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Abstract: Lysine-specific demethylase 1 (LSD1) is a member of the flavin adenine dinucleotide (FAD) -
dependent monoamine oxidase family and is highly expressed in various tumor cells. LSD1 plays a crucial role in
tumor progression by participating in multiple processes such as tumor cell proliferation, invasion, differentiation,
and immune cell killing. Studies have shown that LSD1 exerts its oncogenic functions not only by demethylating
histone and non-histone substrates but also through demethylase activity-independent protein-protein interactions,
thereby diversifying its mechanisms of action. With the increasing depth of research into the tumor-promoting
mechanisms of LSDI1, targeting LSD1 for cancer therapy has become a major focus in the field. This review
summarizes the oncogenic functions of LSD1 through its interactions with different proteins and provides an
overview of LSDI1 inhibitors that have entered clinical stages. A comprehensive understanding of the roles of LSD1
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in tumors will offer theoretical support for developing more effective and specific LSD1 inhibitors, thereby guiding

future directions for enhanced anti-tumor therapies targeting LSD1.
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Figure 1 The structure and function of LSD1. A: The protein sequence of LSD1; B: The three-dimensional protein structure of LSD1 (the

structure is obtained from PDB ID: 3ABT); C: The molecular mechanism by which LSD1 performs demethylase function; D: The basic

function of LSD1. Figure created with BioRender (biorender.com). CoREST: Corepressor of REST; LSD1: Lysine-specific demethylase 1;

CtBP1: C-terminal-binding protein 1; NuRD: Nucleosome remodeling and deacetylase; AR: Androgen receptor; ER: Estrogen receptor
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Figure 2 LSDI targets histones to promote cancer progression. A: LSD1 acts on cancer cells to enhance invasion, metastasis, and other

malignant behaviors; B: LSD1 targets the tumor microenvironment to facilitate immune evasion by cancer cells. Figure created with

BioRender (biorender.com). Snaill: Snail family transcriptional repressor 1; Snail2: Snail family transcriptional repressor 2; E-cadherin:
Epithelial cadherin; JAK: Janus kinase; PD-1: Programmed death-1; PD-L1: Programmed death ligand 1; CXCL5: C-X-C motif chemokine
5; CXCL9: C-X-C motif chemokine 9; CXCL10: C-X-C motif chemokine 10
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Figure 3 LSDI promotes tumor progression by targeting non-
histone proteins. A: Through its demethylase activity, LSD1 acts
on non-histone substrates, modulating their transcriptional activity
or stability, thereby promoting tumor progression via multiple
mechanisms; B: Independent of its enzymatic activity, LSDI1
interacts with other proteins to exert tumor-promoting effects.
Figure created with BioRender (biorender. com). P53: Tumor
protein 53; FOXA1: Forkhead box Al; MYC: Myelocytomatosis
oncogene; MYPT1: Myosin phosphatase target subunit 1; E2F1:
E2F transcription factor 1; HIF-la: Hypoxia-inducible factor 1-
alpha; VEGF: Vascular endothelial growth factor; AGO2:
Argonaute RISC catalytic component 2; TRBP2: Transactivation
response element RNA-binding protein; FBXW?7: F-box and WD
repeat domain-containing 7; ERRa: Estrogen-related receptor a;
p62: Sequestosome 1; GFI-1: Growth factor independent 1
transcriptional repressor; HDACI: Histone deacetylase 1; RCORI1:
REST corepressor 1
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T R & SCHR K B LSD1 # il 55BR B & K Huhh

AR FH A, 38 mT 38 2o K 38 i e b e 6 B, R AR BL R
@ A5 2498 A0 0 DR FF 0 A 7 25 W) RO BBURR A E s @ M9 5 4
P26 20 P IR, e R R e e ks B B At ML A%
WA AH G E 3 (W HDAC) #0714 FAE B & KR 97
.
4.1 #B[a) LSD1 B AR HNHIF & 58 B H T4
LSDI (259 & TCP. LSDI 2 # i S AL i ¥ 7 54,
fF 78 N SR 488 24 13- 00 F SR e 5 S 96 9IE W TCP oA
— MO E ) LSD1 I . A A LSD1 Mg 1,
{EARA B2 IR BRSO g BRI LRI, AR BT
B S LR MAO-A I MAO-B, LSD1 A7 5K | 5%
AKHE P B A8 . IX O BE AT N G2 B0 TCP #2 1 1
B, O B B Sy O s b AL AR AR AR Y
TCP AL &9 A FEHURH TCP AL &4 30 T 2 5k A B A
[ TCP AL ) oAt 3 AR ) TCP Ak & ) AR 72 4
ZHTCPIL &Y. KEWHITLL TCP NER, &K
S ) TCP 57, 4 7 oA £ . Bt 2k
N PR B 1 2 T TCP 503 4k A 935 o & 2k AR
I TCP A .

IMG-7289 X #% 5 bomedemstat, 5&—Ff 1l LSD1
7)o A9 LSD1 B A H Ay E—2E N I R BF 55
40157, & HH Imago BioSciences 24 7 FF &, H Al A 3t
v 15 WUl A FEIEAEBEAT b o b Sat 9 o PR AT 5
T RE AL B A AL AN AR 22, 4 ST PR F 5 N
JiEBL B B AT 4R AL, 3 U NOE L B PR LD i 2
‘F 2 IU&E ROE AL S AML, 4308 1 0 BE 6L 2 1 1)

B R L E BE AR R 2R B AR AN/ g B R
Bomedemstatﬁ: fili 34 2= M M98 (myeloproliferative
neoplasms, MPN) v ELA5 1E & A4 48 i i 20 i 1+ 4 < sk
/U JRIE A AR A O TE 5 R 5 ) ek 6 A T R AL AR
AR AR 710, Bomedemstat 18 B8 i SCLC A 74
R B P28 G 7 et BEL IRV o (1 BB B2, 38 5 T 20 i A 4517
eI PR L, bomedemstat 2038 i I AR 15096 10E 52 HAE Rk
PRI NI 22 0E B BE 2T 4E AL L1 2090 i 3 220
%ﬁéﬁ@%ﬂAMLqﬂi’ﬂﬂiﬂmﬁﬁk%o SR I A 18
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KRN AAEEENE, 2R EHE S HERT R
R R R, RN LS4 2 R E A
RSN, LG T /IR Bk A E PR AT ek D
SO 58 55, I R 22 A MR AR X B

H 87 SN TG RAF 73T TCP ML & 4G
ORY-1001 F11 INCB059872. ORY-1001 X #F iadademstat,
F Oryzon Genomics A &) 7T &, /& —FhZ &M R i H
G B S I 9 2 1 1R 5 A AML VR IT 25077 A
F B, ORY-1001 ] & 2 411 i) AML F fil g 55 i % A A5
R A K, 52 T-ALL S5 P RS A 455 284 114 A7 3% 2R U470,
KT ORY-1001 i1l g AF (R ATL 1) A 1 22 SCHRABEAT T
i, f45 ORY-1001 2 S E LSDI1 H bx K 3 21 F X
1 H3K4me2 1 2 ; ORY-1001 411 & & ¥ ¥ & 2
(hexokinases 2, HK2) 4 3 1] Warburg &% B2, i1 fif 78
) % & ; ORY-1001 % 5 Notch 15 5 38 B 3%, 410 ) b
I8 A ORY-1001 45 55 14 10 i) L B H SOX2 Bk 2l 1)
Y& iE T 41 B (cancer stem cell, CSC) & Bk fg 7777,
[/ 23 J WK B 5% — 3 LSD1/MAO-B X ] 41| 7] ORY-
2001, M FR vafidemstat. ORY-2001 7] 7E 1 Ak B 45 I
2F 375 1A BF B, R N K, A FIRIT A R G
95, F0FE B IR KBRS (Alzheimer's disease, AD) Fl 4
2 RAETM, INCB059872 H Incyte Corporation Jf &, /&
—FPEE A LSD1 1 3R R IR B O R 77 . — Tt
REY, £k K AML B & 05 86 A
INCBO059872 1 34 5 [ 41 Mo #H 240 4% 5 5 17 88 R
ﬁ,ﬂ:[w,%]c

AN W] 3 [ LSD 411 ) 57 41 4 3 i 5 485 LSD1 Al
GFI-1B 5k GFI-1 (1)1 F A7 0k 3 99 2 2 8] (1 41 B A
FH, AT 4906 GFI-1B 5 GFI-1 % T 9% # 3 [R] (1) 3% 5% 1
O VNIV 51 R Y 1 A N B N = A £ £ 2
FH 1] 24 28 &) 7F % 1 TAK-418 A~ 47141 LSD1-GFI-1B #
HAEH, BT MR 2EA BB, AT BE 22 A o R 3 4%
FR A 2 6 B IS Bl A ASE TR 11 A A2 I R sk 55 ] 4 % 3
e el = S e R NI L YRR VA A R 7 VR AR
RE, LH-1802 H v [E Bl 2= B b3 25 Wik 5t i A 41
A=A A NG AE R &, B L5 09 LSD1 il £ A A
FOEFRME, 75K RA b R I R 4T 1) PK ORI 22 41
4.2 ¥R[a LSD1RYRIEEHDGHIF v 7 b TCP 2RAT]
TR A AT B8 AR B SRR RO, BF AN AT
& Tl 5 2% ok 0 g wT 38 A0 ) R . P RRRT 0 ) )
CC-90011 A1 SP-2577, H wi ¥4 & #E N\ 11 1w IR B B
CC-90011 J& 5 — ANk Al PR B 56 1 v 3% ¥4 LSD1 4l
#1771, H Celgene 2 &) 38 i X4 & 4 B AT v i 2 7
%, RIS, i — R4 Ul 5 3RE5. 1Z%
& PaT {23 AML 4 i 731k, [R1B 7E SCLC [ PDX %

oA RO BT e A ]BT, SP-2577 & Salarius
Pharmaceuticals J & ) 53 — Fl Al 186 4 LSD1 #1151
5 CC-90011 2848, SP-2577 th & i it %1k & W ) vy il
B G, T 80E TR,
4.3 #E[ELSD1f0HDACHIXEHIHIF LSDI R
B S A B — BRI R, (BRI KBS 24 5
fif 252 4% . HDAC 5 LSD1 ¥1E A CoREST E &%)
(LR 43, Bl it 9 3R B T 3 T TR R HE AR ) Tl e
[ B 410 1) A 3 1 D B T A AT 38 SR AP R R .
T BRI 7 R B, 5T ON DK R ) LSD1 A1 HDAC XY
HHH R AT T I R, Hod 4SC-202 3N G PR THA,
JBI-802 #E NI PR TTHA

4SC-202 X FX domatinostat, #& —Fh 3 # 1 Ak LSD1
A1T28 HDAC (HDAC1/2/3) XU E 4 7 . 4SC-202 %f
LI N e | S N 0 [ T | RS S
SIS0 R AIF AT AIE 52 4SC-202 38 32 1 7 MR A s 1
TR 458 38 580 G 2 VR 9T IONE, $E 7N 4SC-202 F E N % iE
I7 IR AT REPERY

JBI-802 & B A 4b T Il PR X 58 B B () LSD1
HDAC6 X # 71 #l 7], 1 Jubilant Therapeutics Inc. T
2020 fE R I8 & Bl . JBI-802 7E AML £ B4 o7 25 i+
LSD1 8 HDAC6 & £ I 7)o [FIs, IBI-802 LA &
AL 7 AN H] LSD1 A HDAC6, 3 3 HY % 22 Ffr 5z 4
96 R A S VAR 44T B 398 1 5 K S, R T I
PERE AT AL FE T
44 HLSDIAMEIF [ LRZW4b, i6f —5H
R LSD1 IR IEETF K. B A 25T R B
LSDI1 #l1 ] 7 SYHA 1807 (&5t K A4m, ©i#E N TR
PR FL A e 5 P o A T il 3 1 4R s, 30 B R A 1 L
T6 7 SCLC 1 PR T PEAl 285 2R W, %45 1k 25 W) 18
223 A AE 2 L T2 i e ) 4 A5,

HH Epiaxis Therapeutics Pty Ltd iff /< ) ET-1002 (45
PR AR K A B 54 236 5 R [ HE-006 (4584 K A A7)
1B 4k F 1 AR THA M LSDT #0617, H i A 5 408 5
b 1),
45 LSD1HIFIFISEAMTEEKA 2 Wik i £ 9
LSD1 il 51 7] 55 2 Fft 4k, 7 16 FH M A 1 B8 47 (1) Bt i
JAER

HERANTEM LR AL R R (all-trans retinoic
acid, ATRA) ] {i 3t [ 195 40 i 201k, FLAE Stk FL 4k
20 I 1 195 (acute promyelocytic leukemia, APL) 3%
R BT, TCPH 5% S 0Ly
ATRA XA, AT $2 = e 2 . (8 TCP 41 LSD1
RE % 18 98 AML 21 i % ATRA F9 1 S 4%, 8 AML 4 it
A6 B Y B BE K ST AML R Bl A
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ZE5E (myelodysplastic syndrome, MDS) 3 % ATRA
U . A, ATRA 55 GSK2879552 1B FH 76 AR
[ 37 22 (7 AML HH 3% 0 H 400 1) 18 5 R 452 i3t 434 1 [
PER®T.

& ATRA 4F, LSD1 #1171 ORY-1001 Bt & DNA H
FEEFENE 1 (DNA methyltransferase 1, DNMT1) #7171
BT LB YR T 2 4E AML B 3 10 IR R OF 7 S 1 2
YR IT R,

B T B SCHRBIRIRE FT4E, 2 S0 50 LSD1 4 il 5

50T 250 T RO I RO E IEE R AT o Ik AhIE
A W FL 4R LSDIL # ] 71 5 G 9% K A A0 )
(immune checkpoint blockade, ICB) PD-1 Juf&R B, M
I 384 58 PD-1 HT 44 %of F €8, 32 989 5l SCLC # il £ FHE Y
XS AR N, LSD I (1l PR A (B AN AE T o
2, AR TR BRI S B, M ORHIER
I MR 7 T J T2 — 7 TH R B L 3, 59— D7 TR
JIRZ AN SR A T IR R A FH 2 & .
4.6 LSD1HIHIFIERE A E GRS R
BE  LSDI il FLE I PR S FH o T I o5 2 1 T 24 L 2R
Yibs B PR AR, IXTE SO IR BT A, Bk Ad ik
1T R A .

LSD1 7E e R 150 b SR I8 H — 2L M R A R
B, JGLAAS AT I LSD1 i 71 o 22 #11) TCP 2k
A AW, AT RE 2 5 R 4N IR D 1 Th RE SR R
J 3 100 40 2 e e AR SO N D R B
UL, 4 ORY-1001 F) # IR AAR TR 52 Hh L /N 9820 i
A EE AR RN IR, INCB059872 Il IR A #F 7¢
JRAG 15 B R AU, AT LSD 40 7 A B s A
A IR, fH A AT BEAFAE =AM

LSD1 #11 il 751 ¥ 3 17 7£ B 24 if 24 i) i@, 41 GSK-
2879552 #£ AML I SCLC I A 56 v PR “ U =3k 215 b
IRAE” 51 24110 4% 1, IMG-7289 7E #1245 AML/SCLC ¥4
97 R 24 e A SR A T 00, SRR 24 1) % A AT R
B M 1 B U A B

B Z 0] 55 B AE Y0 bR S AL LSD1 1) 77) FF & 1)
BREAG, H AT K 2 I R 56 IR @ SZ WA K 7 T hr &
W), B R ) LSD1 R IA S 4H B H R AL L
SVE NS HARIR . X AT et LSD1 7E A [F] 8 A [F)
AN ) S B ME A S R 4 T B0, T BRI TR
[£2 5 CoREST & &) 5 (AL R T fe, TR A &
IR ZBEARAE B H AT IR TR R E 0 75 0 AR b
SWH 2, I — LAt 5 oR 7 hR & (A1 CD11b) Af
VB9 S BE A AR b, (AT R = )32 R SRIE

N T U LSD A il 750 (B 2, BT B v W] I A )
IR R BN LLE, IR A H 254K 80 70 2R 1, BRI
JAN T30 55 5 R B ot B XU 9T 4k 5 N [
KRG BRI 2 )@, BT ST IR I SR Je % 5
RURBE I BE T S FER AR EY T, W T
BB N S A TH ) 251097 20— A 5 TR 5 g Al oA 5
R R M 0
47 BELSDIAMEHIRFKEZRAE W LA,
LSD1 B A M7 T H 2 B iE ME ) L S T Re
9 & A B i AR R ) LSD1 2 5 198 1 s AH B AE A
A LN EET LSD1 250 ¥ v 37 (1 77 1) A0 E AL
A TTANCBR T B T H L A0 e 25 FY 26 A Bl it 8 £ R
il o A%t T AR LE LSD1 g ek fRAE, vl I B B
fift ¥ 1) % A& (proteolysis targeting chimera, PROTAC)
B B AR B AR B ) LSD1 &5 A FEAR, IR 7 N DL
AR R IL/N A& P UMILT71 B A 7R it I 40 g
(hematopoietic stem cells, HSC) 1 AML 4 f + [% %
LSD1 ¥IRE /7, AT H0i] E I 9 fl g e l01 4, X 4R
—J7 TH °] LA i O A& W R 3R A58 R4 K4 (1) LSD 1
B 77, 53— 5 TH AT LA T UM 71 1) 45 4 1047 o5 DA
PAFFE L, S S A RS, FI, BRI
70T e AR A 0 ) 55 BE BT LSD 1 R HE 48 $1 1) Be FN T 4K
R LSD1 5 AR & A A BAEH b & e 2 ik, A
M LSD1 [ Dy g . X L5 0E 25 9 #E 17 LSD1 254
WAL T BAE 17718

Table 1 LSDI inhibitors in clinical trials (only display clinical trials related to tumor). MPN: Myeloproliferative neoplasm; AML: Acute

myeloid leukemia; R/R AML: Relapsed/refractory acute myeloid leukemia; ATRA: All-frans retinoic acid; MDS: Myelodysplastic
syndrome; SCLC: Small cell lung carcinoma; SCCOHT: Small cell carcinoma of the ovary, hypercalcemic type; OCCC: Ovarian clear cell
tumor; EC: Endometrial cancer; MLS: Myxoid liposarcoma; DSRCT: Desmoplastic small round cell tumor; EMC: Extraskeletal myxoid
chondrosarcoma; AFH: Angiomatoid fibrous histiocytoma; CCS: Clear cell sarcoma; LGFMS: Low grade fibromyxoid sarcoma; SEF:
Sclerosing epithelioid fibrosarcoma; PPMS: Primary pulmonary myxoid sarcoma; CMML: Chronic myelomonocytic leukemia; GI:
Gastrointestinal; MCC: Merkel cell carcinoma; NSCLC: Non-small cell lung cancer

Title Status  Condition Intervention

Irreversible inhibitor

Registration number

An extension study of bomedemstat NCT05223920
(IMG-7289/MK-3543) in participants with
myeloproliferative neoplasms

(IMG-7289-CTP-202/MK-3543-005)

Completed « MPN Drug: Bomedemstat




FRAET LA LSD (R IR i A e (R AT ) 40 8L o) i 9 T 8 e 1443
Continued
Title Status  Condition Intervention Registration number
Venetoclax and bomedemstat in patients with ~ Suspended * AML Drug: Bomedemstat NCT05597306
R/R AML (VenBom) * Refractory AML Drug: Venetoclax
* AML, in relapse
A study of bomedemstat (IMG-7289/MK- Completed * AML Drug: Bomedemstat NCT02842827
3543) with and without ATRA, in participants * MDS Drug: Tretinoin
with advanced myeloid malignancies (IMG-
7289-CTP-101/MK-3543-001)
Bomedemstat and maintenance Terminated * Extensive stage SCLC ~ Drug: Bomedemstat NCTO05191797
immunotherapy for treatment of newly * Limited stage SCLC Biological: Atezolizumab
diagnosed extensive stage SCLC
Iadademstat in combination with azacitidine ~ Recruiting * AML Drug: Azacitidine NCT06357182
and venetoclax in treating newly diagnosed * MDS/AML Procedure: Biospecimen collection
AML Procedure: Bone marrow biopsy
Procedure: Echocardiography test
Drug: ladademstat
Procedure: Multigated acquisition scan
Other: Questionnaire administration
Drug: Venetoclax
Study of iadademstat and gilteritinib in Recruiting * AML, in relapse Drug: Tadademstat NCT05546580
patients with R/R AML with FMS-like * AML refractory Drug: Gilteritinib oral tablet
tyrosine kinase mutation (FLT3 mut+)
(FRIDA)
A randomized study of ASTX727 with or Recruiting  * Accelerated phase MPN  Procedure: Biospecimen collection NCT06661915
without iadademstat in advanced MPNs * Blast phase MPN Procedure: Bone marrow aspiration
* Essential Procedure: Bone marrow biopsy
thrombocythemia Drug: Decitabine and cedazuridine
myelodysplastic/MPN's Drug: ladademstat
* MPN, not otherwise
specified
* Polycythemia vera
* Primary myelofibrosis
* Secondary myelofibrosis
Testing the combination of an anti-cancer Recruiting + AML Drug: Azacitidine NCT06514261
drug, iadademstat, with other anti-cancer drugs Procedure: Biospecimen collection
(venetoclax and azacitidine) for treating AML Procedure: Biospecimen collection
Procedure: Bone marrow aspiration
Procedure: Buccal swab
Drug: Tadademstat
Drug: Venetoclax
Testing the combination of an anti-cancer Recruiting * Extensive stage SCLC  Biological: Atezolizumab NCT06287775
drug, iadademstat, with other anti-cancer drugs * Stage IV lung cancer Procedure: Biopsy procedure
(atezolizumab or durvalumab) at improving AJCC v8 Procedure: Biospecimen collection
outcomes for SCLC Procedure: Computed tomography
Biological: Durvalumab
Procedure: Echocardiography test
Drug: Tadademstat
Procedure: Magnetic resonance
imaging
Procedure: Multigated acquisition scan
A study of INCB059872 in relapsed or Terminated * Relapsed Ewing Drug: INCB059872 NCT03514407
refractory Ewing sarcoma sarcoma
An open-label, dose-escalation/dose-expansion Terminated < Solid tumors and Drug: INCB059872 NCT02712905

safety study of INCB059872 in subjects with
advanced malignancies

hematologic malignancy

Drug: ATRA
Drug: Azacitidine
Drug: Nivolumab
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Continued
Title Status  Condition Intervention Registration number
Azacitidine combined with pembrolizumab Terminated < Solid tumors Drug: Azacitidine NCT02959437
and epacadostat in subjects with advanced * Advanced malignancies Drug: Pembrolizumab
solid tumors (ECHO-206) * Metastatic cancer Drug: Epacadostat
Drug: INCB057643
Drug: Pembrolizumab
Drug: Epacadostat
Drug: INCB059872
Phase I clinical study to evaluate the safety, Recruiting * R/R AML Drug: LH-1802 CTR20222026
tolerability, pharmacokinetics/ * MDS
pharmacodynamics, and preliminary efficacy
of LH-1802 Capsules
Reversible inhibitor
A study of CC-90011 and comparators in Completed * Prostatic neoplasms Drug: CC-90011 NCT04628988
participants with prostate cancer Drug: Abiraterone
Drug: Prednisone
A safety, tolerability and preliminary efficacy ~Completed * SCLC Drug: CC-90011 NCT03850067
evaluation of CC-90011 given in combination Drug: Cisplatin
with cisplatin and etoposide in subjects with Drug: Carboplatin
first line, extensive stage SCLC Drug: Etoposide
Drug: Nivolumab
A safety, tolerability and preliminary efficacy ~ Terminated ¢ Leukemia, myeloid Drug: CC-90011 NCT04748848
study of CC-90011 in combination with Drug: Venetoclax
venetoclax and azacitidine in R/R acute Drug: Azacitidine
myeloid leukemia and treatment-naive Drug: Venetoclax
participants not eligible for intensive therapy Drug: CC-90011
A safety and efficacy study of CC-90011 in Terminated ¢ Lymphoma, non- Drug: CC-90011 NCT02875223
participants with relapsed and/or refractory Hodgkin Drug: Rifampicin
solid tumors and non-Hodgkin's lymphomas * Neoplasms Drug: Itraconazole
A safety and efficacy study of CC-90011 in Completed * Neoplasms Drug: CC-90011 NCT04350463
combination with nivolumab in subjects with Drug: Nivolumab
advanced cancers
Phase I trial of the LSD1 inhibitor SP-2577 Completed + Advanced solid tumors ~ Drug: SP-2577 seclidemstat NCT03895684
(seclidemstat) in patients with advanced solid
tumors
Pilot trial of SP-2577 plus pembrolizumab in ~ Withdrawn + SCCOHT Drug: SP-2577 NCT04611139
select gynecologic cancers = OCCC Drug: Pembrolizumab
* Ovarian endometrioid
adenocarcinoma
* EC
A rollover protocol to allow for continued Enrolling < Ewing sarcoma Drug: Seclidemstat NCT05266196
access to the LSD1 inhibitor seclidemstat by * MLS
(SP-2577) invitation ~ * DSRCT
* EMC
* AFH
* CCS
* Myoepithelial tumor
* LGFMS
 SEF
Clinical trial of SP-2577 (seclidemstat) in Active, not * Ewing sarcoma Drug: Seclidemstat NCT03600649
patients with relapsed or refractory Ewing or  recruiting  * MLS Drug: Cyclophosphamide
Ewing-related sarcomas * Sarcoma, soft tissue Drug: Topotecan
* DSRCT
* EMC
* AFH
* CCS
* PPMS
* Myoepithelial tumor
* SEF

* Fibromyxoid tumor
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Continued
Title Status  Condition Intervention Registration number

Seclidemstat and azacitidine for the treatment  Recruiting * CMML-0 Drug: Azacitidine NCT04734990
of myelodysplastic syndrome or CMML * CMML-1 Drug: Seclidemstat

* CMML-2

* MDS

* Recurrent CMML

* Recurrent MDS
Dual inhibitor of LSD1 and HADC
Oral histone deacetylase inhibitor 4SC-202 in  Completed ¢ Advanced hematologic ~ Drug: 4SC-202 NCTO01344707
patients with advanced hematologic malignancies
malignancies (TOPAS)
4SC-202 in combination with pembrolizumab Completed ¢ Malignant melanoma Drug: 4SC-202 in combination with ~ NCT03278665
in patients primary refractory/non-responding pembrolizumab
to prior anti-PD-1 therapy (SENSITIZE)
Epigenetic modulation of the immune Unknown ¢ Cancer Drug: Domatinostat NCT03812796
response in GI cancers (EMERGE) status * GI cancer Drug: Avelumab
Domatinostat in combination with avelumab in Withdrawn < MCC Drug: Domatinostat in combination NCT04874831
patients with treatment-naive metastatic MCC with avelumab
(MERKLIN 1)
Domatinostat in combination with avelumab in Completed * MCC Drug: Domatinostat in combination NCT04393753
patients with advanced MCC progressing on with avelumab
anti-PD- (1) 1 (MERKLIN2)
A study of orally administered JBI-802, an Unknown  * Locally advanced solid Drug: JBI-802 NCT05268666
LSD1/HDACSG6 inhibitor, in patients with status tumor
advanced solid tumors * Metastatic solid tumor
A study of orally administered JBI-802 alone  Recruiting * NSCLC Drug: JBI-802 NCT07207395
or in combination with pembrolizumab for Drug: Pembrolizumab
patients with NSCLC with an STK11 mutation
New type of LSD1 inhibitor
A study of SYHA1807 in subjects with Unknown  * Extensive-stage SCLC  Drug: SYHA1807 NCT04404543
extensive-stage SCLC status Drug: SYHA1807
An open, multicenter, phase I clinical study to Recruiting * R/R AML Drug: HE006 ChiCTR22000663
evaluate the safety, efficacy and 64/CTR20221763

pharmacokinetics of HE006 tablets in the
treatment of R/R AML patients

5 REEERE
KERIWFFEAIE M, LSDI1 7 £ M e h & ik, H
5 9 R P e 4 9 2 3 e R 20 P 40 o) PR
S 6 R B TR G 95 0 ) A 85 R S A1 e A
FEVIMAG . XL 5T 45 Rk LSD1 2577 2 M
ST R BLAFHE A . R, LSDT 40 351 i BIF 2% T fi 98 )
BT A EEE L. LSDIEEA LB EH T4HEA,
YR S P e 3 e A o v R R A R O HR B 4 B
H3K4 8¢ H3K9 2= LAk DL #2555, AT 7= A A2 o yg
VER; B AT DA L 25 FF 9 40 Al 41 2R (1 s B Ao
AL, SR B Th B B AR E 1, AT R iR i AR [ A
A DLE R AR T 2 LB P B - A
1 FH S 25 5 Th R ke e 1, DURFE IR T B
Ky LSD1 7£ il 8 v BT 2 A4 O AE L, DL T 4
] LSD1 ¥ J7 8 i AH ¢ i) BUE 73 2% . O A LSD1
e T T 4 1) 700 2 5 BT DA ) LSD1 A7 e 26 H AR AL

Bl % M R AR 2 HL ) R @ ATBELWT LSD1 R4 #1 ) RE 1
AR R )2 A5 AT DA — e FE R LA LSDI 1 2%
W35 P @ LSDL B A 2 FEA 2 Mg 1E F, HF &
LSDI1 %5, Wi PROTAC, {2k LSD1 ¥ B i, v 75 1F
SRy — ol SE A I A T IR TR T SIS o A B BE TR
LSD1 7E AN [Fl i AE 25 44 o B A R (4 FH, {3 f
LSD1 ff Zhae, SRS B A 22 5 Ak A T LSD 1 411 551 A
ML [ LSD1 BT IRIT, 50 70N Stk — B 7t .

& TUmk: WATIE RIS ST R SR MR
2215 I B e X SO N SR T @R 5 80T
P SCE AR, 5 OC B, SRR B
TR R o E AT s AR

FIFR SR fr G 1F 38 AT 2500 2 Bl R .
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