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o JE2022 044 B o R
¥ #h 482 (CD20, CD19, CD79b, CD30) ~ %,

% 8 B B 4 (Lenalidomide) ~ +]~ %~ -F 2 4% (Selinexor, PI3K-inhibitor) » % J& %= it 74 #& (Bispecific
T-cell engager, Chimeric antigen receptor T-cell therapy, immune checkpoint inhibitor) % #7 £ &
% CARBHEXWRINFE - JoATSHEHMERE AL SEBETF LEREA - HRA
FIR K G AREL 0 BB B — G R B 0 B AP

Bt - MEJE (Lymphoma)
28 (Refractory)
183% (Recurrence)
VB (Therapy)

SZK B MlARMEZAVRITIRE

i1 A B MMM R i A IR AR S
R (non Hodgkm lymphoma) Eﬁuﬂ—%ﬁﬂ’]
wimﬂ EEE S ROMATE] 2018 4 EAE

%@@&kBﬁ%MEE$%%MMA il
T RTERTRZET IR FObk e A B 51.5%
B2 Hdh g 42.6% P2 Bi@ig A B i
WS B E RSN 70 BES - Mg KB
A ek R Y Bovs B i 26 A% AR R - B RTE 0

i & Epstein-Barr i 55 ~ C TUFF 2898 5 - A
FRIZE A5 ~ BUPTIR AR B F A YR K
e YRS H R R RS R TE
EONEARRKR I ERLHEEG L H
B R ER AR R LRV R IA] - B2 DO AR R AR A
2HZ W B A RA R R Ry - - SRR Ry
ERIREIE B T2 2R R BB ARKE T
4y —HIEEE K B ARk s H s A sk H
A MYC $#58d BCL2 B, / 1 BCL6 FYEL[K &1
THBR A » PR E (B =) T8k

Hﬁ%ﬁ&/\lﬁ?ﬂ

AR 0 10002 6L P IEE ol @b B 68 RSB S I B e )RR
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E2J% (double- or triple-hit lymphoma) » H'EHIXK
YRS ¢ A DA RR BT R R
RHAR LY o B R K SR BL A 5347 RS K B A
W T A4 L B iR R | (Germinal
Center B-cell, GCB) i " 7% 1k B #ffl ffd 58 &Y
(Activated B Cell, ABC) » 58 B YR /348 » [K] Bl
TR RTIA R S SR - S H s B -

B35 EREEM R G

H 2002 4 Coiffier ¢ A &R H - &
P B WREEERE HEY CD20 BLRRPTAE rituximab ¥
S K B MR R A B R m R R A R
% > SIS K B AR Y EE — s A
Z 5k — H 72 R-CHOP (rituximab, cyclophospha-
mide, doxorubicin, vincristine, prednisolone)1 ’
A BESR AN B BT RV ER R B B A T K B
A e bR 2 g Y B TR B R BB R-CHOP Y76 58 1
A7 AR AR AERVEA L BEAER
B s RIBE - BR T iR BIRY B B T B
H Bii i [7] A 88 R-CHOP 56 5 55 1758 5 2 (#1
411 R-CODOX-M/R-IVAC %% ) Z 4} » R-CHOP ;&
& HATHREEHE G - N EAE R-CHOP HYEFE K
B AR RS T - RIS B iR
H—2e @B 7% gRBEE RS - H#1E
FIAE]  E AR A BRI SRt A R E - frak
R ST W (IR £ EER
Rl HIEREERSAKNAE] 7.5 208
w] F 3 fE LY R-CHOP F E.# b R it ia
o BAEGE ¢ 6 ERFERY R-CHOP A6 EH
SERS I E ARSI 2 5 341 - EEZ UL
PREAEERY FLYER WFSE8E 5 HT » IPI (International
Prognostic Index) £y 0 43 ~ /NA 60 % BY 56 1 HH
3% A 4 fERFERY R-CHOP ik 2 KB A
BEHRYUHE rituximab BISERIGEHE 3 - F IR EK
K/ANEE 7.5 257 DL BRI S - 5IEIEREEE
JALESFLL 6 {HEFZ Y R-CHOP » {HAG B LI
B SRR BF G A AN S BB b R i
fHA% (BCCA) M 7eft RIEH » HEAEG I
PR T fiih i b A e R M R 0 o0 A R AR
fift - BRAEATFEAETREENBENGE - 2
JRES L~ TV B (B8R ) 5% - #£17 R-CHOP

p<ii3

&F

IR 2 E 4 EREFE SR o EDLENSE g T
FEAL AT - E AR S R E - I
S PR FE A R-CHOP 52BN - B R
SR EEAG RS SR B o SOHE - Bl e TRRE
FEHR (stable disease) | » BE T EIGHE (ATHENN
LIREHERE ) % MRERE R KIE - EF L
FRB I B EEA TR IR K B MR - DU
JERR R AE ARG B - W BB 8
IBRRISEISE R E » REDEHER N LR
LI ESEE R - P 1 1 IINEE - &
T IR ISR B A L HP B IS g it - 28
11~ IV AR BB EIRF S RVRTRE - 228
HEEEPAEET - KBS iR - —
HBBAES - M@RERERR - hEFE
FRENRARIEHTE -

Kz 6%

1E #5296 — ¥ R-CHOP G 1% » %
(60-70%) fEE 7] DUE G i 5 AR -
AEAIIRRKIE 12% £HE R —# R-CHOP
[ FEARBEAE - B A R 22 #E9A M, (primary refrac-
tory) * SHHME 20-25% EETERSZ R-CHOP J5H%
#%ry 12-18 fE H 1E 3 © - HATEEEEE K B
ok B9 N B A - O 38 S T AR 2% 1 v
12K B ik En B E B EREE TS &
L6 B R THR G A HETE IR R T A B 3 F)
4fEH 7 o BFERE A M G R IEE K B A
MOk S - e B ACETS - BEREE A
BRI RIR 1B IR T 25 AL B B ARG -
RARFENC B fE S M MRS HE (autologous stem
cell transplantation, ASCT) » & H1#JH 50% £H
e ASCT R BIBE IR EAZ ® - R
RIGIH £ R DIPT CD20 BLRYIAE (rituximab
B obinutuzumab) ¥ Ao #5158 HI L B VA 8 By
¥ FERR JTHOERE b TR S AL Bk B
IIREAR LR EE BRI T2 « — M 2kE - WA
B RRIG R AR RS S R AU AE 40 £ 70% 7=
A5 210 e BRIETME S ATRE - BT RR e A
T ERIBGEELTEE K B Mk IE R e
[EIRTREFFAE —2ERA1% - B4 R-DHAP (rituximab,
dexamethasone, cytarabine, cisplatin) J7Z<#} GCB
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BRI 1 T Se EFRET Lenalidomide ~
BTK HIHI#] ke PI3K A% ABC 251 &EE L
Rty > o fE— R/ NSBRAIITSE » Tbrutinib
% Bf R-ICE (rituximab, ifosfamide, carboplatin,
etoposide) & /7 /A ABC FE A0 J 558 35 14 B8
VR K B Bk R ry B e SRR ]
3 90%' o M BTG J7 S BRI B A 1 B R
VLS A B MR EE R Ia AR - BER R
— o —HR AN ¥ HIGRE E - QUEEITE
IM A A SR B ASCT » DUEENARE BRI H
fy o

SR > AR R I8 A 1 B R M S
R B Al I ok B2 1 8 R RE 7R 52 /= SR I Y iR
o AR EERE R R FEREK - S iERE
ARVEAE » AR 5 R B (L I B2 ASCT -
EHEEENGEEN . #AEERE B0
7 o B A SR PR AY IR R~ AR TR A
B HFETTREMIAE Ko LAY AR a0 BEAR IR
EREAR G K - Eh REEHEHE A Z
B RREY R - J6FORER - BIERER
LB ~ Rituximab DL AN AL #E 4 8 (40
anti-CD20 #Y obinutuzumab ~ anti-CD79b HY
polatuzumab ~ anti-CD19 Y tafasitamab ~ anti-
CD30 HY brentuximab) ~ lenalidomide » BTK-
inhibitor * selinexor ~ [ PR ER DL K s 22 il At v
(A0 EVURSZHE T MM R 2% T #
Mt Rt ) o MR A BE SR AP IR R SR BE R AL
BRIEHE o o] TG 21 R-BAC (rituximab,
bendamustine, cytarabine), R-GemOx (rituximab,
gemcitabine, oxaliplatin), R-GEM-L (lenalidomide,
rituximab, methylprednisolone, gemcitabine),
R-GEM-P (rituximab, gemcitabine, methylpred-
nisolone), BR (bendamustine, rituximab) B¢ ;&
Pola-BR (polatuzumab vedotin, bendamustine,
rituximab) > JELEIEHRAETE ML 4 E 6 B SER
(£—) ° BRE WK LHE N —ERES » R
1 E 415 28 M B VS TR 08 K B A bk 2 g -
ANF) BB O] R Y e 7 RAROK » I ERAE 17.5
£ 62.7% A 1920 o fEREETEOR R EAMEE
96.4% Ti% A Bl L bk L2 & KRB CD79b" -
& ¥ CD79b 1M B #% #Y A2 #E 35 9 (polatuzumab

vedotin) JE i E BUR AIGFRYHTHIZS - 2020 4
BEFRMI GO29365 allETE ! Pola-BR HYIG AL
REAFEET BR > JIA polatuzumab vedotin % 1]
KREFE S ESRYE 17.5% #2714 47% » H Pola-BR
#f ABC 8, GCB i #H H A # 8L L GCB HY K
SOHE Ry R 1 RS E AU —H B E
FrEMfE R e e LR . - B BRAEFR
T BB -

e WA TE B R LEIG R » AT LLIE
& rituximab, obinutuzumab, ibrutinib, lenalido-
mide, tafasitamab BB E S OHER » KERZL
1E 30% 7545  4F 2019 HF—fR F AR RE B
A HF{5 A rituximab, lenalidomide, ibrutinib [
1LIEE 5 » 4F Non-GCB $ER1Y1E 2514 Bt va 14
8K B A Ik S 1 S HE 3R 555 65%'C © [H]
B NBSRRIGHR B A R R T s
#% blinatumomab (CD3 x CD19) > {EigfEEH W
H 42.9% I ESR 2! o i — 5T CD19 BikHT
& tafasitamab * 7FEd lenalidomide & BF5 FHRYTE
PR 0 SERREREE 43% ¥ EHEBRBEFE
TR O EMG RS (NCCN) 71 Ry 15 28 14 Bl e 15 1 v
18K B ik i ay iR eI B 2 — - HRTEISb
A% CD3 x CD20 Al Bk 51t T Hilfigfede
F#f (mosunetuzumab, glofitamab, odronextamab,
epcoritamab) IEfEFAZEH » ¥ BGEAHE RAT
RARFT = AT « FE baiaH gk - /N1
WM selinexor B copanlisib » FE it 7 A [F] #&
Hil NRTARFEERE - AR REE RSN T - thEs
2 2 3 BRI ESR P22 o iR A PURZHE T M
ffid (CAR-T) &9 & — T B A AR V5 958 » FIIH
FERIGE A T MM T T B 3k - IRRAI R
JESRKIALE 75% 7o - HA 50% vl ) 58 42 4%
figg 224 > BRSURLT - EASE R SE Y RS B
EAGUE R 16 I S EE e T B4 38 14 e K B
AR PR g - ME S H iR E B R PR B A
15 KA EARDL G - e w2 Bl
RS - GREES R RTGR S -

B35 % He 95 T B 1R 2 1 I B MER K B
M JIE K B2 9% (primary mediastinal large B-cell
lymphoma, PMBL) » 35 % i 8 K % & 8l PD1

(programmed death-1) Sz CD30 » fiif R i
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p<ii3

&F

K— REHOENERFIMEAEA B HBRMEREY 2 IRNBRIWORIRER

#wR O OWAREE e . KK ECLE AT (o REBGSESR (ORRY 4y ey
H%FEE gﬁgu III’}??EA?K %A%& ME'};‘%:I: (/“) %%ﬁ[@% (CR) &%E*‘{'
1994 N/A ESHAP 63 De novo DLBCL (37.7%) 48%/26% 27
Transformed DLBCL (14.8%) 67%/50%
2004 I R-EPOCH 50 De novo DLBCL (50%) 68%/28% 28
Transformed DLBCL (36%)
MCL (14%)
2004 N/A R-ICE 36 DLBCL (100%) 79%/53% 29
2007 Pilot R-ESHAP 13 DLBCL (92%) 77%/54% 30
MCL (8%)
2010 111 ESHAP 53 DLBCL (100%) 62%/37% 31
R-ESHAP 47 DLBCL (100%) 60%/36%
2010 I R-ICE 197 DLBCL (100%) 63%/24% 9
R-DHAP 191 64%/28%
2013 II R-GemOx 48 DLBCL (100%) 61%/44% 32
2013 I BR 63 DLBCL (100%) 62.7/37.3% 20
2018 I R-ICE + 20 DLBCL (100%) 90%/55% 18
ibrutinib GCB (15%) 33%/33%
Non-GCB (40%) 100%/100%
PMBL (20%) 100%/0%
Richter (25%) 100%/40%
2018 Pilot R-BAC 39 DLBCL (100%) 69%/41% 33
De novo (72%) 78%/48%
Transformed (28%) 55%/27%
2020 I Pola-BR 40 DLBCL, NOS (95%) 47%/42% * 19
ABC (47.5%)
GCB (37.5%)
I BR 40 DLBCL, NOS (100%) 17.5%/15% *
ABC (47.5%)
GCB (42.%)
Ib/11 Pola-BG 27 DLBCL, NOS (96.3%) 37%/33.3% *
ABC (33.3%)
GCB (40.7%)
2020 I R-GEM-L 18 GCB (42.9%) 55.6%/38.9% 34
Non-GCB (57.1%)
R-GEM-P 16 GCB (29.4%) 37.5%/18.8%
Non-GCB (70.6%)
2013 I Lenalidomide + 32 DLBCL (100%) 28%/22% 35
Rituximab
2015 /1 Ibrutinib 80 DLBCL (100%) 25%/10% 14
GCB (25%) 5%/0%
ABC (47.5%) 37%/16%

Unknown (27.5%)
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K— REHOENRFIMEAEA B HBRMEREY 2 IRABRIWORIRIER (18)
B MR

FEREICFESR (ORR)/

i \ REL SR (O s B
H#Fﬁﬁ ,H\ﬁ/:Jlu D‘)ﬁﬁ% %ﬁkﬁ& MEE% (/0) ﬁ%ﬁ[@—% (CR) %E*‘[’
2016 I Blinatumomab 25 DLBCL (100%) 42.9%/19% 21
2016 I Lenalidomide + 23 DLBCL (100%) 35%/35% 36
Rituximab
2017 /11 Lenalidomide 51 DLBCL (100%) 27.5%/9.8% 17
GCB (45.1%) 26.1%/4.3%
Non-GCB (54.9%) 28.6%/14.3%
2019 I Nivolumab 121 DLBCL (100%) 14%/3.3% 37
ASCT failed (71.9%) 18%/5%
ASCT ineligible (28.1%) 3%/0%
2019 Ib Ibrutinib + 39 DLBCL (100%) 43%/28% 16
lenalidomide + GCB (43.6%) 30%/18%
rituximab Non-GCB (43.6%) 65%/41%
2019 11 Obinutuzumab + 85 DLBCL (83.5%) 35.2/18.3% 38
Lenalidomide
2020 I Selinexor 127 DLBCL, NOS (100%) 28%/12% * 22
GCB (47%) 34%/14%
Non-GCB (50%) 21%/10%
2020 I Tafasitamab + 81 DLBCL, NOS (100%) 61%/43% 39
lenalidomide GCB (47%)
Non-GCB (26%)
Unknown (27%)
2020 I Copanlisib 67 DLBCL (100%) 19.4%/7.5% 13
GCB (44.8%) 13.3%/3.3%
ABC (28.4%) 31.6%/21.1%
2019 Ib Pembrolizumab 21 PMBL (100%) 48%/33% 26
I 53 45%/13%
2019 /1 Nivolumab + BV 30 PMBL (100%) 73%/37% 25
2019 I+11 axicabtagene 101 GCB (70%) 74%/54% * 23
ciloleucel ABC (24%)
2020 Seamless  Lisocabtagene 256 DLBCL, NOS (51%) 73%/53% 24
study maraleucel Transformed (29%)
DH/TH lymphoma (13%)
PMBL (6%)

Abbreviations:

N/A: not available; DLBCL: diffuse large B-cell lymphoma (DLBCL); ESHAP: etoposide, methylprednisolone, cytosine
arabinoside, cisplatinum; R-EPOCH: rituximab, doxorubicin, etoposide, vincristine, cyclophosphamide, prednisone; MCL:
mantle cell lymphoma; R-ICE: rituximab, ifosfamide, carboplatin, etoposide; R-DHAP: rituximab, dexamethasone, cytarabine,
cisplatin; R-BAC: rituximab, bendamustine, cytarabine; R-GemOx: rituximab, gemcitabine, oxaliplatin; BV: brentuximab-vedotin;
Non-GCB: non-germinal center B-cell; PMBL: primary mediastinal large B-cell lymphoma; ORR: overall response (complete
response + unconfirmed complete response + partial response); CR: complete response; NOS: not otherwise specified; pola-BR:
polatuzumab vedotin, bendamustine, rituximab; BR: bendamustine, rituximab; pola-BG: polatuzumab vedotin, bendamustine,
obinutuzumab; R-GEM-L: lenalidomide, rituximab, methylprednisolone, gemcitabine; R-GEM-P: rituximab, methylprednisolone,
gemcitabine; ABC activated B-cell-like; ASCT: autologous hematopoietic cell transplantation; DH: double-hit; TH: triple-hit.

*: independent central review committee.
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G TR AL EIREE o H e b A R
411 pembrolizumab, nivolumab 2 anti-CD30 12
#HVEE (brentuximab vedotin) fEiafHEH S F1]
LI 45 2 73% M ESR 2520

i R 215155 BR

ZEhl— 495 B KRk EREYE
BWE QM H AN TR AT )ME s ¥4
R O BRI MR A RS SR CA-199 IREE S TS
(46.02 U/mL) * 1REEEIREMRIER ; LB NKE e
(computed tomography, CT) % Fil [ ik TE 55 5 T
45 s o1 ELAEMERT 3R (total bilirubin, T-BIL)
A E IR FF 5 (8.10 mg/dL) » HF A I SH ek 4 3¢
K PLAERIGHE o NS Tk Mg E s
EREZE T A I - HiEEE PEfHZE - 3
BT RE P S 5 [T iy » IO S NE e
1% o SEBEEA A T-BIL [ % 2.43 mg/dL -+ Ifil
15 LDH (lactic dehydrogenase) HlI’Fy 406 U/L ( Fy
TEH FFRAE 1.5 £5) - Pl 85 9m BE ) P i 5
2 Ry g K B MMM - S b g
1 CD20(+) ~ CD10(-) * J& A non-GCB i %Y
MYC/BCL2/BCLG6 triple expressor * 1E-F-fififil
B TNE e 9 2 B BRI 5 R AT SRR kR =
B2 ([&—) » $ESHAE Ann-Arbor stage IV °
B TR 1 SRR PR 17 88 DR I A7 A A mT k43 A - 2
e R F T B -

BREREEE —

B #0535 35 9% 6 H] R-CHOP 4 il % 12
% - #E BB g o AT BEOR BB o0 4 R AR
1M W A AFE SR 6 AR 1% FE KB A R9R - &
B Ry in At R B e T o 2R
# 76 ¥ B R-ESHAP (rituximab, etoposide,
methylprednisolone, cytarabine, cisplatin) * 2 [
R AR e B H B L - AR H AR -
eEATE H B T RUARAE - RIS N
PN R SE I E AT AR KR - SRS T
H#eH  RtEREFRAESNEET 6
FH 28 = #3AL B EE 35 5 R-BOMES (rituximab,
carmustine, vincristine, methotrexate, etoposide,
methylprednisolone) {5 » XM [FI AR L —1lE H

p<ii3

&F

P 3 K % A e AL s — 25 B B ibrutinib
& B R-ICE (rituximab, ifosfamide, carboplatin,
etoposide) HY A AR PN B B 0 B A 2 0 [RIth aR
SEMEAT A A ER MBCE M E IS - va95R
HE G IOIRAT R Rk A 2 e B - PR RO AR
Yy > flHE inotuzumab ozogamicin 15 SERK
#4 F venetoclax + lenalidomide + obintuzumab
FEEEL 7 AR E o 248 B 3K £ polatuzumab
vedotin » ERFHRAEHME/] - MURRGEITPAHEGHE
ZIMBGE M AR - RRRETET - 3
A BRI P PR o B A WP R S By 1T Sl

BN 76 R ME - KA B AT B B
W G ORI RS OB MR T
WRES RS ) P - 38 5 Ry RIS K B HH MR bk S 5
non-GCB HE# » —fF & MYC/BCL2/BCLG triple
expressor * [KITEF-fif i 5% 25 i yeq 1= A Mk ~ e
B ORI (B ) o S E R A AE
IREE [fT1 B P4 7K E2L AH 7% BR 4 2E fiE (Hemophagocytic
lymphohistiocytosis, HLH) * & & & #8 I iE
ECOG 2 77 ° ‘R R AR BT T C I AR mT
HEIAT » A R B S TR -

B— : ZA—WZERCRAINEFREGER -
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RIS ER —

5 G R B R A B B IR - 5
F R-mini-CHOP » {H i 5 {lfl % 2 £& - g
b B BT R SRS K - U 38 B A F i
K B B bk - OB R I AR A R o B
Z " HRIE A bendamustine+obinutuzumab »
Al 2 B RE mT B 2 B e B 2o e /) - (HARE]
54 ERERERE > BB HLH SR - Bl &
il B B REIR DGR A B ECOG =47 » 1R #EE
K IB IR > [K ICE ~ DHAP 2 ESHAP /i &
HPE MRS - KIBE 248 R-GemOx 165 » {HAK
2 (ERERE % - W TE R - R E R B
{5 PR ARG B 2E ) - [A]IRF HA 3§ CD3/CD22 Bk
SR T MM R EREE TS - FFER IR
BaZE YR - A R RSTEIRDLEF Al T - etk
polatuzumab vedotin+rituximab & 7] &= HY
BMES ( % & polatuzumab vedotin Hif#& 5% -
%R BOMES #H & HHY vincristine) * 5 Hil
[M3# LDH % 3700 U/L ( Fy1EH EFR 14 £%) - F
SRR — B R VA R iE (B - [RIIRF LDH e
F[ 450 U/L » IR B ERDL » HAlR A4 m
B IR R 0 - HAE 2 2 3 JE%% - I LDH

B : =PI "HZETRIRRINET REER o

PR [E] T 22 3300 U/L » [R5 FE AR AR R
B > MOEHESHAEL polatuzumab vedotin (1.8 mg/
kg)+vinblastine(6 mg/m?)+ibrutinib (560 mg/day)
HEITIEHE » 16 HRR LIS LDH T R 2000 U/L
IRf - ERE A M/ AL - (BRI EH N
MR - R AR L BRI - BRI

& =B

AL B2 - 258 v TR B AR 28 1 v e
A B Al ik R R iR RS R R By — REEE -
fEEREREH R LTS H - BAER =5 &
ALEARC ~ B ROIRDL ~ I SIIRF ~ TR
JEETRAAHARAYRE ~ FL[RZE A ~ W RTG S
FHER - HE DUEE R RO RIRRGETE] - S
BERGEERTL AR - JES e H #a S L RS
FECL R AU RER IS - STEHERER AR R
F o JEE FTREAEMERFA A ZETE A E RYRTHE T AE
R AR L o BHE SRR EAE - v
Bl AT HUZ NG IR EASE - — J5 H S5 g
WG RERIBE S - — T HEE) AR IR ARy
AR - WIFFAEBE S THIES I - SRSy
TR » R LR A MR BEZTE -

ARSI ARBE ZAEAIRRVE B 5 (FE =R
Hh s DU A R A B ST I
3 EIEA R4S ~ AbbVie ~ Astra-Zeneca
Bristol-Myers Squibb ~ Celltrion » Janssen »
Novartis > Roche * Takeda » TTY -

e
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Diffuse large B-cell ymphoma (DLBCL) is the most common subtype of non-Hodgkin lymphoma. Approximately
30-40% of patients with this disease do not respond well to therapy, hence with poor prognosis. The opportunity of
curing these patients hinges on high-dose chemotherapy followed by autologous hematopoietic stem cell transplan-
tation, whose intensity, however, is only tolerable to a half of this population. It is imminent to develop therapy for
the patients unfit for transplant. In 2022, more and more novel therapies are being studied to treat primary refractory
and relapsed DLBCL, including monoclonal antibodies (anti-CD20, -CD19, -CD79b, -CD30), immune modulators
(lenalidomide), small molecule drugs (XPO-1 inhibitor, PI3K inhibitor), immunotherapy(bispecific T-cell engager,
chimeric antigen receptor T-cell therapy, immune checkpoint inhibitor). This expanding armamentarium not only
brings new hopes but also challenges the physician to tailor therapy for different individuals. (J Intern Med Taiwan
2021; 32: 431-439)



