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Advances in the treatment of peripheral T—cell lymphoma

LI Zhiming
(Department of Medical Oncology, Sun Yat—sen University Cancer Center, Guangzhou, 510060, Guangdong, China)

Abstract: Peripheral T—cell lymphoma (PTCL) is a highly aggressive subtype of non-Hodgkin lymphoma with poor
prognosis and limited efficacy of conventional chemotherapy, while significant heterogeneity in survival benefits exists
among its subtypes. In recent years, advances in understanding the molecular pathological mechanisms and tumor microen-
vironment of PTCL have led to emerging therapeutic options, including targeted therapies, immunotherapies, and novel com-
bination strategies. In first—line treatment, the standard regimen of CD30-targeted antibody—drug conjugate brentuximab
vedotin combined with chemotherapy (BV-CHP) has demonstrated improved outcomes. Further enhancements in efficacy
have been achieved by integrating epigenetic agents (e.g., HDAC inhibitors) or exploring chemotherapy—free regimens.
For post—remission maintenance therapy, agents such as JAK inhibitors, HDAC inhibitors, and immunomodulatory drugs
have shown potential to prolong remission duration, reduce relapse risk, and improve survival outcomes. In relapsed/re-
fractory PTCL settings, novel targeted therapies (e.g., PI3K/JAK inhibitors) and immunotherapeutic approaches (CAR-T
cells, bispecific antibodies) have exhibited promising clinical activity. Moving forward, PTCL management is evolving to-
ward precision medicine and multimodal strategies, with prospects for further survival improvements. This review summa-
rizes recent advancements in PTCL therapeutics over the past three years, providing evidence—based references for clini-
cal practice.
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AN JE T 20 Bt 90k B2 988 (peripheral T—cell lymphoma,
PTCL) & —2H v B 57 ot M i) A= 22 PR 2 4 bk L 08
(non—hodgkin lymphoma, NHL) , 29 /5 Bt B NHL 1y
109%0~15% , ‘H WA B 645 HDF T 240 i bk E2 0 448
I (peripheral T—cell lymphoma, not otherwise speci-
fied, PTCL-NOS) . [ 4% 4 K 41 Jifd bk [ 9% (anaplastic
large cell lymphoma, ALCL) S 4} Ji T 21 Jfd 34k £ 983 £
UE 761 % Bl T 40 i 3 B (peripheral T—cell lymphoma
with follicular helper T—cell phenotype, PTCL-TFH )
[ G455 il A5 2 B 240 P T 240 B 98k B4 98 (angioimmu-
noblastic T—cell lymphoma, AITL) |45, HAE 24170
BB, ImIRBUG 522" . PTCL YL 56T LA
f¥7 (4 CHOP J5 58 ) g 3 (B i A L 5y 52 & T
2, 54 A 47 (overall survival , OS) RN E 30%., i
SRR, BEE XS PTCL 731~ BEAL I K b i G2 S5 0F
FERIAWIRA B IR YT iR 7 SO R 536
J7 SRS 1t B PTCL 1936 7 U R 1738 1 A
B RMB LR Y I E A £ 2 AR
il 3% (histone deacetylase inhibitor, HDACi) | £ X 4§
S 7 5 38 % (0 PI3K/mTOR  JAK/STAT {55 538 J# )
73 T4 1) 25 ) B s BE BT (A0 CD30 54T ) M
BPUF SR T A 42 5297 ¥ (chimeric antigen recep-
tor T—cell immunotherapy, CAR-T) %5 £ 1% #7 M IIfs IR
T30 i BT 1o e R S B B o [ P, B 1 5393
PR TRE IR 7 SR W (a3 ok 5 PR 22 38 935 8 40 43 PTCL
SR ), TETEA ) e S A AR T AR S K
AR RGLER T UL AR PTCL A LR IR YT 1 AR 5T
PR RAERT TIRYT J7 SR B AL SR, X5 R oK
PTCLIAYT BV LE A T 1) #EAT JRE B2, LA e PR 552
BAR S H AR

1 —ZETitR

PTCL ) —ZIR Y7 2R H LA BUIR S 2459 Ry ik
B AL GEALTT 7 %8, A1 46 CHOP J7 & (IR B Bt + 2
F R+ K EF -+ e ) .CHOPE J5 % (CHOP+
WAEIA ) L5 &= 9 £ EPOCH J5 % & Hyper-—
CVAD J7 %8 (5 7 i IR e R+ i+ 2 2 L A+
IR ELR ) AED BRI, X AL GE ALY R BT
RAFAE — & W Jm PR . b, CHOP J5 Z2 75 1) 242 1
W B8 B4 5 (anaplastic lymphoma kinase , ALK) FH 1
ALCL B E h AR 25 1035, 54F OS %8 70%~88%

JIE R N i Rl /N E R S O S S R (i
50%“%", 25U, Hyper—CVAD J7 28 n] fdi ALK [k
ALCL H 31 34F 0S 35 100% , (HHEBR 1% 4 )5 , 3
AE OS R 2 50% DL T AR B X Wik 1%
SRYT AR BUR Y PR IR T SO G T R
BB AW ITF R , i PTCL M — A r 14 T4k
R mr ek
1.1 CD30H A BERAMER ST

CD30 7E ALCL v &2 $URE 5 M & %58 | [A] i 7F
PTCL-NOS , AITL % A o th A7 7E AN [ R B A 235
A A F- 5 B3 (brentuximab vedotin, BV ) 52— Ff 8 i)
CD30 H T4 245 Y1 B ) (antibody drug conjugates,
ADC) , W] 38 1o SEL P 4 e B9 0375 g At A e T
FEHU IR /E ] . ECHELON-2 B 5% & — 351 11 4 it
U BRI, HedE T BV-CHP (4 A % 5 S+ A
WEfe+ 2 22 L B +IR JE W) 77 58 5 CHOP 7 8 — 4R
J7 CD30 FH ¥ PTCL Y97 34 M % 4k . st vh
ALCL J 35 i A4 38 1 70% , 45 3 i 7R , BV-CHP
Tr EAEA G I A1 LT B 0GR R A AT
BV-CHP 21 5 4F Jo i#t J& 4 47 (progression—free surviv-
al,PFS)% 4 51.4%(CHOP 241/ 43.0%) , 54F OS % Ky
70.1% (CHOP 4 4 61.0%) , 5¢ 4= 2% fi# (complete re-
sponse, CR) %A 68%(CHOPZH /1 56%) . I b, BV-
CHP 20 f& 3 A1 J& #t 28 993 % (peripheral neuropathy,
PN) (1) % 4= 3R i Z A% T CHOP 41 (52% vs. 67%) , H.
IS R AR 25 8%, T F s 45 5L, BV -
CHP 22 5~ ALCL A H:Ath CD30 FHAE T 41 A bk 4 95
(1% CD30 £k ) AR IE—LRIRIT R EHATER
()5, BV-CHP 7£ AITL 1 PTCL-NOS V. £H £ % ()
A2k 1 A

— 3 11 3 s R B 5% 1F 76 P74 “CHEP-BV” (R
CHOEP B4 BV) F¢ 8 BV JL[E A Y7 1 Jy PTCL —£;
BITRIT AL S AR ALCL (3, 45 5%
R ST RS T et R A B MG R (objective re-
sponse rate, ORR)J 91%,CR 8 79% , H AR K AR
JYAHORAET o o — T ] B St B AR 5O AL AN
AFE5Z BV-CEP (4E A1 Z 1 B0+ PR Ik e+ FE30
TR B RIBITIPIA ALCL R WA T
PTCL-TFH Fl AITL % , 45 3 .78 ORR 4 89.5%,
CR %4 52.7%, H:vh ALCL 1 AITL i 2H 1Y CR %43
A EN 100% F175% . S51E54657 75 58 (1 CHOEP)
AHEE , BV=CEP A ZE K PFS. WZHA K F 14 (adverse
events, AEs) K AR AT, HEFENRE, X
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BV-CEP J7 RiAy7 B AR L AEs S BUAYT H
W sl A8 T B ) . 2 BV B A4k T 7 £ AE PTCL
BE M —ZIAI7 PR R AN R
1.2 CHOP-X

7£ BV-CHP 77 % i CD30 BH ¥ PTCL A9 45 i
—RIGIT T FZ 0, CHOEP J2& ME— % )32 1 Fi Y
CHOP I & HAB 254 (CHOP+X) 7 %, I PR A
B, 6 T AR <60 % H FL IR It & B (lactate dehy-
drogenase, LDH ) 7K~F1E 1) 3%, CHOEP /7 & v 2
# H IO F M A A7 ] (event—free survival, EFS) , {H fh
FACTT ARG BRI I, & AE R MELL N R 55 . BR
CHOEP 4, it A5 Z I 75 %F Hofth CHOP+X 5 4E H
PTCL—Z38Y7 W7 RGHAT T 1Al
1.2.1 CHOP-RWIEMEZHGY RIS 2= iR
25440 5 HDACi Al DNA F ZEAL 731 5] (DNA meth-
yltransferase inhibitor, DNMTi) . 7 PTCL & ¥7 40 41,
WFFTHE 12 1) HDACis 45 % K 3 | D1 ] At Fi g
KA B, DNMTi A 45 Bl LA 4

—I5 AT 5T PEAS T Ro—CHOP (B K b ¥ Bk A5
CHOP) J7 % FF PTCL —£3A )7 7 3%, 45 3R Wow
%7 & A RE k3% ORR \PFS #1 0S, HLIGYTAH L1k
Hahn, S B0 K M e T R METR 1 PTCL Y3 1
WERE H R S5 T R, 7 PTCL-TFH M
20, Ro-CHOP 41 19 rh {37 PFS I 3 £t F XJ B 41
(19.5H v5.10.6 1 H , P=0.04)" X T U1 F] w4,
I I BEHL T 0bR % 19 CRESCENDO BIF5T 1F 7EHR ‘R
P H G A —Z CHOP J5 2 J5 W16 PTCL B 3 WA YT
ghJmt . R E EWF 25 VE IR A R (C AR E & H AR
A A CHOP X 9134 PTCL Y7 3% 0 uF 5E &2
ok A BEPERFFE s o SWIFT#F5E (£ JF
bR PR I R, #E 14 41 0] R4S %) PTCL-
TFH #] 36 5 % P, ORR 4 85.7%, CR F N 71.4%,
PFS &5 SRAERE VT, 280N B ROV il n] 4%,
{HPE IR A A CHOP J5 R AE b — IRy T A7 5 i —
AREALT BBFSEI0AIE . 7 DNMTi J5 T , — 3/~ 1T
WA DAL T R FL MBS CHOP 7 2 T PT-
CL—ZRIR97 BT 3%, FRai A 20 6 i35 (17 41 TFH
WL ) , 25 5 5 7R B A CR %64 75%(PTCL-TFH ¥
2H°H 88.2%) , FIT A7 F8 1 2 4F PFS % 4 65.8% (PT-
CL-TFH W. 41 & 69.2%) . It #F , ALLIANCE
(A051902) IT BAFEAILIG K35 (NCT04803201) 1E7F
TEAS BT LM 56 & CHOP Y —ZRy7 2341
122 ETFHFHREWH CHOP-X BEWLFF F

- 300 -

[ % GUIDANCE-03 ( Il BJ3EFfAL  FF AR 25 M
X HEO) 5T 20 CHOP-X 41 %F % A 7] 5 Rl 2 A5 i
FHAS TR ) 25 W16 CHOP 1l & ML IRIT T %,
WITET2/KMT2D 28745 B B A BT LI T\ TPS3 28748
% e PG A 7 . CREBBP/EP300 28745 (B F B4
VUIRAR R , T R 58748 FB O IR A5 R TIR B i . 45 5%
78, CHOP-X 4 CR % & 3% = T CHOP 41 (64.6%
vs. 33.3%, P=0.004) , F1 {3 PFS i} % 4 K (25.5 1 H
vs. 9.0, P=0.041) . ZMF 5 AL S HF CHOP-X
YEN PTCL —£3A 77 7 48, BT 3G AE T 2 F-hr )
UK BIETT R AIG R AT A7
1.2.3 H CHOP-XIRZE I Mo —Fh fa s
PSR, 2 — 30 Z e TG R 98 v, SR B &
CHOP 7 23697 2406 AITL R 45 1 R 5E 4
A% i 2% fit (complete metabolic response, CMR) KN
41% , AIBWFFE TR FRUE , 2 4F PFS 2201 0S 25351
42.1% F159.2% , 15% (1) 8 3 DRIV 27 3 1 v iR
I7 BRI R IR AR 25 A R . SOA% I R BT 2
—F AJEAL CC ¥tk N T 524 4 (CC chemokine re-
ceptor 4, CCR4) J s TR, 76 H A& — 30t 11 W1 5%
HIRA CHOP 7 3697 WA AR R 22 M N T 41 i
[ 1fi 9% (adult T—cell leukemia, ATL) , 4% 5 5 7~ CR
FHORR 43 51N 64.6% F191.7%, 1 4F PFS R F 0S
RN 36.2% F1 66.0% , H1 43 PFS £ 0S 43514 0.7
AEFN L6 4F, WL T T B AN E A B R 8
PE CCR4 BHPE ATL ZAF & A AE> . BHT—WF
£l PI3KS #1471 Ot 1) 28 ) BK & CHOP 7 & — 4
J7 PTCLYT AL LINCH #F5¢ (NCT05949944 ) %' 1F 7
AT AR E 2024 4E 7 A 19 B, 15 51 7] 374 f3 h
ORR Jy 80% .CR %} 46.7% , W] & B /n 1% W5 07 %
TE—IRIT s 1 .
1.3 ALK#FIFIBEELTT

i R R — /N G T 2 T K Bl 0 i 7], T
B ) L 4G ALK 76 N 1Y) 22 B0 % SRR G . E JL3E i
JiE P YE 40 (Children's Oncology Group, COG)
ANHLI2P1 #5538 , 5% e 5 hrifE— 2 LB 5
(ALCL99 17 %) Bk A H T —283A 97 ALK BH M ALCL
L, S5 B R 24 EFS %4 76.8% , {H i 12 #4 FE 5+
PR 0 S SR A N iZ o 1 55 — A BB LR
BV BE G LST )7 %8, 2 4F EFS ZEH1 0S 2243 5110 79.1%
H197.0% , HAIEINEEVE> . $7m ALK #1350 78 L
# ALK BHE ALCL —Z3697 il e ik — D4R &, i
BV B ALIT 5 N R BT R E o %W 5 7F 95
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IV 27 45 R 2 I di 0 B 8 1) B Hi 2 B, 32 82
NPM: : ALK %% 5 7K S F BT ALK Bt 4 3 B2 Xt L #
ALK FHYE ALCL 93697 48 5 S 1 WPAS B AT &%
e,
14 FBEBYBEES " EUT ARER

— I Z v T IEF5E DAl T B ok B A
SR FE i I7 BAEWIIE =60 2 5% CIRS PE43>6 43 Y
18~60 %/ PTCL &% , sl 58 # I AR A 52 407
1 PTCL &8 3 iy s 52 2k . 453 7R, ORR
H65.2% , CR & H 26.1% ; W1 57 2% fiff 15 22 15 1] ( dur-
ing of response, DOR) & 10.7 1 H ,i5 %] CR 1) R #4
DOR 9 27.1 1 H , 2 4E PFS EH1 0S #5354 31.5%
F149.5% . ZERG T S0 % VERHE S REAT iR —
B EL AP, $ 8 B K Ml S SR R E IR A5 T AT A
BRSO E A2 AT 1Y PTCL BB 0B S0 iR ik
igte N

2 DIELBITIHE

PTCL 8% B e 2 A0S P RCR AL, e A7
FRMPRARE A, PRI T 38 1T 240 M A2 A (he-
matopoietic stem cell transplantation, HSCT) . HSCT
L35 [ A I T 20 e A (autologous hematopoietic
stem cell transplantation, auto—HSCT ) FI 5 3 PRl 32 IfiL
T 41 g 7 48 (allogeneic hematopoietic stem cell trans-
plantation, allo-HSCT) . #E 73 #F 5% 5% ## T auto-
HSCT £ PTCL — £ ifJ7 f A9 224, {H PTCL & &
JE T M auto-HSCT HRAR AR A AFAE S R A PHEF

IR R B — 358 22 o0y ] B P AF 5 ) B 7R auto—
HSCT Tiﬁﬂﬁl%%fﬁﬁﬁﬁ{k%é?ﬁ% (first
complete response, CR1) PTCL & % 9 5 4F PFS 3%
(63% vs. 48% ) F1 54 0S F(70% vs. 50%) ; Z N F 7>
Hr k5K, auto-HSCT A] {2 25 JE < i8R 4 1Y PFS (HR=
0.57,95% CI:0.35~0.93) #1 OS (HR=0.57, 95% CI:
0.33~0.99) , I~ IV I /8 2% 3 s S oW WA o T B iy
WA T 290 i 9k LR T (NCT01142674) R 55 1
2006—2018 4F- 1 669 il PTCL & # , It 735 i i %
AT R IR, P AT auto-HSCT 1) 66 ] % 10 4F
0S 15 3| 1 35 % (62% vs. 40%) . EBMT™ [u] Jii
PESI T T 2002—2022 4F FY) auto—HSCT Al allo-HSCT
P19, & B auto-HSCT 7E CR1/55 1K 5¢ 4= 52 i (sec-
ond complete response, CR2) Bt BE R A1 1Y (24 T 5 5
L, — 2452 auto-HSCT B AL T 4 e =
UL T allo-HSCT Y U5 32 28 B0k T #6481 Y

PR, SRR T AR B A TR G
3 —HKIRTTEMEHN%ERS

HeFFIR YT A PTCL 48 58 LW b — £ 3R 7 5
F| CRE{ PR G , 4k 2R 25 W LIR30 HE % 5 Kk
TR T SR, LA O H bR 2 2B K 05 2% A 0, B AIX
BRI e A2 R AR, T YERRIR YT
YRR IR B AR A
3.1 JAK13DHIF

KFE R A R 2 BRE A B PE JAK L 1]
I, BERFE AT RO K JAK1/STAT 38 % , B 7E & &/
MEVAPE PTCL & v SR H R A i B s o7 54 o
11 3 £ oL i BEPE JACKPOT26 i 9852 & 7R 174l %
IR JEAVE N PTCL —E3I8 97 it o HEREIR YT 1T
BRI e T AL g A 48 1] F & (JLrh CR 30
1, PR 18 4] ) , 3= g LV 4045 AITL(31.3%) \PT-
CL-NOS (27.1%) F1 [ #8 2% 1 40 JfL (natural killer
cell, NK)/T 40 L ibk B8 (27.1% ) , 45 3 B CR B
2 R E R e AR HAIT R 12 H 24 H Tt
975 A 77 (disease—free survival, DFS) #4341 4 82.1%
F173.7%,38.9% 1) PR B FH 2 Qe Fe 697 Ja i
CR,PFS} 17.4H , %7 DOR }23.91H ,$#En K
FIE B JeE R PTCL —Z3A )7 o AE RGBT 2549, W]
FE CR B 1 DFS, 235 PR & BT R0 o
KR, B2 20 RAF, 5 WY =3 J0R7T
% A R FH MY (treatment—related adverse event,
TRAE) FE MMM A RF1F, HZ 40 TRAE A ¥ |
A%, JACKPOT26 A 5% i 7 X M 8 Je A Al ol
PTCL —43677 a5 B AE R 7 56 -
3.2 HDACi

VOB AR BV S — 236 TT G2 it ) 1 e R R 97 1)
J7 % B 22 78 BB 5% oo A BT AR — I LS
ARG EAL T BV BG AT RIRYT R T B
KA 4R F5 6 97 7E 9116 CD30 B PTCL #% H i
SPGB BN, ﬁaﬂxﬂﬂﬁﬁ EEARCIK (Y
BH S 2%, ORR I CR R 4> %l 87.9% Fil
75.8% %7 M2 RAF (0T Ek%ﬁﬂ’][&ﬁ_wzﬁ
WEo 5 —T0AE 2024 4F BRI 1L 3 2 P13 23 (The Europe-
an Hematology Association, EHA) K2 /S A 45 R 1Y
[l JBE P A s A D SR AR e o — R 4 Hr i
TR EPuPFs%uosiﬁﬂ%ijs:?éu,,ﬁ\%ﬁ}aﬁ%ﬁt
FHRGARIT IS VA AR R B . 25 1 PHAAR
WA B4Ry PTCL — 23R 97 Ja I 44 7 58 (HAD
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A R S
33 &EEATH

2023 4 — TR ST PEAN T R R BE AR 2 R IMETR
£ PTCL H AL T 2 fip IR AR ANE A R 1) 2 h Y
Y FFIRIT RORDY 45 B R ERRIGIT A 1AE PFS R
H49% , A OS 28 344~ F, F BRIR B K 25 mg
qd 4EFHIR YT AT REA B T B K 22 A 1, AR 4R inyT
VR R ES SRR

4 EXRMEEHEPTCLEIHE

TEE R MERYE PTCLBYIAYT  , allo-HSCT &
G A BT B, HBB A T3S CR 1Y B8 TS
WA, SRR EIRIT T RN BE T AR At
R auto—HSCT # 17 X 43« X} F K 31 %] #F 17 auto—
HSCT (1) 55, T AU K I 85 S 3697 A e 5 X
F 1R HEFT auto—HSCT (1) 583, T LU ] filg bl s 3k
1% CR J B A%, Bl X+ PTCL % K JLAH G 4% F 95
FHRATL AN IR T A BE I8 TR, 2 L 245 4 4,
WA K IMEIGYE PTCL BTG T e F%

4.1 FBEEHY

411 RMBEEGY LR, 7ERE RKMERE
PTCL JAYF 453, , %F HDACi Fl DNMTi 1) .25 & 5k 4
FRHARER . —I [ W58 (NCT04447027) %%
FHRAAR 75 %8 (% K =+ B L+ b ZE R AR+ AT
B Wi )67 5 & IMEG I PTCL 83 , 45 R W 7R ORR
H56% , CR #4 12%; TP LBV I B 18.2 4, 1 4%
PFS M 0S T 514 14.9% M1 63.3%., 1%)7 F4 4
PEAT 3, ATAE N AR 2 B MR 97 7 € . BELIEF B
FOTSE IR T DUR] R b AR 5 R MR T PTCL R 3
HHRYIT R, FE P25 ORR A 25.8% . BELBRA fff 55
VS — 301 Z2 vt ELSE A BUOM SR PRI T, PEAR T DLA
FBTE 5 K MEIE T PTCL B R 7 3%, 45 31 B
ORR H 45% , A B 0w 3% 5 DA ) Al 73 03 0F 52—
e, BoR HATVE A E L MER E PTCL B I R0R
S dt o LAt Z mlfh o A0 3R 10 EZH 3 ) 5510 v 3l
i3 EZH1 AN EZH2 54 85 1 54 5 B 1k &
¥R AER . VALENTINE-PTCL 01 #F 584 & —
Ll JERhRES B TTIIEST , B VAR SE %2
A 23097 B R MR YE PTCL BT 88 S e 2k
25 578 ORR 4 43.7%, CR % 4 14.3%, F {7 DOR ,
PFSFTOS 430 11.9H 5.5 4 HAN17.010H oK~
KON DA A d o R 2B . s A3
) M TE 5 R IMEVAE PTCL v o Y 8 2B Al R F s

AN, FLES ALK
412 PBKIERHEXZEY B4 F % (duvelisib)
J& — i 0 Al PI3K 4 500, AT 3 4 ) PI3Ky Al
PI3KS FH Wt 4 it A& < {75 5 38 6 & FE Bt b g 16 H -
PRIMO 5% (NCT03372057 )"V J& — 0 JF il b 25 |
IR AR5, PEAR T R 4 R 98 16 & R X A P
PTCL A P ROFN 22 41k , 45 5 7R ORR N 48% ,CR
F N 33%, Hi7 PFS . DOR A1 0S 435 4 3.45 4 H |
7.89 HA112.354 1, Hovpy AITL W72 55 5 3K 4 e
F A e, 23 BN R R AN & R R
fifi (alanine transaminase , ALT )/ 4 & e 55 & i (as-
partate transaminase, AST) T & (24.4%) hFE ., T
PRIMO #F 78 45 % , H A 1 7¢I & T TERZO #fF 58
(NCT06522737)"*, X i Z L BEALX RIS B 76
Bl 58 5 24 1) 26 P2 S5 AR HEAR T O A B R TR P
PTCL-TFH 7.2 8 25 Hh 7 Al 25 5

MR ) ZE (linperlisib ) 76 1 [ 22 vty R 45
11 A1 PRAFFSE (CTR20210333) 4/ e A4H T A [R] 37 264
152 e IMEIR 1 PTCL B3, 25 2% 0 os H B AT i i
57, ORR 2 48% , CR %4 30% , 114 DOR Ak F],
JIT A IV 78U 35 5% B 2% i v i PFS AT OS 430l R 5.5
AHF14240H, HEBRE T Z M A, 2 e VEREE
SRR —3. 55— ESMT bR | TG IR
T (NCT05274997) 45 t T ALY 25 5, 76 1]
PEAG 5 K IETEYE PTCL B, ORR My 48.5%, CR
F N 33.3%, A W ALE CR F & T PR R il
PFSFIDOR 4351 0 3.6 1~ H F15.8 1 A, 137 OS ik
IKF], B K BB A BV

BR101801 J&— g 84 — 0 i 41 il 51, w3 i 41
il PI3Ky/& Fl DNA—PK 11475 14 B 20 g A= 4 A 3
%, 75 T A0 DIBE A A T, FE T asb WG AR
g 2 WITE B R IMETR M PTCL B3 R
I R K25, 45 5 i 78 ORR 8 31.6%, CR %4 21.1%,
4 PFS 7.5 H , 37 OS A1 DOR i A 1k 21| 7] 1T
4.1.3 JAK/STATERHERXRAY HT [ HJACK-
POT8 PART A B 581 rh 3 Rl 1 85 JE 245 76 B2 R /¥
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40%. W12 20244F2 H ,H i 0S 2431 H . =3
2% TRAE %&£ 50 59% , DL 24224 3, fH ] 38
PR IR AT A AR R, ORI R
JESEA R BE G2 it 4= W AU AR 25 AR 0 A AL 3,
SR MO TE PTCL B 424t 1 AR AIRY T ik #E .

4.1.4 ALK &5 5235 JE (crizotinib) (1 3R 41t
SR T HAE L ALK BH & & /AETR 1 ALCL i
IR BT Y B S B i L AE ALK PR
RIMETR T ALCL o i 5 28 i %2 (CR %2R 929%)™ .
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e PR A Bt 5 11k S H AT o IR s e JE Tiid 24 28 7%, JF7E
ALK P R AEVA TE ALCL 2 30 H 58 35 10730 %
R4y, JUHEE Tk & 24052 2098
o —IE AU FFRZE TS (EudraCT2016-
003970-41)""" [y 5 4 Fifi Ui £ P8 8.7~ , 48 A 1Y 7 44l
ALK BAPES % /eI P 6k L 98 8 (L4 2 1) ALK BH
£ ALCL) A ORR 4 100% , CR K 57% , H{ii PFS Fil
0SBy ik 5] ;6 4~ H F1 124 A (19 PFS 535118 83%

%2 HE/AMEBMEPTCL# A ded) 254 K416 RAF T

Tab. 2 Key clinical trials of novel targeted therapies for relapsed/refractory PTCL
Wosm T G O g noor wers mos Cn U geapmstmmmsn
G i % )
LAF PFS 251 0S 253731
9 14.9% 1 63.3%;5>3 2%
RAdR ( % >k A ML AR G35 (R4 i
NCTO4447007 1 R IMER 5 EbUALI e S, . i BB B R AR
£ PTCL FEOR S + KT8 S AN G55 IR AR E
Ji) RIS ; MK AE £
55 PR AR AL | 1
NI FAE
VALENTINE= 2R IMER 32 F A 11.9 55 170 5 UL TRAE 4 Ifil/Mig
PTCLO1 Il 2 437 143
NCTO4703192 £ PTCL (BEZH12M#5) A~ 4AH A H I/
4091 S 3 Y IR YT A DG 1Y
i AE(BRERTMG 5 EB
PRIMO BRI Vi 2 ) 9 789 345 1235 ﬁ%m%%m B
NCT03372057 f £ PTCL : (PBKyAIIEIFD AR AH  A4H 48 33 SR R FNIMMLAE ) 5 >3
2t AE £ $F ALT/AST JF
TR HR R T A
TR | H R R
61~ H 0S 3K 75% ;>3
AE 4 v PR 248 Jf o 2>
CTR20010333 I 5K IMEG 5 MR | 22 R 55 142 " 20 HE AR L AN AE |
£ PTCL (PI3KS # il 551 ) AH | AB S 1N A8 A N
I W 3 J T A 1 4 i
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NCT04018248 L a/b B RMER 47.5% (PI3KY/S, R 75 NR 36 oL >3 9% AEAL4E ALT/AST F+
PEPTCL. >3  DNA-PK =#5 A o AR R P 4T e i
EEEAIY
o >3 9% TEAE £ b 4 i
JAPCAKRPTO;8 LRG| T (jgf;jf]ml S 443 24 S B D
PEPTCL =2 ™ H ™A ST T UL 24 Y 9 2 A 0L
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1 62%, 6 A~ H F1 124~ H 19 0S #4535l hy 83% Fil
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4.2 BREIRIT AR ST

421 RERATFMEBATERE TR, R
PEA LYY 5 K MR YE PTCLAE 25 FNEE A
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ous T—cell lymphoma, CTCL) & # B} , & & /ME 6 1
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— I H A LS A WIS A T S R
KBTI ECHTT T AL, 459 R B R ORR by 45.8%, H:
T R MERYE PTCL LAY ORR K 47.6% . $i 7] %
4t (lacutamab ) J2: 51 %F KIR3DL2 (KIR3DL2f2: — Fil
a2 BRER U RE 2 ) S8 STF R 259 i R s FE 2
50% ) PTCL 835 thRik o AT, — WAL H ] 2
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B 1 b HHAFFE (NCT05321147) S EAEHE T,

422 WHRMEM=4fFREGESRS X268
AN Rl e L N E 5 g WA O E N ]
Y. 1 L MERYE PTCLIG YT AU, AFM 13 J& — Fil
BV CD30/CD16A BURE 5714 KSR 4l i fr 2 4% , mJ
3 2ok [ P 235 G g 4 L 3R T Y CD30 T NK 24 i
T 1Y) CD16A , 5 7 P b 47 S5 NK 20 % 4 94 12 98 41
Ml —T I AR AL T O 2 AR B R A T
PTCL " A7 8RN 22 4, 45 5 .75 ORR 4 32.4%,
CRF N 10.2% ; )& 7 PFSALZ) 3.54 A (HEB 4>
CRAEHRMG T KM (P 0S2y13.810 ).
AFM13 52l Rk 3l 22 (B 8 3,
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FEVTFAL AFM13 35 A 157 1 o Y5 A% NK 20 Jiid 72 CD30 FH
P52 R IMETR M PTCL A e MR A 14 8 2 4 bk 1 9
(Hodgkin lymphoma, HL) H1 (Y7 &k . =45 F PEAE 42
#ir SAR442257 A]H ] Jib 2 410 ff | 9 CD38 e ik
THIAE L CD3 F1CD28. H R, SAR442257 yllfi R
FIAFZE 50 R 52 HAE & K VA PTCL H ELAT I i) 4%
P R0 S g2 ST ) S AR P B RAN A o i 22
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PEFE T 224K 1 (programmed death—1, PD-1)/#2 J¥ ¥
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BB o — 0 [l a1 S R AT 5 7 3 B, i P Bk
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M4 1] CheckMate 436 f 57 (NCT02581631)" iy
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T 4 M 52 BOKE WEIG 7 o 1710 I K BiF 5%
(NCT03590574)" i 7 Hy R4 1 48 4 1 (T )
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AT AR AT AT 2L BRI UE . Ak, B
Tl 7E B () CAR-T ¥7 2 38 AL 45 - $8 [n] CD7 /9 CAR-T
BRI B RMETRPE T 41 Mk e T B 5
(NCT04823091)"" FI#fl [1] CD70 ) CAR-T(CTX130)
IRYT 5 R MER T 40 B itk 129 (PTCL B CTCL) Y 1
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TR S 2 A e ] T3 S A o s
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46.3%, CR %4 13.9% , "h i PFS F1 0S 731 1y 8.5 4>
H#2334H.

5 #iF
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