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[ Abstract] Peripheral T-cell lymphoma (PTCL) is a group of hematological malignant tumors with
high heterogeneity. At present, CHOP (cyclophosphamide.,vincristine, prednisone.doxorubicin) or CHOP-like
regimens are usually used for first-line treatment,but the remission rate is low,and the prognosis is poor. It is
urgent to improve the traditional chemotherapy regimens to improve the efficacy onthe basis of tradtional che-
motherapeutic regimen. Recent studies have found that the epigenetic alterations are crucial in the pathogene-
sis of PTCL, and more and more new epigenetic targeted drugs have shown good effects and safety in the
monotherapy and combination therapy of PTCL, which provide a new strategy for the precise diagnosis and
treatment of PTCL. This article reviews the latest progress in epigenetic changes of PTCL and the prospects
of targeted drug therapy applications,in order to provide reference for improving the clinical prognosis of the
patients with PTCL.
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AhE T 4l M Ik B 988 (peripheral T-cell lympho- ma,not otherwise specified, PTCL-NOS) . Ifil % £ %5
ma, PTCL) #8#2 IF T I B S5 1 B2 T/ H AR A5 (nat- R M ALk (245 T 38 960 40 B 40 B %k (2 9% (nodal T-
ural kill, NK) 20 At bk t0088 , & — 21 BoA & B = v follicular helper cell lymphoma,angioimmunoblastic-
A AT, T PTCL %% 4 AE T & tvpesnTREIL- AT 25 FE W U579 B 2
ELIRE Y 26. 2%, B R FRRE E 5K, A R AR % (51 20 0 4k B2 98 Canaplastic large cell lymphoma,anaplas-
OB R E [ R AR R FE R AR 5 I tic lymphoma kinase positive, ALK~ ALCL) . ] 25 4
TAHLH (World Healthy Organization, WHO) & IfiL R R 15 g T A AR P K 40 M UK B JRE Canaplastic
5B RGEME 525 d, PTCL # 4 B 30 & Fh large cell lymphoma, anaplastic lymphoma kinase
R H R AR B G S A NK/T 4k negative ALK™ ALCL) %5 /DB B 2 15 M. H iy
98 (extranodal NK/T-cell lymphoma, ENKTL) , 4} PTCL — £/ )7 7 il % K H CHOP (A8 Bt i . K
JA T 2 Mtk 29 Al 4545 B (peripheral T-cell lympho-  FBrik Jk JEAS (Bl 2 2 8 CHOP K77 %8, SR 1M 5 4F
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MR TE (overall survival, OS) AL 30 % £ 4, & %
WRERMIGIT R . SRV & I, 3 W8 1% 2 0
ARAE PTCL {4 HLI b % 4% 2 B 245 0, OF BLAT X
TN A% 4 #0520 Wt B R A T AR AR
SCHE PTCL W 358 4% 7 2 742 f o8 2 Je S A ) 245 W)
7 I H SR AT 4R .
1 PTCL ®RWMBEHEFEHT

T AL 2% EE 5T DNA 75 A & A= B8 5 17
BT B K 3k 1y A st AL A8 A A S 4H A B LDNA
Bl ARG RNA RO 5 . Ok B2 0 5% 3= BT R W ast
fe2E U AE PTCL 1Y & i AL i i 3 2 A 6
1.1 @& afsih
1.1.1 %k a it

HENA AR EE WA & B, AER L
Tk 4% %% M Chistone acetyltransferase, HAT) Fl4H 25 H
= AL M Chistone deacetylase, HDAC) 7£ 41 i Py A4b
F Bl 258 M, I [ 5 5 AR AR B ARIR B
HAT %5 878 57 5506 P X O H AR 8 56 5 3) +
Ab) 38 AL T N BRI A B RS B R A
Wikt b Ay e 28 b, Rl 55 B /MA Hh DNA 54 &
PR 4, S 85 B 2 10 DNA 45407 5 2 E e 2 H 1
5 DNA 256 067 JUR S PR 25 G AT BTG B DY s it
A HDAC 3 2 25 Bk & ot % 3 300 (L i 1 46 5
T 0 5 6 DR A 2 st s A HRT AR R B 2 ke R
T 18 A HDAC, IR Ho7p e 7 9 2, [ 2 4 4
HDAC1.2.,3.8, [l #4345 HDAC4.5.6.7.9.10, [l &
A5 LB B A5 I T (silent information regulator,
SIRT)1~SIRT7, IV # % HDAC11, 44 H Btk
fE PTCL &4 &R K TG h ¥y 5 5 B A a0,
W52 % B, PTCL #3# HDAC1 Al HDAC2 £k % I
P LT HDAC2 283K 85 i 1Y A8 3 38 75 A7 1% 2R8I, 48
/& HDAC2 n] R J&— T i 2 /) W5 #5 b5 . HDAC3
AT CD8 T i i, i CD8 ™ T 4f il fig 18 591 O 14
R gEE i B, e HDAC3 Al e 8] CD8 ™ T 4 fifd 1ty
TS AL PRI A/ . A AR 2 Wik
0] DL 915 5 5% 5 5 5% SETE T 3 (signal trans-
duction and transcriptional activator 3,STAT3) I ik
PEY L STATS i £ 5 35— o 3 0L 38 1% i 98 40 o] %
A (tumor suppressor genes, TSG) TLE, U455 5
T 20 i B 3 U000 A T 40 B 0 T2 i R IR R TSG 1Y
FAT IES ALK ALCL 40y =",
1.1.2 4a%a 7k

20 AR — A R R A,
SO 2 22 AL TE 20 R A L A A R I T
HEAEN., AEAWEAERAED PR B
(histone melthyl transferases, HMT) 4 1k, & L )
HMT f1§5 Zeste 358 R JE Y 2 (enhancer of zeste
homolog 2, EZH2) . 41 & M1 i & R — W & #% & 1§
(SET domain containing 2,SETD2) %, 4 & 1 H3
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W5 4 v 81 % R Chistone H3 lysine 4, H3K4), H3K9,
H3K27 .H3K36 ,H3K79, H3K20 2 3= B (4 {8 M o7 15,
T AS 6] (R 57 5 A AN ) 1 R S AR B i, 6 — . =
= H Ak (mel .me2.me3) , & [ 3L 5 AL K] 5%
SR G O R KRR EZH2 dE it
Fr SRR MR YL (1 H3 55 27 {0 g R Bk Ok —
H 3k (H3K27me3) - B0 AR Y €2 57 48 4 o 0% 1M I 3K AH
SR RHTY ) WESE WL PTCL ¥ EZH2 %35 L
WL Rk Ry EZH2 G e PTCL K3 8l & 3, i
EZH2 %3k EiHY5 PTCL(Jt K& PTCL-NOS) i #
WiE A R AH G, /8 o K809 EZH2 0] 68 7 3K 3)
PTCL % 7 wh i fE """ SETD2 5 1 fiE b
H3K36me3, T & M A 5 T 41 H Ik 98 Centeropa-
thy-associated T-cell lymphoma, EATL) F 8 JE 4 g
LR WiE T 408k 98 (monomorphic epitheliotro-
pic intestinal T-cell lymphoma, MEITL) /& F 28 48
B L, SETD2 3 [ 8 48 3 3 SETD2 Hyfig ek . #f
FE SETD2 2 5 voT MM e A %, W
SETD2 EA#M# EATL . MEITL % % 4= fiidd T 40
& R
1.1.3 A& asmik

Hiff R @A EAMRIAEES S PTCL
S AN S (1 RO il i s s S L L~ S 2o
SETD2 /K, [4%2 5 PTCL kA=, 1% H iR
b2 S SETD2 F ik MR A7 4, . ) 380075 5 5% 5% 10 1
5L DL ST B DR P | Rk I fiE Y L SETD2 B
AHd EATL.MEITL & A W1EM . 48& A w1k
50 9% ZR 48 % iR s HIL ok 2 LR 56T R AT X
PTCL BYMF5E H: /D, 5 28 2 i 4 9 S wiF 5 LAk B 41
EABMRILS PTCL RIRHLEIN X E&,
1.2 DNA ¥ i1k

DNA H b & — B 35 22110 3 00 3t L 7 ol 48 L 2
FH R 0 5 1 2 A5 1) i o - R - 1 MR A LA Y TR C ey~
tosine-phosphate-guanine, CpG) 19 B BE g FFE B, 5 H
S L R L bR A R R NS B X CpG
55 %) v R Ak 2 S SO R 40 ) L DR A SR T B L A T £
HERE Y A L R R 10-11 B & A (tencelev-
en translocation, TET), £l 4§ TET1.,TET2, TET3,
J& DNA AW S i b —FEZEG, TET2 gk
Sy — ol R 4 R B T, TET2 %6 B 28 48 i 4% TET2
It , #EM S 2 DNA B AR A 2 i, e A e
PTCL(JH 2 78 nTFHL) H 28 75 47 % 45 3512, ik 4
~ TET2 Bk Z Al 66 B T nTFHL 1k 4=
1.3 # RNA(microRNA,miRNA)

miRNA & 3 WL ik 14 27 1 5% B¢ 22 19l 4 % RNA.
ANJEF & PTCL 19 miRNA 3 2 ik K - R [A], 3@
miRNA 23550 DL — %t PTCL 438 {6l EB
REEFHME T/NK 40 it 4k B 988 (Epstein-Barr virus positive
T/NK-cell lymphoma, PTCL-EBV) J& F PTCL-NOS
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(AR A, R AF 2L T ENKTL, WAT %27 #F 5% k&
LA LA 5 EBV miRNA 235K B ¥ H 5 PTCL-
NOS I ENKTL X 43 JF, X & PTCL-EBV #24t T #%
TERIHRIT W . MAESH A 5 M WHO #& 15
WREL R G 2Kt B 2% PTCL-EBV fi b #
Mg —Fp PTCL WA,

% THA BT PTCL 4%, miRNA 7E PTCL ) %
ML A B & ZEAE . A nTFHL-AT 7, miR-
NA-126-3p #l miRNA-145-5p % ik ¥ 0] D)4 ¥
RhoA-GTP JE# il T 4 M8, & nTFHL-AI fil J5
RNEHEART s 8 ALCL H & B miRNA-497 4 3 fifi
20 e ) 00 9 YT DR R e 2 R L 0 A S P e 4 e
K™, miRNA B 5% £k PTCL & /4& &R ik
FNEEAER A% miRNA RS i 50 ) 25 %) 7l LA N
PTCL 12 Wr K 3697 18 L .

2 RUBEEZFLEGWE PTCLBTFRHARER
2.1 #%&4§ *k TELALEE 75 7 (histone deacetylase
inhibitors, HDAC1)

HDACH 43 Rk #0E HDACI(PG 3k A g 2 K o)
FHEHEBE B HDACIUR S it DUF] Rl ) . HDACE 7]
T K B L T AR K ST SEe 0 o) e 440 i 14 5 o5
S A3 A R0 T AT R B LA e g R
FEIf R HDACH 51077 25 9 B 45 1 50 S 25 3R 97
PTCL ¥JJR L T3 T A 54 a1k
2.1.1 ®ikKpE
2.1.1.1 ##%

GUT 25 438 T 75 35 A B & CHOP 7 %
IBIT 30 BIBEAE R LRI B PTCL B . 46 12 f
PTCL-NOS # % .8 #fil nTFHL-AI £ %, &% WY
34 GO R RV AU/ (90. 0 %) L Hr PR 40 il
W (83, 3% fE FT LATEAR 9 28 il 5 BL L 7% L 2% fit
& (objective remission rate, ORR) }y 89. 3% , 5 4> 2%
fit (complete response, CR) N 57, 1% , H1 {7 JC ¥ &
H: fF (progression-free survival , PES) B[R] S 14 /4~ H
FKWZ T FEA R0 )7 8 % ] 58, 0F 3
T L0 ek PTCL —4 3897 it — 5158,
WANG 258 7R LI I 71§ nTFHL-AT
HAE VAR M EE 4 CPET £ Gk B i e ARFEN
TR R, Hoh 51 Bl 4 8 AN AIIRIT G .
ORR & 90. 2%, CR EH 54. 9%, 2 4 PFS X}
66.5% .24 OS FH 82.2% .68 flEHE R LHEZT 1
AJEW CPET % 5w WA 3~4 RGP A K
S PR KL A0 M2 (32, 3%0) s REZELZE WA BN
1~2 %, 488 Ok CPET 7 &8 & B4 07 8 b %
StE, WANG S5Vl T M — &by £S5
VIR A e B A 8 I — 2 Ak 97 7 IR YT 104 il PTCL
BECEHE 47 ) PTCL-NOS 3,26 il nTFHL-AI
B I —Z by I Z AL PFSBFHIR 8.5 1A,
ORR 2H 72. 6 %0 ; VUi A B Ik & 8 B — R AL TT 7 R fd
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PES If[E] A 12.4 N H . ORR N 77. 4% , B4 5B 259
AR FM R AR T W2 5 RUIVT ARG —
RAST AT BE S IE K B E 1Y PFS B[], HL22 Ve RLAT,
2.1.1.2 H &%

— Tt H AR R S R A I S AT
55 B152 kM PTCL B3 (4245 37 fil PTCL-NOS f&
F .10 B n TFHL-AT &35 fff FH 78 3k A jiz 2 2533 97
(40 mg) ., I W W 25 W) N BB a2 I /) Al s 2D
(51 %) FP P 200 i 0 /0 (36 %), =20 % 14 3y B1
3~4 WA BN ; T ITEAL A 46 B & ORR K
46 % ,CR N 11% ., H1 4 PFS WFa & 5.6 4, 0S
FE] A 22,8 AN AP SR P Ik AR e B 23Ry & — b
HEWIEIY ik, n—mZdn 1R MAT 45
52 R eI PTCL 835, 4345 20 #l n TEFHL-AT &3 |
17 #] PTCL-NOS &3 , fifi 9 is A M Bk & CPCT J7
Z AR Je b IR BE R U0 R BE RO G YT S . B ORR
H71.1%.CR %N 28. 9%, F1{ii PFS a2 8.5 4
H . i OSEFEY 17.2 A~ H .5 4F OS %4 43. 8%,
54F PES %y 21. 2% . 5 i WA 25 AN R s vy Ay v
LA D (44,4 %), R BLIG YT A R SE T L 42
ATk CPCT Jr &4 & BAr 7 st H & ] 5

AR, 2022 4532 [ MK % 22 (The American Soci-
ety of Hematology, ASH) 4 25 I il i) 1E 76 FF J&& 1)
— IR SY . R F VS 3k AR R Bk A RLC 7 8 (R Z 1
P RIBEE RO IGIT 14 B2 A METR nTFHL-AT 23,
ORR 4 71. 4% ,CR %4 35. 7%, 1 {ii PFS A [a] A 6. 3
AH B OSEHE A 7.5 A F 8 LR KON 2 H
20 R /L /IR A R F M AR R T S A A S M
16 nTFHL-AT B35 i B 8505 1 92 i 5 FaT 45 8k
2.1.1.3 4%Hb7

GUO SR AZH T 48 Wl A& A A i i T
20 9 % #H Cautologous hematopoietic stem cell trans-
plantation, auto-HSCT) ) PTCL & # ., & 21 #
nTFHL-AI % .12 #fil PTCL-NOS % .4 34
I7 G800 FH VU 3K Al B2 R BE MR R IR YT R 2
HPFS E o 71. 9% ,2 4 OS N 85. 9% , LB H& K
W) KON T A5E 25 o d5c s UL IR 25 AN R R 2 R I
(79. 2% . P kL 4 B ek 2> (75200 ¢ I /N A s 2>
(58.3%) IR PUIAA M A FR IR ITE T PTCL &
1) PFS B [a] F1 OS B[], 22 2 PR ml 5, — 300 Bl 25 22
P2 K 2 55 s = B i 9 B 2 s O R R 5T, 3
5 49 Bl A4 19 #] nTFHL-AT &35, 17 fi
PTCL-NOS ##,13 il ALK-ALCL # %, i &
23 1l auto-HSCT J5 V4 ik A< i B 25 4k 15 30 97 19 - &
GRIGZH) A1 26 ] auto-HSCT J5 AR HZ5WNEI7 Y i
HOHEADM ARG R R BHABHE 1 EFEEER N
2L.7% . Bett)G 2 AEE R H N 39. 1040, i H WA B R
I 10 2 N S A e [ = W S S N I T A - i )
17. 4%, /MR g 2 B A= 36 17, 4% X I B Al )5 1
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KRB N 53 8% G 2 4EE K FH 69. 2%,
XK PTCL #3 auto- HSCT J& V4 ik A Jie 4 516 77 fig
ARG A%, YR R RN 8 ol ¥, &% 4
PER .

2.1.2 FRHF

2.1.2.1 ##

BACHY %" H#8 T % Kk H2E B 4 CHOP (Ro-
CHOP) 7 £ 5 CHOP J7 &IRY7 421 #ilw1iG PTCL &
F L AFE 195 il nTFHL-AT 3,127 ] PTCL-NOS
BH .CHOP #H B # v ii PFS I Ny 10.2 ~H . p
i OS WHE] K 42.9 4~ H L, ORR K 60% ; Ro-CHOP #
B A PFS WA K 1200 A H L 47 OS Bf &l Ky
51.8 ™ H ,ORR }H 63% ,Ro-CHOP #0483 30 % 1y
BERIAT Z3 AW ARKRN., XRS5 CHOP
HEAME . Ro-CHOP 5 £ 3 K 42 & #1136 PTCL &
SRR K AEER ], HH =3 SN BV Y
2.1.2.2 A EER

— I 3 [ T SR A 2 0 B IR R L 25 Bl R A
MEVE PTCL #& (f145 14 #) nTFHL-ALL4 ] PTCL-
NOS B#) 2 % K b 5 564 BT FL M1 ) 3R W J7 2
BIFJE ORR K 61%,CR %k 48% , H1{; PFS N 8
A H AL OS BHE A 20,6 S H e WY 3~4 2
YR R RS2 I /N Bk 2D (48 %) | Hp P R 41 i v />
(40%) , B nTFHL-AI &1 ORR 4 80%,CR Fh
67 %% » H ;. OS BN B (R EDMY  UE I % K H
B ALl IR E PTCL & L HZE nTF-
HL-AT B3 28 ff 32 S I K G2 0, e el 5. 78
MEHTA-SHAH 2" 8y #F 55 o, 17 ] 2 Kk ME G
PTCL ## (f44% 10 #fil nTFHL-AL,5 ] PTCL-NOS
BED POk M BRSOk IR B G U5 %5, ORR
52% i PES W] R 5.7 N H R LAY 3~4 90K
BRI S I/ AR (53%) . b kL 40 i e 2
(49%) 513 Bl K MG PTCL ¥ (035 7 ] PTCL-
NOS.5 il nTFHL-AT & #) ffi i % K H == 15645 ok TR
BE e AR AR K 7 % ORR 1 50% , F i PFS i} ] Ky
3UAMNAEHE W 3~4 FA BN 2 i/ A s b
(30 %) H PRk 48 20 (26 %) o 31X HE s B K b 5 B
B RIS BE e TN 27 oK b~ B G R IR BE B L R ARfE K X 2
ANV RAEE R MR PTCL 08 I T 58 I 1 97 3 &
RN E 2., —TiH MD Anderson J#AE H 0 I
JER T BIWE5T L R 2 K Hh = B B ST 268 7 BB YT
25 BB K MEIR W R R OE, b A 4 B2 R METR
PTCL ## ,0ORR N 28% ,CR F R 12% (3 #i], Hrp 1
B4 PTCL) . e UL AY 3~4 Z Il 2% A KBS 2 Il
INBRE D (40 %) UM (28 %0) » e B UL B 3~4 AR ML
WA B (24 %) . Z 16 %) BATE
T K Mo B 2GR T 5O AR T B BACR IR
HAR A PTCL A A RK/AN, WY KA &

FTHREF 2024 % 7T A% 53 4% 13 M

R AT — 25 10 11 05T B 2508

HAF, 2022 4F ASH 4 b 11 S0 i 9 1E 78 T 8
B —35 1/ 11 B 5T, {8 20 oK b == 366 a1 ) 2K B
HUIAYT 38 1l & MEds PTCL 3% . ORR H 39. 5%,
i PFS BFE A 29.5 A . H i OS BFHE Ry 52. 4 A4
H WU 3~4 G B A I A N A s 2
A 2 I EBE R AR B IR GRIT D) 10 d D HH
AR FEAR A R 5 0 s 8 CRYY . #F
TR, SR, Z T E W B ekE T B H D PES
i | A OS ]
2.2 DNA ¥ X # 4 8 39 %) 7 (DNA methyltrans-
ferase inhibitors, DNMTi)

DNMTi 3= 2 4 55 B 4L 3 15 A 5 AT A= 4 Hb 7 A
Vi Hb PG b A T PR A B LR T Y A e
Y) 5-FZ2-dCTP 5 DNA H R4 R 1 (DNA meth-
yltransferase 1,DNMT1) 25 & 3 ff Fo [ i, M\ T 155
0 T
2.2.1 ##

FFE TR A — 0 L e 1 3000 5 6 B A R 49
J7 I PTCL & & i BT FL A P B & CHOP Jr ., i
HOLI) 3~ 4 G WA AN KRN Sk H R 20 e s 2
CT1Y%0) o Hp P r 20 B ek /0 P & A B L (14 %0) L A i
W B AL G 9% (14 %) L Wi ek (5 %) 520
A PF £l 1 B CR %R 75%, 2 4F PFS %
65.8%,2 4F OS FJy 68. 4%, H b nTFHL-AI B #
CR %7 88.2%,2 £ PFS £} 69.2%,2 4£ OS XNy
76. 15, WFSE R I IZ S M L LAAE Bt A7 oA i
B IR HT DLTE n TEHL-AT B35 h 7= A R s 2 17
2.2.2 AE A%

7E YOON 2557 iy [l 5 ¢4 AF 53 b, 15 491 52 % MR
nTFHL-AT B & 2R B0 1 8 Rt 1k o7, 78 b A7 B
i 6 > H WiE, ORR Jy 40 % , BE1E ALy <2 IT FE Y
BE ORR W & TREAILITY >2 DIF B AR A
(80% ws. 20%) " fii PESIE] K 1.6 S H . A 4 il
SR B PR A O PR e B, 3 3 B BT L G
XA R METG n TFHL-AT B3 G2 BR by <<2 4>
JP R E RIAFIIT R0, o R IR I R i — i 11 4
WE T B R M PG b 23R 97 20 Bl &2 & e TR PTCL &
L AHE 11 ) nTFHL-AT 54,7 ] PTCL-NOS #
L HBHE ORR K 40% 78 10 4> A By A A B 1 s 7] B,
iz PES BFEN 2.9 A~ A, OS iFE oy 10,4 N A &
HOULIR) 3~ 4 HARYT A AN K L 0L S Hh P b 440 i ik 2>
FIL /AR A 3 s TR M 7 A e A B 7 R
YR RN /N, b b SCHE ) A B L A B A R
Kb o= P XU WA T 7 B e T B R METG PTCL A&
HOUHJE nTFHL- NOS ##) Z i R I IEK T %
L A A
3 /b &

AR 1) SRS AL 2 F 5 A7 B T IR A Hb T
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PTCL B & AL, 3 R Haz Wi R 97 Fn il s $44E 1
BT REYE MRS HEIZTE PTCL 38 4E T B M 7 17 . B
TR AL 24 W 5 25 W PTCL BT BB B
RAEFFRch PTCL F ik T s,
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