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E#H £ EE (Hodgkin lymphoma, HL) & H i 7T 88 5230 K3 /M6 W LR R, IR E5H 10%~15%
MEHEEHIARB R15%~30% K BEEBRHE R, HERKXRE R/ EBHEETEHEHE
(relapsed/refractory Hodgkin lymphoma, R/R HL) ¥ JT i6 L B R —KPbik. REDMB L&k
WITHEARE, BHBEETRMRIM. T+ JIERES %5 H 5 (brentuximab vedotin, BV) 5125 i
FET-524K-1301%] 7] (programmed death-1 inhibitor, PD-1i) B R R Z5W AR BOT R, 58 G kE
1141 fg # 18 (autologous stem cell transplantation, ASCT) ] 5 £ 222 % (complete response rate,
CRR)EAERTt. 245 LR & PLR ZATH f)7 ¥ (chimeric antigen receptor T-cell therapy, CAR-T) &
R R DL (bispecific antibody, BsAb) & AR I N BT, BSEEENBIT BRI EERN
M. XX BAELHTIERR/R HLEHBIGTT PR IFT N RREIGIT 1, HXTRHKR/R HLAEIRTT IR
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Abstract

Hodgkin lymphoma (HL) is currently one of the hematologic malignancies with a high potential for
cure. Nevertheless, approximately 10%~15% of patients with early-stage disease and 15%~30% of
patients with advanced-stage disease still experience refractory disease or relapse. Therefore, the
management of relapsed/refractory Hodgkin lymphoma (R/R HL) remains a major clinical chal-
lenge. Although a variety of second-line salvage regimens are available, the optimal approach has
not been definitively established. Over the past decade, the introduction of two novel agents—bren-
tuximab vedotin (BV) and programmed death-1 inhibitors (PD-1i) into salvage therapy has im-
proved the complete response rate (CRR) of autologous stem cell transplantation (ASCT). Moreover,
emerging immunotherapeutic approaches such as chimeric antigen receptor T-cell (CAR-T) therapy
and bispecific antibodies (BsAb) are increasingly demonstrating important value in later lines of
treatment. This review aims to comprehensively describe the current status of salvage therapy for
R/R HL, to discuss novel immunotherapeutic methods, and to summarize and reflect on future di-
rections in the immunotherapy of R/R HL.
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1. R/IR HL B9¥%RCET IR
11 &SR UTAER

HATWIRE R HL BB R RURTT Th a2 il i 2907 IS 7 20, 15 57 58 B AR i 41
Jfu# f# (autologous stem cell transplantation, ASCT). 5% MALIT AL, I8 KFIE ST (high-dose chemo-
therapy, HDCT)/¥* 51 ASCT (HDCT/ASCT)697 o 3 itk Fe 4= 77 W (progression-free survival, PFS) A&
A7 (overall survival, OS)¥#cUf[1]. #57E ASCT Rt —£kiA77 5 & REA | CR, IX/& RIRHL &
FERSATUG b A I TN 7 (2], AT s A Ry 7 77 255 : ESHAP. ICE. DHAP Fil GDP
5#[3]. GROVER N S ZF[4]%F L T 4 T R/R HL A& G Rtk 7 77 7 2t ¢, Horh 23 44l GDP 77 R &%
)25 WL 2% fift % (objective response rate, ORR)F1 CRR 4374 69%F1 17%; 41 % GVD J7 & E3# ) ORR Al
CRR 45124 62%7#1 20%; 65 7] ICE J5 % 3 1) ORR FI CRR 437 A 88%F1 26%; 102 {5l DHAP 5 & &
1) ORR Fll CRR 737l 89%H1 21%. KI5, FRAIMESIGRUT REM R (CRR)AZ, 1H#E&EIEH
BK.

12, BETRAHBE AL RBRRAT AR

1.2.1. CD30 #2548 B4 (Antibody-Drug Conjugate, ADC)——4 f5 2 & B
(Brentuximab Vedotin, BV)

AU AR 25 IR RGBT T 5, SRS m ASCT VA& BV 705 2011 F1E5K
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[E] . 2012 SEAE RN b e F T 3397 RIR cHL. 7E— 1 Anas Younes Z5[5]JF &) BV #.2457497 ASCT J5 RIR
HL 8T 5t4, ORR N 75%, CRR A4 34%, 147 PFS 4 5.6 MH . 55— IHEE K07 ¢S 7 353 4
R/R HL B 1E ASCT J5 K H BV 1EN4ERRIGITIIRCR, Hrh 52.6%01) &3 78 ASCT Hij#3id BV ¥RIT .
M BV 4ERFIRIT T UE TS, 5 4 PFS Ml OS %45 514 69.9%F1 85.1%. 75 K I ASCT B Heipi tR A A& i —
5 PFS (p < 0.001)F15 & XK (p < 0.001) 2 F M KHIF %, ASCT B 4T CROAREHIEE, TR
T BV RYT, L 2 4F PFS %1 OS HIM L AL A B i s, 1 ASCT B Ris CR E#HH,
BEAEH 52 BV 1RYT7 &I PFS M1 OS #ikz, BEAEAREESZ BV IRITE I PFS M1 OS Ak, I
WESE T ASCT HifllJG BV iGIT I E——BIEXT BEAE #2520 BV 197 R F IRER, IR 8 ASCT I
RSB TUE F 2K [6]

—TRGEEAF LGN T 99 BIARMOT ASCT (9 RIR cHL H3%, fifi 13825t — 4497 HAF Sm&1,
R A R T AR AT REME . MWIFURAEH BV Ja R A BEVTIN (8] 12 AN H, 2R EE H AL PFS 24 5.6
ANH, A0S A 37.2 M. BV IEJT )G ORR N 56%, Hib 299 ik %] CR. 61%1) B I & %%
T2 A% A (stem cell transplantation, SCT), 045 23% H /A FEFE AT 38% 53 3 KA AR 1) % . L rp 34%01) /&
HAEHRALEL 4 AN JE I BV 1RYT JE LD HEAT SCT, ix 22 & [ 47 PFS ARIAF . 39%[H) 8 # e 24 K15 3 SCT
%A, Hhhr PRS X 3 M H . #%2 SCT JUFENGYT I B3 LR SCT & BA B PFS Al OS (p <
0.001), AWFFNE T BV {EH ASCT I ZIRTT 7 RIEH——0T {64 13 BEA: TC AR Ha 1) i 7R 28
=8I P BB L2[7].

AR BV A & FiiyT N RIR cHL B8 ARt iz —, % F 77 % BV-Benda. BV-ICE. BV-
DHAP #il BV-ESHAP £ 1] #£5 CRR i& 62%~81%, 2~3 4 PFS ik 63%~74% [8]-[11] (B A& W% 1).

1.2.2. SRR SHIFIF (Immune Checkpoint Inhibitor, ICI)——F2FF{45E 1= (-1 H#IHIF
(Programmed Death-1 Inhibitor, PD-1i)

2 Tl PRI FUUE 32, PD-1i B 2457897 RIR HL AT i 25 v M o 44 iUR) G 9T (Nivolumab) 7E 13 CheckMate
039 XL A HEAT B A, 1ZRIRGIN T 23 Bl RIR HL 3%, HrF 78% 4 ASCT Al BV 597 )5 i,
7E 3% Nivolumab JAJ7 )5 ORR i& 87%, CRR & 17%, 24 J& PFS ik 86%. fEII] CheckMate205 %
Hixf 243 ] ASCT J5 1 R/RHL &3 1744 Nivolumab 72, ORR 4 69%, CRR 4 16%, (2% fkHFEEm
1] (duration of response, DOR)F PFS 43714 16.6 AN H Al 14.7 AN H o B TIX PRI 7t 25 %, Nivolumab 3k
#EF T ASCT M1 BV VYT RI E, IX2 ICH R ML 2 G0 1 B g o 1 i AN SR A& RE[12] . FERLR
ANF ) PD-1i 5, S s HARLRIT RO 45 R . AE— T mlmiPEaR 7o, 55 #IBET 82 i A ia T
LB = 2R MO TT 7 % 05 15 B e R Bk B4 (Pembrolizumab) () #:%,  H ORR Al CRR 73 %4 74.5%#1
32.7%, Hzz4th BT . 29 FIRi 2 B Jo 44252 ASCT, 9 I35 54K T- 41 i # i (allogeneic stem cell trans-
plantation, allo-SCT), 12 4~ OS il PFS 4354 92%71 51% [13]. SONG Y Z5[14]JF J& 1) — TR 733
T B T MR B (Tislelizumab) ¥ 77 70 41l R/R cHL B SEKBEDT 3 SERISE R, XS HR2id ASCT
WAE SR, M ArbEYr 33.8 MHRS, A & ORR ¥ 87.1%, CRR 4 67.1%, 3 4 PFS Al OS
HI3N 40.8%F1 84.8%. TE ) — W& T{5 A B4 (Sintilimab) 1) B THHARE 74, 3 96 4] R/R cHL &
HWAINGGTT, Hop o0 BB FE I > 2 ZiMkyT, 18 B2 ASCT. 7F 92 & NIV B,
ORR ¥ 80.4%, CRR Jy 34%, 6 1 PFS A1 0S 435N 77.6%41 100% [15].

BT Bk PD-1i BRI LE R, BRI E AT A AR A BCA ), R DU ssyT Ak .
MOSKOWITZ A J % [2]JF F& %) Pembrolizumab + GVD J7 2 SZHIL T 38 4 #:# 100%[t] ORR £l 95%(1] CRR,
92%[1 i3 2 NEWIJGIA CR, 95%) B # BT T ASCT. MEIM Z5[16]41 % —4H 35 il mfa i, K
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A
2

F PD-1i + ICE 7 & J5/7 5 ASCT J7 2 &, ORR il CRR 4%y 100%7F1 86%, 2 4 PFS il OS 417
ik 88%71 100%, FKEAELA 77 AN EF AT ASCT 4T~ R4F A HEA

—I~IBHEE 7S T BV B Nivolumab EA46IT 77 E ST R %41, ORR 1 CRR 7374 85%7
67%, HALfETT 34.3 N H B AT 3 4 PFS Ml OS 45 31128 77%H11 93% [17]. BV-nivo J7 Z % 60 % L
FEEARHEEIT, WREL 40%EERBIRKIAE, NESE HL BFEEF LT RIT AR ML T K
a[18]-

Table 1. Targeted salvage therapy regimens based on two novel agents

* 1 ETAMHEAYEERRIaT R

TR RIS TR WE SECER
BV #.2} . Hifi PFS 5.6 1~ H: 15 CR
H 2 0,
(ASCT ) 102 13 ORR 75% (1 CR 2 34%) #0167 DOR 20.5 [5]
BV #24 54 PFS £ Jx OS %K
(ASCT J5) 353 69.9%71 85.1% [6]
BV #.2j 99 ORR 56% (H:H' CR #* 29%, Fifi; PFS5.6 N H, Aifi 7]
(ASCT i) PR % 27%) 0S37.21MH
a\g'gﬁ”%‘; 53 {3 ORR 92.5% (J4H' CR % 73.6%) Fifli 2 4 PFS % 62.6% 8]
BV-ICE o 3 4 PFS %1 OS %4
(ASCT i) 4291 CR % 61.9% 64.3%%1 100% [l
BV-DHAP o 2 4 PFS F1 0S Ky
(ASCT i) 55 4| ORR 90% (H:H' CR * 81%) 749%F1 95% [10]
BV-ESHAP . 2.5 £ PFS A1 0S 4
(ASCT ) 66 1 ORR 91% (H:H CR % 70%) 71951 91% [11]
(78'2'/2"2'5(2“?%) 23 f ORR 87% (JLt}1 CR % 17%) 24 i PFS %K 86% [12]
Nivolumab {7 DOR 16.6 ™ H
o4 (H = 0,
(ASCT J55) 243 #i) ORR 69% (' CR % 16%) B3] PES 14.7 [12]
Pembrolizumab ] 1 4E PFS 1 0S F N
(ASCT 1i1) 55 44 ORR 74.5% (H:* CR % 32.7%) 510651 92% [13]
Tislelizumab 3 4E PFS M1 0S N
o4 (H = 0,
(ASCT J55) 70 1 ORR 87.1% (H:H CR % 67.1%) 40,891 84.8% [14]
N % %K
Sintilimab 96 1 ORR 80.4% (H:H' CR * 34%) 64 HWPE;) fuiuogyi #h [15]
PD-1i + GVD HRAZRE DI TE] 13.5 AN F I
04 (H 3 0,
(ASCT 1il) 38 15l ORR 100% (H: CR % 95%) PES Z A OS ZF9% 100% [2]
PD-1i + ICE 2 4 PFS 1 0S %K
S H %
(ASCT i) 35 15 ORR 100% (1 CR % 86%) 86961 100% [16]
PD-1i + BV o 3 £E PFS F 1 0S &Ny
(ASCT 7i1) 91 41 ORR 85% (H: 1 CR 2 67%) 77%%0 93% [17]

BV & PD-1i #J7f R/IR HL JRy7 IR T — @ FIRCR (LR 1), {2 3897 i %5 & & B i e
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AR BATE PR . 7EXT KEYNOTE-204 IHHHT 7T MG 820, TCiRiRIT 262 nfi, ICI1 A% BV
¥IRerE PFS 5 ORR. 1E 55 4 W #5231 — FREE 1697 (1 235 1, Pembrolizumab £ BV ZH ¥ PFS
23N 16.4 AR 8.4 4N H: ORR 4354 66.7%H1 53.6%. £ 249 4252 i R &% UL L BEAT 167 B B
1, Pembrolizumab ZH411 BV 4147 PES 23514 12.6 /> H #1 8.2 4 H ; ORR 437y 65.3%7#11 54.4% [19]
I % o BB BA B 7T R B2 1CI 5 SRIGTT B 2 4F PFS R B ER THMMAIT4H. BV BG
1hI7 4 e BV BZG (5359 79.7%- 49.6%. 62.3%7#11 36.9%, p < 0.0001) [20]. BV {EAN#E[a CD30 KT
ABERZ5Y), HIT 85 HRS iR (Hodgkin and Reed-Sternberg cells)# i CD30 ik /KF# V)45, 1 PD-
i DU 3= B i 1 R A e T T A BRI AS RIEAE A, JUHJRAE 9p24.1 §734 J& PD-L1/PD-L2 53
ISP S NI RCE N R . A, MR TA SR (tumor microenvironment, TME) i 15 PE T 4. iR AH O
5 I 4 i 2 22 P 24 oL R -3 (R0 ) SR B 0 P %, T SR SR 8 YR T S I B i 24 7 T R R A FHI 2]
FEM 25K 7T, HRTAFFC R, BV 250 G855 CD30 ik R, 244 A HER In & 40t Py 75 R Tl ns
SR FEAA; T PD-1i W25 AT 688 K b5 R THRE T IHE T DR MR A T 410
TEA RZENUH] . AR X LML FIRAR, H B TRAGIE ST 7 51 5K KRR IR &0 7 .

2. RIR HL BT iBieIT A&
2.1. CAR-T §T3&

CD30 7F R-S 4liffs % KIE, MCNIRTT HL FIIETERE 5. A3 B0 BV XMEVR AN 52, {HRH
CD30 #[f] CAR-T JTiEAE & 43 OS (p<0.001) [22]. CD30 CAR-T ZHMIAE cHL A& 4h K /)N bR AK P 5 Y o
JEPLH T R R A RE 1, RIS =48 CD30 CAR-T 4 HoA KA AE S5 M, A4 Sk U7 55 2 i
AL, AT [23]

E—TN T 41 B RIR cHL BE IR IRHE T, 2l & fEE AT [ 2547 7 CD30 CAR-T 4iifif
7, PR RS TIVE NEE bk 40 IS BRia I I 32 Bl &, ORR ¥ 72%, CRR 4 59%; fEh
KiftiTi 533 KJE, i alvEfl 10 1 4E PFS KA1 OS #4535 N 36%1 94% [24]. 2025 4E 5 — Wi 4 L
WWEFLR) . MENG F 25[25]F S HIRMIHRIE, 99N T 8 WERRImRME 7L, it 151 4 38 23857
Fr, 3 E% CD30 CAR-T 4iifiliA477 R/R cHL ] ORR &y 57%, CRR A 34%; {EAzkfivsATIA] 9.5~71.5
AN HE, 14E PFS 251 0S H3 74 39%7F1 89%. CAR-T 7 ikd i/, Ham i R 1 ik 2% &1 (cytokine
release syndrome, CRS)#AK,  ELZEILYIAITF 78 b A W 22 FIl 40 22 7514 [26]

TR 2 AT, A HL BE 7 Bk CAR-T 4H 4 b S IR M, BEHI& 5 2R ) 4k,
UTLIR B 7 22 BOHCTE A P VR RN (R0 55 . TR, B2 CAR-T TR RN K I sk a3, {H 75 i %
SR N SR I RORE . FEIE AR CAR-T 1897 RIRcHL o, FE WK R N AFEMNE: —EBEMinE
¥ J J¥i(graft-versus-host disease, GVHD), &1 - Hi# 4 & . (host-versus-graft rejection, HVG). &y | i
X B g N, AT LAYE )i P R PR BBE Wi TCRadp i FRAI HLA 3RIE ;3 FH bR EL375 o A G 92 10 ) 90 Ak 28 LA
W TE SRR R % SR R A T AR yo T i) ENEARSE[27]. CAR-T 4T ILIAIT
R/R cHL i 24 Js B 3= BT i i IR 308 R B (1 CD30 kb8 2k) . CAR-T A fA7is Al A 2
DA iR A PR B 4k o PD-L1 RIA RS

PRI AL, AR T R B 22 H ) CAR-T it 9 [ ) CD30 A H B H R B S G
AL, TP PURER . SG 0 T MRS I GE M Bi . EBV et T ZHJfd(Epstein-Barr virus-specific T
cells, EBVSTs) & — i 4 & IfiL 5> 4% 41 it (peripheral blood mononuclear cells, PBMCs) 5t /& £ i 2k 73 i b
2P CDASRA BHPE4NM, 15 @i /0% EBV HUE(EBNAL. LMP1. LMP2 Fll BZLFL1)#) 2 Jik 1 A& 70k
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H

4

&

Sy SRS B A0 AR AF[28] . — IS fg R A4 R IR F i FH CD30.CAR % 3 ()XHE i EBVSTSs JA77 CD30
FH 1 6k B3 B3 PRI PR AT 98 IEZE 3B 47 7, EBVSTs X} EBV HUJE AR, VR HEHE R EBV FH M
JEZINE, BRI GVHD R4 [FS 1T CD30 722 #F R NG L) T 4Bl b %1%, CD30.CAR-Ts 1] HEIH R
XA FHER S R R R A T 4080, AT e R, 89 T CAR-T 4k mEEATE[29], iX
R g% s 2 B R VRTT SEUA R T 40D Z 40058, Feal& EBV FHYE cHL 24 a5 AR, 184t T
— PR B HT R TR HISAEAR BRI S v T 7 £ [30]

EARRHE i CAR-T W] 4 i o M ag 4 S 1 H 7 10 S5 b 3k, (I ey 241 L o Ak 3 28 41061 0 AR 45 T
PRI FCR VR, wekss HAE R RF AR [24], AT A #E 1) TME ) CAR-T 4Hfid, H M2 TME MIfigkR
GEiml, H5E CAR-T i& M. Flan%t*F TME H M AH OC B G4 g (bt CD123) 0315 1% B 4f (T CD19)
(1) CAR-T /= fiti. PD-1/PD-L1 filix 538t CAR-T DjRekns, wIHCA A ICI B b iyg 8. T HL
FRAEPE G R 40 HRS 202 70 Wh K- F T 55 48 S e i 4 i) CCLA7 X R E v, @i 3 A
UG CAR-T 4351k CCL17 %2 4A——CCR4, W {Eif CAR-T 4ifiid[n] TME HIIRIE, AT o s
P£[31].

2.2. Rt 5%

Y0 H 1 R RS (histone deacetylase, HDAC)TE VA2 40 H 8l A . A7 3% J% G 5 b 1 S5 BUJ 14 1% b ke oG o
YER . —T5iFAG HDAC 0751 —— kL =] 4t (Panobinostat) /£ ASCT J& R/R HL &35 if17G &5k Al 4 1k
(TG PR A6 22 B, A b =) Ath B 24 76 22 27697 R U 129 51 HL B8 3w o VA M, 27% (1 - #18 3 CR
B¢ PR, H{7 PFS N 6.1 M H, Tifhi 14 OS FN 78%, H.MAEL =) A it 5 14 v % [32] .

W 4k 5 =] (Everolimus) A& — b 5 A 25 25 ML 1) #E 55 400 1] 771 (mechanistic target of rapamycin inhibitor,
mTORI), 7E R/R HL [iAI7 i Bon H— @ IR J1. — T BBy b0 S IR 7L, L99N T 57
IR AETR T R MU B3, AR YEBE R 243097 5 0 7 J 38 6 21, 3 ORR Hi CRR 7371l 4 45.6%7F1 8.8%,
hA7 PFS A 8 AN H[33]-

AFM 13 £ BsAb #] [&] i 45 4 HL 4022 1H ) CD30 A1 NK 41 il % 1 () CD16A, A« St 7,
POE NK 2P 40 M 250k, AT %455 IoRT 20 . 78 KEYNOTE-206 1b #Alls R 1% 41, AFM 13 5 Pembroli-
zumab BXA J7 EAH45 30 #iXT BV 697 6 RN EREIR ST 5 2 K B E ) CRR F1 PR 257715 37%F1 47%,
Hrhi s 24K ORR 1A 88% [34]. AFM 13 BX& i MoRIEH) NK 4077 R AE 37 B h ALBEAEIR T 4k
BN T 2610 cHL B3 FRik 3 93%K) ORR Al 67%M) CRR, 4z PFS & 8 /N H[35].

Cami & — X%} CD25 1f] ADC, — Wik W58 &I Cami 7£ 47 HI AT PEA4 1K) RIR cHL G th I
B A R AT iR 224, H ORR A1 CRR 43 %13 51 83% 41 38% [36] .

WP TVETE RIRHL AT PR B T B387 20, EENLHZ I H A B 2 5. HM s
1% B 2Ky 1L (CAR-T Cami)ili i BA T8 i MR IR 5, T A0 15 = ek 00 o) Bl 5 W 388 4% TR 42 1) 2459
(HDACi. mTORI)E £ LI Pimdahl; XH(AFM 13)/ T P& 2 8],  Hoyr &k B HsinE 3 5% 208 1)
HE
3. XF RIRHL ®&E&ITHLEBE
3.1. BV AT HIE R AHSKFEHEHXR

— i Z FrO EEERT AL A T ASCT J5 BV RFZEREFIEXT 2 4F PFS HI520 . BV IIfEHFAIE N 1.8
mg/kg/ik, 316 AN, BAF 1 RIS RRFIER 75%0L B, BAS 2 [ & 51%~75%, BA
B 3IEE S <50%. ik ANEER) 2 4F PFS 22K 80.7%, HrRAFI 1 4 89.2%, BA%I 2 5 86.2%, BA%I3
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N T7.9% [37]. WRFLEHEE N BV ISy 1.8 mg/kg, TESLFE T EAR LN 16, 450K, Bt
brizszit BV Flsdaa it e RRR, Horaoler, (B2 TEaEH, 230EHE Nk T
3.2. EFREATRART, R/RcHL B ASCT B EtiFE

7 NCCN F1 CSCO %548, ASCT /& R/R cHL & AT ahri i %, Alf#4) 50%M R/R
cHL BE RS KT AT . AL U T 5 4F 1 KEYNOTE-087 46+, —/~BA%13L 210 41 R/R cHL
HH I WONEZ2E ASCT Al BV I697(69 11, BAZI 1), #E3Z3d #fikAkyr Al BV B K452 ASCT (81 44,
BAFI 2), $eszik ASCT {HA S BV 597 (60 5], BA%I 3), Lk fra s % ik & (progressive disease, PD)
(1553 5354825 Pembrolizumab 377 < 2 4, &% CR J51E%, (HES:HIL PD MEHEEZHE TR
Pembrolizumab ¥&77 . FFALREVIRS ] 63.7 A~ H, ORR N 71.4%, H+ CRR A4 27.6%, PR %A 43.8%;
FAF 1 ZEBAF 3 i () ORR 235 78.3%. 64.2%71 73.3%. 142 DOR A4 16.6 >, B\%I 1 ZE\%1 3
K F A7 DOR 20514 25.0. 11.1 F1 24.4 D H[38]. FHGRIG KR I, BAA 2 (K452 ASCT) & K197 3%
AR S, IR U B ISR e i T 7 %8, AEREE U7 R/t USSR A TRIE AT ASCT &35 il 7
%, DEAENIE AT ASCT BE ISR %R, XIME T ASCT 7E R/R cHL JI7 I EEAEH .

{HJ2 HDCT/ASCT W[ g5 8™ 5 1) B Bl A0 ) Sy, HoF B3 A B BB ) S 4k O Bl 2 g A Vs 0 XU
[39], i BLHFARRTA B #AF A& ASCT BT ResZ 25 T- ASCT, Bl B e eiayr ik K&, ASCT
LA A S — DR k. S0 E R, TELZEHEMRERA . SR E . 57 HIE T 7 Z A
HDCT/ASCT ja 77 BV SR R kA e ASCT 3 F1:[40]. B BV Fl PD-1i 25N, XX EL254)
TR B8 2 T I S B VR T B S VR T IR BIVR R G, AN T IR Bl S ASCT [41]. 7E VG IS bk IR 72
“H(GELTAMO) = 3)1¥) BRESELIBET #t7tH, Hiji#52 BV-ESHAP B ESHAP 77 £i5J715 %] CR 1) H &
(Deauville ¥1-43 1~3 43) LAl 43 514 70%F1 60.6%, 1A% CR [(iX LB KA BV JLEAITT kL ASCT,
KIE CR # KR HkE:, XK~ RIRHL 1697 17& & ASCT KL 3R 4L 58 B A O IE (4 [42] « EH WANG
C F[43]EFH—IGIN T & Hh Pt {th 52 (decitabine) Bk & R B A1 Bk B 4t (Camrelizumab)y6 97 19 171 41 35 1)
W, V69T EiAE] CR HARHE:Z ASCT 1) 87 5 i A SRAGRR PRI N2, B 2 47 )% 3 4F PFS Z43J)l)
N 81%F1 70%, %I7 5% ASCT k&4 5 Pembrolizumab 4EFiG)7 0BG HI2Y, 5 18 NHIK
PFS F Ny 82%. FEWFIUH R ZGMIEE 7 REAC ASCT RN, Kokl vy 38 o R 2 5 RS v 1 A= Wb S 40
T ASCT BI I 3R 35 1 B o

3.3. RZE RIR HL MRS BIRE

DAAEFRAT A E s I PR 23 A e S f A — 28 A S0 S48 AR, Wiyt BEE . WREGHH 2 E1 2
M vH &5 DL J PETICT 5 SR TN A VA T7 ISL, AR T a2 v6 97 I AR 1) SR 1EAE HIl 551X L6 4L S br 4
WK TG R, 75 BEIRA TR T IIR OR BT A 5 A0 I 77 T B AR A S 2 B T b 420

MILIAK A ZE[441BFFE R B, e AH O¢ B g 4 i (tumor-associated macrophage, TAM) I ZE FIRHIE 5
HL BHIE R A G, HARERIEK TAM £ A TAM B T 4F 0 TS AME , 9] 40 B b4 i = R 35 PD-
L1 Are 5A RS AH G

1RIT BTG AR DNA(circulating tumor DNA, ctDNA)ZKF AT 1 G975 N ATk T 2 G0 1k o e 485 51
FITRINAR E o AE B2 30RO A T AR M i A0 A A RIR cHL &3 b, Th s %E4k ctDNA /K-
by a6 5 18 A H WIGIT R PFS I OS 25 AH ¢ . ctDNA v 3 M il 6 97 3 18] 55 /)N 5% B3 i (miinimal
residual disease, MRD)>k45 5 R/R cHL AT ¥ 3K [45].
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&
43

EISAZADEH R Z5[46]i@id ELi% B IR R EEE AL, Ann-Arbor 43 #. FruEAL 5EE{HE (standardized unit
value, SUV) max. SUVmax/hepatic background SUVmax. SUVmean>41%. & 1A F (metabolic tumor
volume, MTV) >41%. MTV >51%%5 AN Al R Z % Jz PET/CT 352 H00 Hidll RIR HL H8 9kt CR 75
JEE, IR LT A LA J SUVmMax F MTV > 419%%5 R 22 Tl BorE 16 97 s N oA I E 4R bR, 1X—
RITRAN T 1545 Deauville 5 73 E 73 AN 5 T4 B e B U S BRI SR i, AN 1 R ek B30 ARG S Joa
MEREE R, NImRMEAIRIT SR T H A
4. N

JEAESR RIR HL [H403% 16 )7 BUS R EJ8 , IX YR YT 7 RAMN R E G 7 B H WU, i ELR I P
TRITSREE . WD TBOT B BRI i 77, R 5t CN G S Ruf T B 4k e 2 — 2 ARvA Tk
HIT o

FERIE M HL 3 oh, AR EOm A2 2, BL BV B PD-1i 255 M 25 Wik & br v A o7 AR 22 1 4 s
BT R, BAESGATRER ZRTHT R E ST, S HL — &7 e, T —2%iG7 )5
SRIEE, BV H PD-1i SO ARKIGIT /7%, w4 ASCT s/ 1) CRR. 4%t ASCT &K
XEVEE HL, S8 iRr ATISGm L CAR-T. mTORI A BsAb &85 07i%, SR H &35 (7 R0R KL 4T
(12 A1

X T 2400 RIR HL AT i S A7 — i SR PR I o B0, ZHCHMEW. J7i BB 7 S Z KA BE
VidE, R SO AR AR 0 A R — BB E . LR, ARNRYT SRNE 2 (a6 Z B 0t Sk L
BT, MR TIPS R EEAN . =, T SO AR SV MR G — e, ZEGEE K
VT IRBEEEEE . G, SPARERT TR NANBERBEAEIRYT 57 TARERCK R R,
WIG I T BRI T LU R o AR SR T SR R R R AR R TS AR B, TR JC T ASCT RPRT 3R
AR, WIS F AN ORI MR, e A B MR LR IR T T R
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