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BEABE R — G B AT, 2017 45 10 A 23
HALEAT PH IS A (5 mg IR, 1 R/d) Bk A kg7
CHOPE 7 & (B FZ 1 200 mg dI,, £ 3 &K 60 mg
dl, KEHF 4 mg 1, HFERHN 15 mg dI ~5 AKFEIH
H 200 mg d5) & 4 AR (B IIEIRG 21 d) , OF T
PAFPLG P IF P R SRR S RRIAYT . B
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HE ™ o R N AN RS2 5 BB RE B B BT LA
TN B # SR R B, 4 A TR
BEIRITE R, T 2018 £ 1 J]1 23 H AR &, 17
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128w B o AL At 25, S v B S Bk g . L7
JEHR 22,5 AF B A FE 3R (overall survival, OS) 2 20%
~30% , W {5; JG i3k J& H= 77 Bt [A] ( progression free sur-
vival ,PFS) Jy 18 4~ J1 . 2021 4F- 3% [ [8 37 25 5 I8 i
W45 (NCCN) f53ff i PR35 j ffE 72 PTCL-NOS 1) — £k
I7 I ZE A% CHOP , CHOPE \DA-EPOCH % CHOP
558, 4] B HISE [ FDA Sty hir th 7>
(Pralatrexate ) | & K} 2 ( Romidepsin ) | DI F &] i
( Belinostat ) 1 Brentuximab vedotin 2§ ¥ 24§ 15 J7
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deacetylase inhibitor, HDACi) ,,

DNA ()55t 4% FIl 2 W 58 1% 722 6 5 9 AE & J8 R0 i
A IRA G, A CBEALRE (histone deacety-
lase ,HDAC) J& 3 PR 31k 1Y SC B 8 15 [H 5, 38 o A
HE T LR CBEHE, 7824 5 s il B+, HDAC
TEALTERIEIE 7R N BV 22950 Hh A I, DA T 52 ) & PR
B SRITSZM IR H A MIAT R o T HDACT D) A 38 i A%
DA A L BEf, 30 DNA BB ja] 551 B 25 5 3K 1%
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£ TP53 2= 7% [} PTCL-NOS 3 3 [t PTCL-NOS
UG AN R, A SCHkiE TPS3 2845 5 PTCL iy 4k
FEARA DG, H 2 4F 0S 2y 50% , 1 4F PFS 3l
25% 1, WRSE R PR A T TPS3 B K 5828 9k
VPR B AR M R TR L TR R SR b
S A BLVG IR A i n] 3E ik Z AR AR A S R R
PisOs AR T AR b, PH AR AS B v DA R A2 A T
TP53 B, Xt TPS3 58245 1 4t LA 41 il 7 FH 52 oy i
= BV IAA e e 98 T 4 28 A2 A TPS3 7E mRNA FI
EAARFRR S BFFE LB, I s AR HDACI
H HDAC2 fiE % [ G /i 63 40 g 2 78 B TPS3 (Y 3%
BRI RE 2R A7 A TPS3 875 (1 e 25 Sl 1
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m4EJFJE — %% HDACI Bk A CHOP fby7 {E
i PTCL —Z&36 97 W I IR A 9%, G045 %9 Ok = +
CHOP j&y7 5 %8, DUR] E] i + CHOP 4§, sz
%K HiSE + CHOP R Y7 Y 35 il n] PEA 25 vh , 18 4]
(51% ) 52 4> 5% f# ( complete response, CR), 6 £
(17% ) #B 4y 2% fi# ( partial response, PR), 9 i
(26% ) P ot & ( progressive disease, PD) ; {4 B
& (Rt 30 A~ A) dhfi PFS 2 21.3 4~ J1,30 4~
PFS % 41% ,30 A~ J1 0S % 71% ;23 {5 12 mg/m” 4
H%,30 M H PFS % 30% ,30 ~H 0S % 68%
$552 DUR]E] Ml + CHOP 3697 Ho5¢ 43 6 4~ JE 0 Y
18 {13 4] (72% ) CR,3 i (17% ) PR, ORR
#89% ,2 | PD, 2 2l RIS 1 I HDACI HX
4 CHOP fky7 7€ PTCL-NOS —£R36Y7 v BE. 1
A SCHRHE HDACH 524 sl 6 G IR 7 10045 e Y28 B 41
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MPE T 40 ik B 98 (angioimmunoblastic T-cell lym-
phoma, ATTL) F1&ME T 40 MLk LR, E4745 2 (pe-
ripheral T-cell lymphoma, PTCL NOS) , 4558 g /- X F
5k /MR PE PTCL /] 2% & i 1] HDACGI Hk 5 1k
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