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Abstract  Diffuse large B-cell lymphoma (DLBCL)is the most common aggressive subtype of lymphoma.
While approximately 60 %-65% of patients can achieve cure through chemotherapy and immunotherapy.the prog-
nosis is often poor for those with disease refractory to control or relapse. Until now, eligible transplant recipients
with relapsed or refractory DLBCL undergo intensified salvage regimens followed by high-dose chemotherapy and
autologous stem cell transplantation, providing curative benefit to only a limited number of patients. Novel treat-
ment modalities like CAR-T cell therapy may potentially replace conventional approaches in the future, particularly
for patients less responsive to salvage chemotherapy. Furthermore, the continuum of autologous stem cell trans-
plantation and CAR-T cell therapy might further enhance the therapeutic efficacy for high-risk lymphoma types
such as those with TP53 mutations and central nervous system involvement.
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PRI MK B 40 bk B R (diffuse large B-cell
lymphoma, DLBCL) J& & % UL A9 3E & & 4 ik 2 98
(non-Hodgkin lymphoma, NHL) J5 28 Y, 5 fir
A NHL 1 30%~40%" . BT 7E DLBCL %k
o L] A BE g 1 A T k2D, R-CHOP (R %
U+ IABEEE I + 2 22 H AL+ K AR B 458 A ) 475
SRJE I BRI B R 2237 97 1 DLBCL 1Y b #E Jr
. BB AR 2% A # R-CHOP
AU NI 30 B 5 40 oK g 3 B v R YT e Y
POLARIX i ¥ (NCT03274492) 4} 5 T 8% £ A 0>
MEE 5T, 5 R-CHOP M H, Bt 4 25 9 18 8¢ ) 2
VA % ¥k B P1 (Polatuzumab vedotin, Pola) B & R-
CHP(H 2Z 8 Bt + S Bt + 2 R R + 53R
P B RS T R ZLIG9T 1) DLBCL & & ([ B 1
Ja 8B IPT Ry 2~5 43) () Jo it J& 4 77 (progression-
free survival, PFS), K2k Pola-R-CHP W] BE i N
KAIHITH DLBCL 3% (IP1 2 2~5 43) M7 i1
PR UEIR YT J5 5

RAEY 2/3 1) DLBCL 3 af DLl i — 263
ST INA T AN 1/3 By 83 A7 A8 T 245 R A2k 46 Tl
BT K R E W T 25 R 2 HUR B B e A&
TorkEEhl . B ER YT B F MR i T 4 i R A
(high-dose therapy followed by autologous hema-
topoietic stem cell transplantation, HDT/ASCT)
A DL R — 3 o A7 U B S R A R . T
XF T4 ROPE AR TT AN 0% U Y B8 3 DA SO A A
MR K/ MEiR B A PURSZ K T 4008 (chimeric
antigen receptor T-cell, CAR-T) J7 32 7] B8 7E &
WAL GeI7 vk A R B IR IT A B . A SO M A
L & 2% 1 LR B A SC I R I 9% F 90 33 Jié , %k ASCT
L CAR-T 40 g 75 % 78 & % /¥ 3 DLBCL (re-
lapsed/refractory DLBCL, R/R DLBCL) i I Fi .
ST R T A R FIRIR
1 HDT/ASCT
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PR OO T A AT A A A R A e R T
(HDT) FI 4 M3 1t T 40 M F A CASCT) . 3
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MZERSH LS THEH LI EUER . B2
He Y CORAL 56 v, 396 4] 1 W 52 & 55L&
P 25 89 DLBCL 83 , g BEHL /3 FL $£52 R-ICE 8
R-DHAP 447 . J5 £e 47 HDT/ASCT, 2 FhJ5 %
14 52 L4350 2 63. 500 Fl 62. 86,3 4F PFS K Fll
B Coverall survival, OS) R 451 & 37%

49% .2 25 G- L,

N B I8 BT 4 2% f (partial response, PR)
B 5E 4 2% fi# (complete response, CR), #E W% ik 17
HDT/ASCT WEYFRC . F# ) HDT Jr &2
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HEAT B A AT 2 250 IE B B X R ik T A RO
Ph b ik — 255 R T 5% i B ) 5 R R X Ak T Rk
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ASCT BYREE A VF 2 Jm R Y. %R BR Y7 R
JE i TAER REUCR JF &AE . A — R &/ MR
PEREIE G B IE A — 218 G B AH 17 2858 0 4 8
BRI AU A GEHEAT ASCT™ . 145 CAR-
T A0S 7 ¥EAE N B3 2 897 2 & 2R B Al DL e ik
AEEFEZ B A H) R/R DLBCL 2 3#& a1k yr vk,
PRI, PR A A ST vk 2 75 AT DLl st b oA e RURS: AR
Wila T g, et i 3 100 A S ME RE AL 5 %
Fe# 7 HDT/ASCT 5 CAR-T 4l 7 5 75 X R-
CHOP J7 6™ A Tif 25 M sl F 30 52 & 18 & A
BF TR Ho 2 05 R CAR-T 4 i
JP LT HDT/ASCT, AN A MKk, CAR-T 4 fid
J7 AT RE R X R-CHOP 7= AR i 24 1 5 7 2 &
19K B4 A bk U000 A8 2 R i — R T AR
2 CAR-T #fa¥r %
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socabtagene maraleucel (liso-ce)M'#", 138 35 % 2
AL T 40 L3R5k B X B-41 i B ic ¥ CD19 1Y
CAR RS, XL ek it B A E, A
FETE Wb [) SR 98 L oo B A e AL T 48 b 28 % 55 oK
MBHRAAARE ) 22 5. VIR T 0 ¢ i ik g0
ZUMA-1 . Juliet 1 Transform H 5 35 g 45 5, 2 4k
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MR 7 B 4 & fF (eytokine release syndrome,
CRS) Fil 52 22 28007 240 Jl AH DG 1 pf 28 35 M 287 B AE (im-
mune effector cell-associated neurotoxicity syn-
drome,ICANS)™, CRS J& i #i ¥ J5 CAR-T 41
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#E—2 3 T 44 B BE AL A T 0 1 R 3 56 ZU-
MA-7 (axi-cel, NCT03391466 )% | Belinda ( tisa-
cel, NCT03570892 ) FI Transform ( liso-cel,
NCT03575351) " 45 Jt i 7x, 55 HDT/ASCT It
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form {5 1Y EFS £ B & 2 3% . fH #F Belinda i 55
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FEE 3 B HTE CAR-T 4 iy & W 2% fi
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Fe 5 CAR-T B2t 0 7 4 w8 97 s B I 1Y)
G ER

TP53 J KR4 7 R/R B-NHL H A1 fiis &
AR, Wel Z6000 [\ i 43 #F T CD19/
22 CAR-T 4075 ASCT BeA 1A 7 x££ TP53
R R/R B-NHL f¥7 . CD19/22 CAR-T 4
MUYy ik 7E TP53 28748 B o A X B 4F 1 )
N, H ORR Fl CR 2450508 87. 1% f 45. 2%,
ke 16.7 A~ H . TP53 R4S B & By {7 PFS 4
14.8 4 A.24 A~ H OS FWiith 56.3%. 1 24
CD19/22 CAR-T 40 ffiy7 k5 ASCT B4 H i,
X TP53 2878 (B # MY J7 R i 3 42 /. CR ik
82.1% .24 ™~ H 1y PFS FH OS Ko 542 @ =
77.5% M 89. 3%, R TP53 [N % 48 78 42 28 1t
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M5 ASCT 454 0. ol LIt — L m X s R K
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F 9 gk & CNSL 35, Horp — 3853 76 i A B 5T
BT k% CRAMRAE., MR K BEZ ASCT 519
CD19/22 CAR-T 40 MR 97 1Y 45 . ORR 1 CR %
ik 81. 81 Y Al 54. 55% . FEH Bl T 14. 20 4>
AJG AR 14 PFS 8 OS 4558 74.59%
182.50% ., XIIAFS N, ASCT J5 ) CD19/22
CAR-T ZHMIIG 7 %) CNSL # % A S ALK
IR HOR B R A AT 45 . B Ah . Xue 2805 8
BT ASCT B4 CAR-T 40 My7 vk % #E ) R/R
CNSL W7 80 S % 4k IR B 2458 .
4 NG

I5E/  ipI RG S G R S o gl A N € <
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W] 52 ) HL A= A, e B X S G S ) A8 AT RE A B
FIF LB AL A 3097 RV A2 S 3R 97 LY . AT G
A £ 1 R/R DLBCL ## .,
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