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[Abstract] Peripheral T-cell lymphoma (PTCL) is a group of lymphoma composed of mature T lym-
phocytes and natural killer cells. The five-year overall survival rate of PTCL patients is 30% —50% ,and the
prognosis is poor. In recent years,with the rapid development of targeted drugs and immune checkpoint inhibi-
tors,targeted and immunotherapy represented by Darinaparsin, Phosphatidylinositol 3-kinase (PI3K) inhibi-
tor,JAK kinase (JAK) /signal transducer and activator of transcription (STAT) inhibitor, programmed cell
death protein-1 (PD-1) and programmed cell death protein-1 ligand (PD-L1) inhibitor have improved the
prognosis of patients with relapsed/refractory PTCL,and some patients have achieved long-term tumor remis-
sion. This article summarizes the application status and treatment prospects of new drugs in patients with re-
lapsed/refractory PTCL.
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ANJE T 40 B ik B 988 (peripheral T-cell lympho-
mas, PTCL) J& i e T 20 M K& 5 4K A% 03 48 g (NKO
A — 5 DL A LS TP v v R o
NAE E & 4 W B I8 (non-Hodgkin’ s lymphoma,
NHL) ) 25% . &7 W 136 B A NHL fy 10260,
TE S50 1 55 T A 41 2000 P g 43 28, PTCL 8
3 R ANE T 4 i bk B9 - 45 48 B4 (peripheral T-cell
lymphomas-not otherwise specified, PTCL-NOS) . Ifil
R PE T 40883 B8 (angioimmunoblastic
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T-cell lymphoma, AITL) . [&] 2% 4 K 2 itd 4k B 98 Cana-
plastic large cell lymphoma, ALCL) . %54 NK/T 4
Jfn itk B2 988 (extranodal NK/T cell lymphomas, ENK-
TL) % 34 A s A . 98 %8 PTCL & & i A
CHOPCHBERBENE . 2 52 e B VK BT IR Je i) 5
J5 % W 2% fif 2 (objective response rate, ORR) 4 %
80% , Ho v 52 4 5% fi% (complete response, CR) Z
402 ~5020"" . BARKERSr PTCL B # X — &ALy
U (0 30201 PTCL & RYT IR & 8 R s e 4k

125 (1997 — ), £ B2 A - AF 57 Ak o 3 22 35 9k B0 000 40 1) % f B 3R U7
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TR Bk O 5 & /METR PTCLY ™, Bk ALCL 4b.
R K /MR PTCL (8 1 TG 45 2%, A Jo ik g
H 7 B (progression-free survival, PFS) 1 & 4 77
(overall survival, OS) 43 BN 3~4 S H Fl 5~6 4>
H B RJG 5 AR AR RN 20%~30% " [H I
RIS BORIT T R R IILHEE ., H 2 W5
2 W15 B A B8 ) B S e iR 9T AR A e /MEVR PTCL 3%
I R S BT IR T R A SO B Kk HETR PTCL
T R ) R S T I B o R SR AT R R

1 #FEBEIETT

1.1 ik E AR # (Darinaparsin)

Darinaparsin j&—ff i — F JL AL 0 45 5 2048 b H
RRZH BB /N 43 A BLE AL P 1 BT 78 2 R 4K B 1) 471
T 0 S ICALEP AT AR ) = A Ak P A e, HERE i — 2P
PR PR T A — T X AR M B £
FEahR 2 1 10 2 vt il PR EUE W] T Darinaparsin
BITE % /MR PTCL A3 8t iyr 2% . % 00k e
EHSET 65 I E W IE Al PTCL-NOS,AITL,
[f] 7% 4 K B 988 3% i Canaplastic lymphoma kinase,
ALKOBIME ALCL., Frfi & #5325t =1 Wiy BETE 4
BALST 7 B2 J5 52 S 5O T 24, 57 5 R VP4 i) AR 4
5% Darinaparsin {§J7 6 AW ORR X 19. 3%, H
i 37 5l PTCL-NOS ## ORR K 16. 2% .17 ffi] Al-
TL ## ORR Jy 29.4%,3 §i] ALK [ ALCL & #
WG . WAL PFS 2 3.3 4~ H . Hi OS
N 13,7 A H A 4 ] 3K 352 Darinaparsin 247 1
oS 1 4, X3 R R E /~ Darinaparsin 1F
PTCL J&Y7 i R IL T — & M He M8 06 1k (5 B T AEA
RN ST R A A8 G S ATy 75 R A 1 A I v
e PR 128 55 32 — 25 56 1k I PR T 2%

1.2 B} J5 B ALEE 3-3% B (phosphatidylinositol 3-ki-
nase, PI3K) #7 4] #)|

PI3K i #% 2 5 22 % 41 il o) B AH OC 1 S HEAR 5 &
G IR AE T VB SR 3 K. PISK 5@ 4% NHL 78
PN 22 R RE 8 & BIL R A O W A e — B
(OPETNE LY =R
1.2.1  JE4#) % (Duvelisib)

Duvelisib J& PISK-o Fl v %) X T #1 l 35 , o 5% &
P 3 3 il I R 0 4R R B R 40 M R 4 s
Duvelisib B IRTE 35 B 5 & /MEWG T 240 Jfd bk 2 98 A8 &
) T 303 56 #F 58 b 7R, L ORR R 50%, CR R Hy
19961 bt Bk g T PE A Duvelisib 825 75 &2
&/ MEIR PTCL B IR 7 RCR B9 11 39 5 S P I bR
S5 Primo iK%, Primo 3% Xt 101 #il i % 9
WA R . ORR N 49% . CR R4 34% . Hd DL AL-
TL(67%) ) ORR f . 3T 20 %0 BB #H A B 3004
(adverse events, AEs) & 25, fix & WAy 3 2k DL F
AEs Sy iR 40 s BT LR 95 I A .
PR ot 7 P 2 24 4 B 5 A 200 16 D0 2 g L J g A HC il
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AEs, Primo iR 45 RAA ¥ T Duvelisib L2575 %/
MEvhe PTCL &t 997 2, Al I Duvelisib 55 3 Ath 3
] 25 9 A BB VR T IEE BRI IR R b A RR IR B iR T g
9552 /METR PTCL 3545 ok B 47 97 38

1.2.2 4 #R#) & (Tenalisib)

Tenalisib t 42— A1 & L& £ £ 19 PISK-5 Fl-y
IEIR . BEx A A/ MER PTCL i35 P 17— 3 Te-
nalisib ) T B0 EEEBEBF 5 . BTN 17 Bl B
Y2 1 3 MiRYT A (P A 80 B9 &2 & /xR PTCL
B TR ST T 52 B KM IR Tenalisib 1697, 914
25 R WORTE 52 2 /0 WA T R 97 1 R PR AL ) R E
H1 ORR 2k 57 % (CR 2k 28.6%) ., #F5EH 3 % K& Lk
By AEs BT L B8 b PORL A0 AR e fl Ut
A L Tenalisib J&¥7 & & /Mg PTCL Y7 20 2 . (H
H A 5% 45 4 o A B AR T B T — 2 1l IR i 00 IR
AW T8 HIT O 1k

PI3K #5178 PTCL .5 v /) J7 500 75 B AR o &8
SR HUAS 1 11 IR 3 30 A5 B IE 52 . I DR 1 A 5T 1) i IR
BB T4 5 43 B 48 7 1) 22 Bl 7 B vk s B AT RE S
Kok A AL AR T SR AL R I8 LAk B A Duvelisib
5% K 3 (Romidepsin) 58 #5414 % 7 PTCL 8 i
B T 40 M #k & 98 (cutaneous T-cell lymphoma,
CTCL) &y 1 WG B IETE#E T
1.3 JAK # % (Janus kinase, JAK) /15 5 4 % F #=
% X 7 F (signal transducer and activator of tran-
scription, STAT) ¥ 4] )

JAK & — 9k 57 R s 2 R P A % . I E R B 4
AL B JAKLT . JAK2 . JAK3 il Tyk2, JAK [
Yo STAT, Hak JAK B fb )5 &4 — R 1k, R )5 %F
b R B N R IR Y R OGS TR 2 5 L AR O M g 4
B . JAK/STAT B AEVF 2 T 40 bk 298
T ACE T VRLE IR
1.3.1 7 % R (Ruxolitinib)

Ruxolitinib J& — Ff £ % JAKL/2 09 1 ] 5.
JAK/STAT 2848 s 3 3% 3 b i 3d i, vl LAE T 41 j
WE R B A B JAK/STAT 38 [ 1 45 # o 308
— I LAA Wb a5 0 R Sl i I B R K 35 Al T Rux-
olitinib Xf & & /¥4 PTCL & CTCL & iy .
HBER R 3 ABAA: (1) JAK Fi/8f STAT 28748
() BA JAK/STAT 72 H STAT3 Y s H 44k
2 (immunohistochemistry, IHC) 35 >=30%; (3) —
BT, R ER 48 B EFE K ORR 2y 23%, BA
F 1.2 F 3 i ORR 43504 2896 .31 %6 F1 120, H 4R
3ANBAS H HR WL B TR YT RO, HEF R R W B A
JAK/STAT %751y PTCL F1 CTCL B3 1 /e o R
i LSO A . HAETLA JAK/STAT 38 ¥ 1) A4 9 b
AW A T e 3K Bl A i DR 25 R B 2 1 i 9 1 B
— RS TR R SRAE AT 2 1 KT
1.3.2 43#% R (Cerdulatinib)
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L% 2 R i i (spleen tyrosine kinase, SYK) j&
— P A R IR . T E 94001 PTCL s K3k, 2
— AR R R0 ST A I PR A5 R, SYK
T 700 A R S5 B T T 4 A bk T A R T
g Cerdulatinib & — F %0 SYK/JAK A9 #0 5
#, IEAE PTCL fil CTCL & F #1477 Cerdula-
tinib {4 11 W00 R A 950, 45 R BoR 74 B2 K/ MESA
T 40 M itk B398 SR #4232 T Cerdulatinib J477 , 78 41 {3
AR PTCL % ORR Jy 34% .CR Ry 27%,
WEIE WoR 3 Gal 8 = 10 AEs 52 8 I8 5 i T i L 3E #
il TF i X 2 AEs 7EBCA m PR B IR R 1916 B0 8 & 4
I ] LASE 3o 9 20 0] Bl 45 2 1 B i

S JAK/STAT 41l 500 2 A 5 38 1) P 09 55 A
TER K /MEiR PTCT B3 th R B B 4F 9§ s i
PE AR KR BB I A 2T 24 . ROk 8 2 1 BiF 5%
LR HRAIE W A W s AR W IR AT A SRR R SR
WG IY . R4 JAK/STAT 33% R AR 5. {0 Rux-
olitinib 1 Cerdulatinib fE H B —Z5Worak AR, H
AT JAK/STAT 0] 580 1545 At 88 1] 245 490 1) s DA 3 3
IETEEATH .

2 BERTT

T MFE T3 1K 1 (programmed cell death pro-
tein 1,PD-1) &6 4k T 40 i 2 1 (4 32 4K 2 B L 0 fe g
BRAE B R 0. R P M SE TR AR 1 (pro-
grammed death-ligand 1,PD-L1) & PD-1 pyE A . 75
ZR MR b Rk, XMW E AL G W T 4%
B ES I T 4 TG L 3G BE R A R AR
B S T Al M U T, O 8 i R A0 M RE 8 f g
WO BRI B 2 MR T £ SL R i
Jed F0 IV T R YR 9T SR WS B H AR R /E A
PTCL rr iRk 8L 1 # g moyr sk ™ .

2.1 PD-1 494 7
2.1.1 #K A L # % (Nivolumab)

Nivolumab Jf&—f 58 2 NI 1gG-4 #$iL PD-
1Rk, — 01 WG R A 55 3R 55 T 10 Bl A
/MR PTCL B35, a5 6 il AITL.3 i PTCL-
NOS F1 1 #] ALK A ALCL, % Nivolumab J597 )5
ORR 2y 33% (2 ] CR) . 1 i 2% fift 7 £ 1} [] (during
of response, DOR).PFS #1 OS 434k 3. 6.1. 9 #
TONH. A4 BIEHE ST R, TR
HE JE Y A A R T AT A RN i AR 22 B ] (duration
of response, DOR) JL, WP 58 gl i & 1k . A WFFE#H NN
XA PR A i R R RE S PD-1 A 2 i g 2k A v
A Sy Tk e 400 0 P57 0% S TP I DR AF R i — b
FKTEAEYE BRI A,

2.1.2 4] 2k # 3 (Pembrolizumab)

Pembrolizumab 225 — Fr gk fL A9 $E 5] PD-1 19 A
WAL RHT PD-1 BSE BT AA . KIM 2559845 7 30 ]
%52 Pembrolizumab J&¥7 I & & /MEWA NHL & & 1
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J75k, Horp 14 i f % ENKTL, ORR Wy 44 % (5 i
CR). % 20 ffw  PD-L1 i 3R 3k 9 ENKTL & %
(PD-L1 3k >50%) Myyr sk m TR BB H (67%
vs. 20200, 5 —WMFGRIFE T 7 BIE K& /MR ENK-
TL £ % . % Pembrolizumab JBIFE 2 T 57% 14
ORR(2 fii| CR) ,DOR.PFS 1 OS 43 %K 4. 1.4. 8
5.0 MH. TLAXRBF B TIRIT M XK AEs, H
28, 6 %0 1 B E AT e vl R

2.1.3 454 ¥ 37 (Sintilimab)

— It Z2 H0 B T 0 58 PR A Sintilimab 3697 [
W & /MR ENKTL B3 )7 202 2. bt
AF 28 B Ak T A RS 1 52 1R 9T A I 6 4k
R 3 I T R AT R I G BE A AL )Y O R e kR L v
o4 B B ORR K 75%,2 4F OS Hy 78. 6 %, Hifir
OS Kik#. MR KEZE(T1.4%)AEs  1~2 .,
Ho i w WAy AEs Bk E gD, % F B & W
AEs ifiiB gy .

2.1.4 A# %37 (Geptanolimab)

— I3 11 A1 R I 3 (NCT03502629) WAl Geptan-
olimab 7E4 & /X it PTCL B3 i yT &Cf & 2 .
MR E B 41 A T RS T 102 ) 8
#, Hodh 41 f]/ PTCL-NOS, 23 fii| ) ENKTL,12 4
Sy ALK Bt ALCL, 7 ]y ALK B4 ALCL, 19
JyHA PTCL WA, g9 A3 #r i) 89 i) £ 35 i) v A3 B
P E] 2 4. 06 4~ A, ORR F 40. 4%, CR % N
14. 6 % , ¥4 2% (partial response, PR) % Jy 25. 8%,
DOR K 11. 4 A~ H. PD-L1 #35=>50% i i &% W34
JE Ak 25 B K (ORR: 53, 3% s 25. 0% ; Hifii PFS,
6.24H wvs. 1.5AH). 25. 5% MEBEHM 3R
TBITAHOCHY AEs, B i LAY 2 bk T 40 1 96k 20 A /)N
M /b 5iE . Geptanolimab 7EVG Yy ENKTL % p 3%
MBI X TR S B2 — M HA &K PD-
L1 223K 0 IiJsg E 70 A 3G o 2 00 iy S 2 i R 3 362 T Al
T Geptanolimab 7£ & & /¥ PTCL 835 4 1997 3%
I o I S U I A S R TS = L R B S IS
SRR,

2.2 PD-L1 #9417

fr] 4 €. B 47 ( Avelumab) J&—Fp &1 % PD-1L1 #)3%
B R Ay N TgG-1 B v BEHTAAR & 5 b 40 il I
#) PD-L1 454 . NI BT T PD-1 Fl PD-L1 2 [i] () A
HAEH, ECT MMM ae e . — 5 11 4
WFFRTPAE T Avelumab Xf & & /i ENKTL £ 3%
SR DR AE 21 i &, ORR 2 3876, CR R Ny
24% 0 PES Sy 2.7 A H . IBITRCR S5 Mg 4l 4
1) PD-L1 3k /K- g 3 AH &, PD-L1 ) F 3k K F- Fil e
e R AT BE A B T W00 Avelumab (38 97 &% B,
A JUIIE 76 4T W I IR 56 3 R PE Al Avelumab 7E
PTCL(NCT03046953, NCT03905135) H1 i 7 %% F %
e,
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2.3 fEtE EA7E A KA

-+ Bt B BR B BT (Camrelizumab) Jg& —Fh 4 %} PD-1
N TgG-4 FsgpEdiiR ., BIih s Je (Apatinib) & —Ff
TEREE I N R A A TR - 32 A 2 i 2 1R U8l 410 ) 51
5 PD-1 M 50 45 & » 7236 97 e 300 i A8 2 b (i
TR BT (T ORI AT s — I B S
£ Camrelizumab BX 4 Apatinib £ & & /¥Ej6 PTCL
W ST R BIE S R NG 14 iR dE 4 ) PTCL-
NOS.4 fi] AITL.2 ffi| ALK H#: ALCL #1 4 ] ENK-
TL, #4445 5R Bx ORR H36.4%,CRE N 9.1%.,
AL PFS O 5.47 A~ . 2 i) ALK Bt ALCL &
PRI A RO (L ] CRL 1 ) PR) ,Z W58 R 2 %K
AEs J 1~2 g,

50/ METR PTCL J& — Fh i B2 59 5T M A bk 129
PD-1/PD-L1 7EAN[R] W B 2Z [0] () R A A 46 26 5%, OF H
590 5 AR O 1 I R 7 OR — 3 H R R T i
e HER A PR B 5T PR & i O B2k /XENR PTCL
BE W T A, i PD-1/PD-L1 W 8l 71 1
AEs WA Nz 240 . BT 45 R £ W 5 25 Y1 41
KR FEME RIS E A A AEs BRI 2t . %
b G A Ay A, WA I EEME T MRS A AR DG R 4
(cytotoxic T lymphocyte-associated antigen-4, CT-
LA-O T 40 i 58 5k & (1 F0 ITIM &5 #4938 ( T-cell
immunoreceptor with Ig and ITIM domains, TIG-
ID). THEMEAEREAZEH 3(T cell immu-
noglobulin domain and mucin domain-3, TIM-3) i
40 g 7G4k 3 3 (lymphocyte activation gene 3,
LAG-3) , Efi1HE PTCL H i PFAf 475 &k T i PR i B B
L7 25 B 3 A S e AR 56 R AT B
3 INEHRE

PI3K #if il 77 . JAK/STAT i1 i 5] . PD-1/PD-L1
P AR YT B &k /MR PTCL & T BoR i B A7
M7 R e k. SR PTCL J& — Fl i 8 55 o M 1
NHL, 4o fa] e 36 97 J5 58 9 0 HS 7 20 A R R M
15 245 P, i e] 5 32t BE 22 R 0 5 AR AR e ) SE
R RS HE AL IR 9T S5 B0 IS 2 1 A BE R i R 1K 5
HE— 2P Bk . 22 UM F BTG 7 ORI Ok T I 5k 2 Bk R
4 i AR5 T AR AT b R O B R/ METR PTCL &
Bk A IR IT TR
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