PRIRGL K A5 1.0% 5,

6. BCL-2 414557 : 425 7aF7 (Venetoclax ) JE 7 XE
TR AR BV s =3 o P A Bk D A R
57.7% ,=3 PIRGL KRR 17.7% ~19.0% 7, IR
YT MR B R R R B, e MR A R i AR
H98% ~100% , =3 HIEY KA H K T72% ~ T4% ,
IFD KR A 19% , Hrp=3 B K R F 8%,

7. FLT3 # 3¥1 : 75 % & € (Gilteritinib) /23
AR LIRIT e VR B R 2P RE R F I Y
FLT3 050 . H23ay7 5 =3 g rh b 4 />
PERINK R 40.7% , VB R K AEFR R 1.2%;
Ej AT 25 A (B8 #0259 (4% s b)) 165 15 m
JRR RS0 =3 i PR A0 R D 1 3R R A R
F148.7% ~63.3% ,CEMRKEFH139% . 7;
AN IRITWIRIIFD K AEF N 4% ~ 25%

8. PI3K il 7] : PISK #1114l 571 5. 24 5 | e =3 g v
PRI I K AR R 23 % ~ 25% , Fiw LI G
) 2 T R L i i 0 A 20 e o/ A
AN (8 Y R AR R 17.2% ~ 21.0%,

DY R YL A 52

(— )IRYT AT A

R A A [7) 4 38 1] TN G VR TT R A TI6R 7 i Jk e
it (it 5% %1 ~2): OHBV N F%
B IR R BG5S 1F ; @QEBV .CMV \VZV . £
A BE ; QLA MITTRE 3 s @ZE R 73 BT T (45 A
SEPEYH M S =I5 TB SPOT .PPD iR E0 %5 ) ; OITI
TEAH B B LIPPIGERE R ) s ©F-FL H 28 R Mk
R50/1,3-B-D-H AL (GM/G i )

()G

IS (b R A A B = R R R T
P25 PR N FH AR B (2020 4F i) )

1. 93 SE 30 ) FIARS KA « PR T it R A 0 1) A1
GPEIRIT 2SO BU A R RUE SO, R
TR 118 e e e B A

2. I E A A A AR S TR R
fiff R A | S BERR AR 15 BRAS 2R R L C RN B 1 L IL-6
IR A IR PR IR AR HS WA $ R 7 3

3. A

(D) 3535 [ 2[Rl B A7 9 03 i 35 SR A, 2R
FAEPOEIK S (CVO) , — 3 IfiARAs A CVC Y4
JERAR, I — 1 WAME IR B2 . TECVC #H, Bk
BEAN RIS K B PR 03 AR AR 1A T4 3%, SR Ml i
B 10 ml, WERZE ISP 2509077 5 oA 1 FE
SRR AT IR 2 ~ 3 diFAT L IRE SRR ],

()P BEFE FERE IR IR BRI B s 5% (W
B,

(3)HBV.EBV.CMV .VZV . ZJiH 5.

(4)WFIRTEAH DGR BE (A L PPIGERE R )

(5)GM/G R4 .

(6) L5 A% AT BT A (S5 A2 5 1k 200 B G 38 =33
TB SPOT .PPDi{H45)
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(7) I BRIl E Ve

(8)%é@§%ﬁfiﬁ(PCR)%nf%éﬂ:ﬁ‘iﬂ!ﬂf?
(mNGS),

4. SR EER A

(D Ma7R =73 B CT;

(2)3Lf5i MRI;

(3)EH B CT,

5. GPEAH AT 4 55 SR YL il R 2 531«

(D) BPEIRYT I H BB E R (B 45558 & ik |
e o) AR B A AR IMLAE 4 ) 1) R, IR 5 3 S
CT Hufr , A i (2 BB | AR el

AR, DU B P A A DG il 4% 5 AR i
PRI 2#25 (CSCO ) G K A8 o5 410 il 751 A 5% 8 2 1
PR R ) T R S A, MRS, OF
FRERIRTT -

(2) 35 I R AR BUAT AR Z AL, 5 B 1 % JC A
SEPEBR SR — 2 B X 53 Pk HLirAE & 91 /8%
Ye s U AT A TR, X 3 R A R T A TH
KT B R 2 e 2

(3)7 235 Tok A 45 501, e SO0 e O R R
I7 [FIBT I S LR 2590

I SR SRR WL 1,

(— ) SR i o5 5 W)

L. 2T T 5 W« T 0 JC A TE s 2 K 52
FEE R R IR 7 R0 DL R B R o e s )
TRITIG AR I PRV 100, 2 S0 A 0 ot 5 A fe e 3R B
I R B 22 J L C O 1 L IL-6 S5 IR LA OCHR A 5

B> 25 W I A B LA TR SR YT IR I RT
RIS v ] ob 2 I s g RS

2. Y59 BE TR 5 W < AR AR DG I R A
HNE T A2 56 X AN ] 2 R G g8 YT R ) 24
Y1iRYT I5 HBV FHEE ' . VZV .CMV (EBV & IC #%
TR XU B H 730 7 B ) i, ELAR S LAk 3.

3. LA TR 5 W < R A DG I RS |
SN FZG YU X AN [F] 2 0 G e vy T R ) 24
Yria T A TIFD R Al B B JR e (41 PeP) £
Tty S S, FAR S B 3% 45 43 25 ) AH DG Ik e
FFE R A TR SNATT G WG 6, R4 Mk
A A I

4. PERHERD : B PR SCHRE N S AT BB AE T IR 4T
IR T 2 T 4 R AR RN T AR A A R
2 LRI R IZE A . N ELARTEAN A T AR B R
05 RIS 2 B S8, — FBEAN S DL ol il B 0% % 1
A DR OGP B (WA AT BE R ) o R i 3h
38 AN DA RE I o SRR A R E M
KHE

5. FRRR YL W . AU R SE R AU R 2
S0 BRI RV S TR S 5 TR R SRR R) R R TR
HRLBURRYL 25 W6 TR, 75 75 R 2R R A s IR
PR AT E

6. 1GYT I RRRIR A T B A S

(1)4 ANC=<0.5x10"/L i} : D7 44T G-CSF 5 ~
10 pg kg - d™;s @ fi MR 4 M ke = Ol ) B35
(4 ANC<0.1x10°/L s ity AR RF 2R | > 7 d) , ¥

RS S

B e Lo
TSI BRI 5 R )
| | l [
agmwr s | [nsmewrswn | [ e | [ s | | s

Ttk H st [ mmnz |

SRR 5 M I B AT
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R3JHBEPRG S MR

25 HBV VZV CMV EBV IO

BURZ5 WAt s B g

Pt CD20 i Eiasinlvi W Hpy A A5 PMLAR/RAEIR , QSR8 , WA 21k 3RY 7

L CD38 #ifi Eiizeainlil Eiizeainlvi

P CD30 i Eiiasinlin HEAE 791 B oAl PMLAR/RAEIR , AARL412 , W A 2R 3RY 7

$t CD79b Hfi HEFFTIRT  AEAEE A PML R ARREAR , RIS, W R 7K A 113677

TKI Eiizasinlin AT e W

AR A 5] Eiizeinli) biizaainlvi

BTK #1017 el WA N A W

HDAC #0171 HEAETRB S PML R ASEEAR , R TI2 , W R 7K A 13677

JAK S5 Fiiza3inloi) WA

BCL-2 4l 5 5 PML HRFEAR , IR G2, W R K A ZIRIRTT

PI3K 551 A

T« T : s 2 BRI ] 77

s BTK A3 S0 8% S R I s HDAC : 4145 111 25 ZIEAL Bl ; PISK : BRASIENLAS-3 34 s HBV : Z IR 515 ; CMV

AN 5 VZV < K RIS 15 CMV « AN EBV : EBJGEE ; PML : 229551k (4 B

R4 HEDRS

Sl IFD PcP

BURZS WAt 5 EU R R

i CD20 #fi A7 W)

L CD38 #ifi Efiea el

PD-1 Hidt b R TR 2 (K JEFv=20 mg/d) v FH=6 & , A IBE R B R (R e =20 mg/d) i Fi=4 1] ,

N2 ST A T i 7% T PeP IAYT

it CD30 gt il HEER W AN 5 BT )7

WS TAIRZS iR LRIl

Pt CD79b Hidi R
3T 24 A DG LA R

TKI LR DL

AR AR LR T

BTK il FEAEWI 5502 PR P e AW (A R T

HDAC i 7 RNRFRZ DRI

JAK S 57 P R W (EAS T3 57

BCL-2 17 e W

FLT3 41 il 51 FHEFF

PI3K 1114 71 YA A B2 ) 2~6 1 R

1 IFD: 428

PEECTR R 3 PeP : JHFAL 7 PRI 58 5 T - Tk 2= R AT 1 5]

s BTK : 715 6510 ik 2 PR 1 i s HDAC - #H 55 (H 25 £ B AL I s PI3K . Wi i 19k

WUEE-3 30 ; HBV : LA R ; CMV : B AR ; VZV ARG R 8 CMV : B AL 85 ; EBV . EB A 8. B 1 1 Bl - FUHEME 400

mg/d BV VP EERE 200 mg I IREE H 37K

FE N FH JUS V5 B2 2 W A o T 5 (D A2 g
IR 2 YR B BT TR G AR T 259 5 vk
L CYP3AL IR A5 I FH I 55 PR 435 7 70 o, 1
LR S ; @OAEERHS FIAYT 25, FF ANC=1.5%10°/L
J& , A B2

(2)%F T IgG=4 g/L (IR AP ER 8 1 IMLAE ) H A
FEeE R IR A ERR K o BR 1 (5 g

3 D)BIAIT

(3)irAE & A o i 5 2l e ze il ),
W R BRI R (IR JE =20 mg/d) b =4 J& , i % &
PcP il 5 (42 & fiff e B 3wk 800 mg 4 H 2 WK, £
2IREAZY ) s A0 B T R (IR JEAR =20 mg/d) [ =
6 J , I % J& L TR 151 7 (FURE M 400 mg/d 5531 V0 BRE
M 200 mg BF H 31K) . HAKZSH(NCCON B2 ib 7
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ARETEIE B4 BLFE R S CSCO e K 2 s il 574
KT BAE B )

() JRGSIRy 7 TR0 (& 2)

1. JERYLsT

(D) B R O — e 8 [ 4 22 B (G
B RSB TR (G R R RS s @Bk R M
it 2R K e TR R

(2) AR SR/ 37 SRR R

()Y,

(L2 : OIFD; Q43 BFF i

(5) oAt AN B SRS,

2. JEYL A PHE FH TR < 5 3 G e VAT S )
YYIRYT BB AFAE R PE T REID I, BUR G J5 N R
Ja ST E A IR AR SRR T AN AR P 2R 1Y)
S50 BUBGSIRYT 5 FHMEAE AT [ Sk 97 Fi
H ) 24 55 58 &% CYP3A4 1 570 A5 B AR AR
(FR5), T a2y sl 2E 2 U W DU el (s A

(1) B SR - HLAACRT 2525 (o [ w4 20 e e
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