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Research progress of chidamide in the conditioning regimen

Abstract
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Hematopoietic stem cell transplantation (HSCT) is one of the effective ways to treat malignant hematological
diseases. The selection of pretransplant conditioning drugs is closely related to the success and prognosis of
hematopoietic stem cell transplantation. Chidamide is a histone deacetylase inhibitor (HDACi) that can target
and block the deacetylation of HDAC. With the characteristics of high efficiency and low toxicity, it has become
an important new anti-tumor drug. In recent years, it has often been used as a drug that incorporated into
pretransplant conditioning regimens for hematopoietic stem cell transplantation and has achieved good results.
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HDACi) . [N —Fr Bl ROFoE %0 . 7hik
AW T A, I HEE BB X A AR 4 i it 57
Pk, %25 38 5 10 ) AH S HDAC T B L 34 i 4 48, i
HE AW LB KRG &Y E S, it
AR 22 5 5 1% 330 20 % 36 DAL 10 2k (B 3 Wik A% ek
AR ) I A ek e 2 S B L5 S e A i O
7o, FEHTE & SOERTESNE T4 e T
MAESR, LAV IR A g /A HS CT i Fl Ak 2 7 28 vh 1Y
B4y 25 B T R AS IR . AR SCRIT S 5 g
TR g B AL BE 5 S AEHSCT H Y I PRATFSE I .

1 PR RRE 2 IR AL

1.1 FAEAERE—MHDACI

HAE L O AL R — R R s L A, AT
FIE o 95 0 0L YA 1) 2 M v e R A 1Y LS
W&z —, DUk B A 4 5128 HDACH )
1. 2. 3RS IIbIE A 10 A, HAT S i o33
S i W 35t 1% Ty Re A R AR T o S e AR DG
HDACV B L3 Jin 4 (4 57 20 25 14 1) S Ak K F- 2k 5
R IN, JF B A5 X 2 R MR S i T E
% 5 R % 35 1) el 7 (B R O a8t A% AR ), 3 i A o
R A R, A S MR AT, R,
Xof AL A 4 B A i EL A R AR T s M, 5 S HLY R
H 9K X405 40 it (natural killer cells, NK)FIH; R4 F
4 40 i 7 T4H i (cytotoxic T lymphocytes, CTL)4»
S R A G EINY S eSS R, HDACHE
FHE 38 ok 2B A/ 5B ik LR FFEHER S
i 2 Sf 05 1 98 A4 v e IR A R PR SR AR X A
PE TR/ BI RS s B BE R A 4, WU T
TR AR DC, X BE B 5 M 1 20 i Y At 2R ) 2
SRR, O AN A s L B e B
(IIEDE "R . HDACIXHFZE4 E A 1E,
XL H X HDACI/ S B BU g 4 1A sTik . 7O
KA i 5 R W s AL AL, B S R T
AN 5> 3905 e R A0 I 1 b e 1) S 5 e Ak A )
fE, T TR S 245 ik e 20 %o 245 40 1) SRR R
MR RS | kST R PR DY, T
KA TC AR SR e — 25 W) 30 S Bk G IR T HR B A
VAR 38 RS

1.2 PHIA R B 7 1 it T 4 B g v RO 4 AR AL

WFFE VIR BT AR I R I VR R
kg BRI . SPERE R AN (acute
myelogenous leukemia, AML) FlIT A AR g v
VYRR B8 B A B AP R it . Pk AR 514

Py RAA B EAE R, Gl DNAS G R FE
EAMLT . M40 BR IG5 S an i T Pk
A i BE b VA il 2 i AR R R 0 SR A e Rk
PLJi (preferentially expressed antigen in melanoma,
PRAME) , 3 Ho Xt 4 928 2% 403 1 SO p: ) Bd
ALE T e DI RE, B XTI B . TE
MEBHEME R atEme e nEth, &4
VU 3K A B 19 7 2 HLA AR e R A s R
Wl . POIRAR N A Z it m 7R e &
AUV IR S A0 B i A Y 58 2 22 (compllete
remission, CR)%, JE oMM EEHSCTHRAL TH £ 89
BLEE Y, VI AR e T DAV S P I 40 A Ak, R
52T 200 v A R 1 a9 A A e A A B 4 Ak T
HEAVTZBY . PR AR R 5 M S S P I T 40
H@(leukemia stem cells, LSCs) MJFEICAML CD34"
A TR BEIT i — 2 A FHLEI R B, Pk
ﬂiﬂﬂﬁﬁﬁiﬁfﬁ‘@%(reactive oxygen, ROS)BE‘EF
LSCsHET-!, 1 F LB IR B AL, 1T BCL2K
Byt T AR T E A, ?ﬁ?ﬁcaspase—& T3
PARP (DNAME S ) Wi o [RIBS, V4 3K A Bl 0T
CD40J 147 H R IFINKFINFKBAF 38 %, 7 AE2
BRLSCsHEL M 25 . A KB HER I VH kA i i 2
PR T BR T UG L T 40 A A A A0, T e
3 0L A A/ AL A AR AR R . P IR A i HL
A TR A A SR R L ) R A A A 8 A R M R
TIEH 4t

2 FAARBREIGK BRI A i#E

2.1 ChiFAB (FiiA ARz, FIAHIE. MEREFMAE
HER)FALEFREALLS HRUMNEBRPHEA
BF 58 PR SE . 2R PEHDAC P 5 AR i 15 4
JEL 3 PR R (9 Gn v L R P A EE . I R
M 2H 5 ) A O AR, AT AR S A Ok ik B An i O
PEMOE R B B 7 2. L P R A IR S HEALL
B /N B 9% (minimal residual disease, MRD)
B E 2 TR AR . FUAPLE . P
T F I %2 (ChiFAB) 41 U IS 8636 9T, A5
TE T2k HOAH OGBS AR O At 1A 1y A1 J8] i 3 1l T+ 20
. ChiFABHYZE 2507 iLkUn K« M4 25477 dJF
B, B2 LI20 mghy H IR 45 7 74 A AR
38 FALPIELIZ0 mg/m TE 2y HT6 dE 4 2
A2 dik A 25 A PIE S G4 hDAL g/m’
(26 dR 425702 d) 4 TR s 4325 i6 d
B3 d, BFKLI3.2 mg/kgfi kA T ATH %
Tt B S A Y BT M 9% (acute graft versus host
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disease, aGVHD)M kR . FEHE I 4 FRB Wk L in
TR TR 2 T UG L ) HEAR RS AR, e 1R 20 B BR 2R
[N B R TS TS5 R M A HSCT R, 30 dNA
20191(83.3%) . MRD FHYE . &4~ BA B A o 432 B 15
IR 9.240 A, 14E TG e E 47 W] (progression-free
survival, PES)H1G A= FF M (overall survival, OS)4)
5 53.19%F159.4% . X F A MRD i 20 14 %5 9%
B, VAERPESHT A H67% 0%, 14 0SsT
MR 67.7%M30% ., BAtJE100 A, HA 101 HRE
(4.2%) BT aGVHD . dER EIRILF M KA FH
24.6%, SVACKRUL, FPHIAARE A S B I HSCT il
KRB )5 % AT 3 ALL A I MRD 9 1R 24

2.2 FEARRES AR/ AL HE /P A B
{KGVHD

B R T NI 7. N I I R (1 & W) =l ]
GVHD, [FHFPEEE T # R4 6 HLAAR ;20 M e % R
itE M HEPitE . BE N AT7 dBI5E 208,
JE2 U220 mghY 5 i AR PG IA A . B AR d &
FEAAT3 d, LA3.2 mg/kgh [ 5 751 5 i Jik i v T
@, Fisia d, W HIETe dBIRAERT2 4, 439U
30 mg/m M1 g/m’ 1) 7 2 & K 25 7 9603k 7 1 i paf
BEMLEF o GVHD B T B 3% T B A8 J5 1 2 Wi Ik e A
WA R . S A 400 h A 4FE R 41(16~60) % 1 B 5
(24f|AML, 6fMDS, 10fJALL)#%% T [a]F 44
VEBE 00 25 I bk (n=34) 8L JC Ik 3 (n=6) IWHSCT,
BE B HCR(n=21) . B 5L BIE (n=10) 5515 3h
PRSI (n=9) o HHRL 40 i 4 X >0.5%10°/L, Il
/NBZ>20x10° /LAY o7 BB ] 4393 A 16 dFILS d
S 30 (R 20 B A i /N AR VK R 2 R ) B OR R R
PFA HG v MR 20 I s /DS | RT3 R 2 0 T v
BB o BEASBI A TR A7 B DB B A 11 H o B
A EEMEHSCTIG+30 d¥JIK#| CRAIMRD I FER .
HSCT/530 d, BHikF100% MK 84 . I~TVEL
FNI~IVE 2P GVHD I K& A R0 5 11%F15% .
HA 16 - E S TaGVHD, 753811 il 144 5 &
&PV Z GVHD H9% . i 1T 14E ¥ PESFIOS /3 41l R
75%F184.6% . MRD PHE #4177 R 5 MRD B 1 H
H 2. IS R RV R A R T AR S
PARHSCT % Tl b 1 5 48 v AT BE 23 5 47 b 42 i) 95 9 O
Al fEfMRGVHD

2.3 ChiCGB(RHIEIE. FAMIE. T WAL
AER)FREKEEEERNNA

— I LT I PR A 6 PTIRE A T U
VUl / B T (CGB)MA G IMAHER LS

ik Ak Tt 90 461 77 75 35 A B (ChiCGB) JE B3 ASCT
T 52/ METR P FUIG A Ik L 98 A8 3 b i 97 AR &2
b, Z5R WRECGB YA A i A P Ik A
Ak — A R M e R 27 4
4d. HYR . BRI REESZ DRV BA N
30 mg. MZAZyHT6 dF 45245 )5 52K EL10 mg i 5]
It DK S R U . 7R e L BRI A R R
4h, 6 dRAZEE2K L2 500 mg/m Y
F KN 245 T PAAb IR . 7RSS 25 HTe d R 45 20T
2 dPh3.2 mg/kgMy I B FIKN G T HIH % . 45 2510
6 dE L ZyH12 dLA10 mgHh ZE K A i bk i 58 . 7%
20154F4 0 F20174F4 AR T 43,
AR IR 34 %, 12 W Dy kT8 O B AN ik L 9R
(diffuse large B cell lymphoma, DLBCL)(n=19),
H SR 2405/ TR K 288 (T cells/natural killer cells
non-hodgkin lymphomas, T&NK-NHL)(n=20),
%ﬁé?ﬁaﬁ’;’(Hodgkin’s lymphoma, HL)(n=4),
8 19i) £ 35 38 ) e % A 24k 2% 5 E i c-Myc, BCL-2
EBCL-6F M WE/ “BREARE; 20 LA
I PN K B 20 it bk T 988 (intravascular large B-cell
lymphoma, IVLBCL); 1T #DLBCL; 13
A TVIEE S H SR A5 /T 48 B bk E2 98 (extranodal
NK/T-cell lymphoma, ENKTCL); 20 B i
EL 200 B T 40 M bk L% . 5 R AR YT (high-dose
chemotherapy, HDC)THIAH 200l & & N H IXCR,
2lfﬁﬂ,%\ﬁgﬁx/ﬁfﬁ‘ﬁ(relapsed and refractory, R/
R)¥EH, SEIBAPETIHME. 1 40 i >k I 2 51 A
Mo HEARCD34 4N A5 R 2.1x10°/ kg,
SRR O U AN Rl B N R VAP N B B N
12K A . ARV R 210340 H o AN BA
51 B PES OS5 A 78.2%F189.5%, DLBCL4]
[PESHIOSSr i 4181.7%F1100% ., 7E19BIDLBCL
BEH, A 2BIIVLBCLA B AE T .7 Al
111 A E K o T &NKAH MLk U9 20 04 I8 A= A7
# (event free survival, EES)FIOS4;Jl A73.7%
78.8%. fEfk)m— VT, 160|ENKTCLE
Frrg 12 . 20 Ik LR A0 T A0 A I T
LRI 245 T-NHL A 35 1 A9 164K SR 02 CRARAS &
HLAI W EFSFOSH 3 h75%F1100% ., X F A
BA%, FEHD CZ HI AT 5 8l 1 5 1Y B8 3R
H 4 2% JEFS(80.9% vs 53.3%; P=0.039). W
WA RS R, 3961 (90.7%) & &K A4
T3 b MR AN A e o G At R E IR R S
2RI B RN R B 5%, 2RI TE A BR %
fitg b o A X LERE MRS AT AR, A S
BITA KMREIER . ARG REN: T
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AR/ RER = KURS Ik EL 9 A9 B85, ChiCGBAL & 1]
PITEASCTH] % & Hi/E NHDCHEFT 4 2y . EARR
Ui, ChiCGBZ—Fl B mA A& 1 . A K4
ZPEWAGROT R, A5 R/ RE KUK R
FHSCT — & HEREGYY . REmk, %7
X BB T 2 R 0 FE Al ST — B R AE, DAAIA
ChiCGB YT RN 22 4k P52

3 HKiE

PEE AR VE N DIRG9, o fE b Akyy Jr
R — MR EE NHSCTR WA 7%, £ H
HI I PR AR A A 8 R, AR S — o AU i A 97
250, o0 RO AR E R TR IR T Tk
0 &3P 25 ) ¥ LR PR, A5 B K A Ifs R 52
B PRIE L A Ve R R U () A g D it A
BT R FERIVE R, IR A 7 R ifE
Fog, mEMER/ADN, ZatbEd, ZE, WHiEAR
JHe T i B — FhOBE A HTIE A, A R AF R a2
FAT RN AL BE 5 R 259 .
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