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Abstract
oxidase. Studies have confirmed that aberrant expression of LSD1 is closely related to tumor metastasis and

Lysine specific demethylasel (LSD1) is a flavin adenine dinucleotide (FAD)-dependent monoamine

proliferation, and is currently one of the important targets for tumor-targeted therapy. In addition, LSDI1 is
involved in the development of various conditions such as neurodegenerative diseases, cardiovascular diseases,
and inflammatory responses. Currently, several inhibitors have been developed for the clinical research stage. In
this paper, the structure and mechanism of action of LSD1 and the research progress of LSDI inhibitors are
briefly introduced to provide some reference for the design and development of novel LSD1 inhibitors.
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FEPR R E Dy R G G ERY . T H b
WIE L C-N Sk R # A2, 8 T H kL
BRI AT R . ELE 2004 4F Shi 59 &
BT M R R e 2 T EEfK i 1(lysine specific
demthylase 1, LSD1), #fi & T 24 M W B AL iy i) 72
JE AT, SR 2H AR R R0 A% 1 A B AL TR
%o BFFEFE, LSD1 751/ 2 M 4l it b 555 1 %
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HFTR MBI KT eIed 2598 )

1 LSD1 J&5H, ERNBIREEMFINEE

1.1 LSD1 #4#

LSD1 ¥ 4 KIAA0601, KDMI1. AOF2 5§
BHC110, J& — S HOf B8 3% I BE S — 4% H 2 (flavin
adenine dinucleotide, FAD) [ BA e S8 Ak it 1i%) [] )5 i,
eSS L BRI R A H3 28 4 S 9 [l & R

AOD

H3 tail

CoREST

Tower

B 1 LSDI/CoREST & & Wi fAi4gi44 (PDB:2UXN)

(‘histone H3 lysine 4/9, H3K4/9) [ 5 . X H 3t |
LSD1 i 3 B 45 4, €445 N 3 SWIRM 25
Faydl . 02 HY W) Tower 25 A4 38 FN C i I % AL
fifi (amino oxidase like domain, AOD) % #4 3% (& 1-
A DI LA EE A H3(1-7) Al LSD1-CoREST &
B R GE R R 5], X} LSD1 B &5 T4 .
1.1.1 Tower £ #13% Tower 2543 i C %% AOD
SERL A R B PR 25 S P AT Y o B85E (Sal AT Sa2)
A 1-A), R UTER S 5§ CoREST 4 fit %
A0, LSDI A B AR RefH A% /A £ H 34k, (B
LSD1 fEf% 5 CoREST JE i £ iE i1y LSD1-CoREST
BEY, ZEZ AW MR Y BAT Heom i 2 3
G . Tower 454 BlGE 21 “ 17 227 B9 4E H, LSDI
ik Tower ¥#13% CoREST & i, A LIEALAZ /MA
ZH AR U ETR I 25 BT
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1 o SREEAN 2 DERREY BTSN, FEEN S

5 < » (g
/@ W'4 ~.' f
Tyr76m% . TE)
| CUJIv0

A: LSD1/CoREST & & W iR 4544; B: SWIRM Z54438 5 AOD Z5 A 3Bz fok 19 L 1iT s C: FAD 454 IX i B 1) & B60%; D: A1 1 H3(1-7) 5

LSD1 HffE A
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A - A AR SRR Y £ 5 JE Y AL R 118
i, A BT LSD1 47 i HAE L DI RE LA K R4 b A2
EME, TE45K I, SWIRM 45 #58, (£4 7 oA, oB Fl
aE) 5 AOD 4538 (115 aA. oB fl oM) Y C A
REEBiEA (K 1-B), il ol i fEae Sy i K VEH %
R,

1.1.3 AOD % #3k  C %ty AOD %5 ¥4 3 #% Tower
LER RIS A 2 AN IHBEIX, B FAD 454 X AR 4 4%
G X o FEEANTR A AL ™ A —A~ bR 1 25 15,
4 LSD1 WAL TG0 o FAD 254 X i o B2 E
B HrEtt 1, FAD BI5GB M 7 2 iR B
A RSP . ANl 1-C, FAD Y 85 Z 367 T i
Val317. Gly330. Ala331, Met332, Val333, Phe538.
Leu659. Asn660, Lys661, Trp695., Ser749. Ser760
H1 Tyr761 %5 2 FE R 2 AL A9 B 7K 1 48, X s o 3
iz F1 FAD X JiC 4 9 HE B8 TR0 RN o7 A # B 220,
£ FAD 254 HASHHE, th 6 > BT A1 6 1 o IR
BEE R T —A25 s, B LSDI1 R4S & 1148, %
F48 5 4 8 R ES G T R M . El 1-
D, 418 1 H3 KW 2~6 v & JE 1R 48 i i S 6 3
BZIE I MBI AR YIS A 48, AEA
H3 N %6 i Alal {7 F HH Ala539, Asn540., Trp552,
Asp553. Asp555 Fl Asp556 ZH J 1 1 L 1) 11 48,
FF5 Asp553 Fl Asn540 JE g S0 5 A i AH B AR 5

Arg2 5 Asp556 A5 ; Lyp4 5 Ala539. Tyr761
1 His564 1 i 28 ; GIn5 5 GIn358, Asn535 W77
EEEER . XA B AR — 7 1H A LSD1 REHE
W b UM 41 8 1 H3, 53 AMILRELE H3K4 (1) N-H
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A 3) . 2 0,4 F ¥ HLE FADH Y N5 5§
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B 3 Lys661 5 FAD LR E HEAA T AR

1.3 LSD1 4 A M F Ik

LSD1 i SEHEAN R A 3 1 B 45 AN ] ) £ P
DyfE. M5 CoREST. C-A i 4k & 11 1(C-
terminal-blinding protein1, CtBP1) Fl4Z% /)M 5 % i
Z. Tt T ( nucleosome remodeling and deacetylase,
NuRD) %54 H 45 &L U2 G W), LSDI Ji i Ak
H3K4me2 Fl H3K4mel 114 2 FH Ak & #4270 3410 1
BYAE FH ; 5 e 2 52 1K (androgen receptor, AR) 1
1% 3Z 1K (estrogen receptor, ER) #H 5.4/ FAT, LSD1
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i 13 25 B 564k H3K9me2 il H3K9mel 1 hy#% 5 4t
PG, PR IE R 5 . A, LSD1 By R &0
PE S H R LSD1n 38 £ ff f H4K20me2 12 H 564k
ST 2 TR T R B SR . LSDI1 IR RETH
WARHE R RIS, 4155 DNA H B4 75 il
1(DNA methyltransferase 1, DNMT1) , fifj # il 25
FI p53. JUUBER 1 Wik I g 40 1) 7. 5% 1(MYPT1) |
5 5 i T R S0 [ F (signal transducers and
activators of transcription 3, STAT3) L) } E2F #% 5%
[A-F 1(E2F transcription factor 1, E2F1)%, %% AT
i, LSD1 i 5 41 8 1 5 AR 8 R R A R A,
S5 &M Al R, AR e RIS AE . b R )
i 4k (epithelial-mesenchymal transition, EMT) ; ‘&
(1 2R 8 55 i g 1) A 28 RN B s VAR O, A4 PR
21 Jifd 4 1fiL 9% (acute myelocytic leukemia, AML) | 4%
. 95 (cell resource center, CRC) . /N4l Afd fiffi 42
(small cell lung cancer, SCLC) . Fif %!l Jlit i ( prostatic
cancer, PC) %57,
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YER, 7 AR R AW 2800 . i : LSD1 kR
98 I -F FBXW7( F-box and WD repeat domain-
containing 7, FBXW7) iU Y, fil & FBXW7 H &
Z RS, X FBXW7T #EAT St DA 3%
Ak 19 7 U AR B 0 38 26 M O 3Z 44 o estrogen-related
receptor o, ERRo) ANB 2 [ B 14 B2 A5 e 10}
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R Al [ wEt SR, X5 T LSD1 A 34k
HYAE 2 D Re FAILA A it — AR

2 LSD1 #IHIFIMHR AR

Wit #5 LSD1 AL 5T B IR A, LSD1 il 551 1)
TFRWMA THRIERE, LSDI 53 1B 25k ] 43
A tranylcypromine( TCP) {5 A ) . 2 Me 545 4E
Y. ZIREATAEY . B EY) . HOTHIAE R
TCHIE | BRI A AR A . X T
KA &Y, W H SNAILT FA 5414 1 H3 JiE
YN SR S LR 51, AR SR P A 1 390 A
Z ML S, WA X b At
YRR 43 Fhtid K B G PR N i 2Rk
fift FEAREA R E , UMD, AR £
W5 AR SCFE BN/ T LSDI 30 i 55 49 BiF 5% ik
. HRAEMHIF S LSD1 Ay A B AR FHHLHIA
7], A () LSD1 Ml 50 Al 23 S ASw] 3 LSD1 i il

FIFIAT 386 LSD1 I 57 P FRZEHY
2.1 R LSDI 474 #)

TCP J& Il R b TR 7 M ARAE 1Y il S Ak ity
(monoamine oxidase, MAO) #ll fi] ] (MAO-A, K; =
102 pmol/L; MAO-B, K, = 16 pmol/L) , A}y LSD1
I MAO JE[RIJEHEE H, FrLA TCP X} LSD1 A —&
B4 1 35 M (K = 243 pmol/L) ® 7, TCP i@ i B4
HL P RS L IR Y LA B RN 55 5 F FAD 1)
C4 T, N5 {3, /K152 4 FiAS[R] B TCP-FAD i
AW, RAT AT H LSD1., fn i 4 fF R, FAD—
TCP &R B A 3 A5k 148, X TCP
P ZE AR T 23 I A E R AL,

i T TCP-FAD Ml & ¥ 4 % 34 5 3 i His812
A1 Thr335 255 KPR LR AL AL sk D48 (5 62),
BT AAE R IR L5 AR T TR 55 ) 3R o
X} LSD1 Aifilid o, anfb A4 1 Ffka 2151 5) .
34, T AE LSDI 43+ H 2R 34 o b A B 1) 25 i
KF MAO, H i, 2R 5] ARFE KBk
PEFEPH AT DL X LSD1 B3 il vE At infk
G 3. LEY 4. LB S LB 6, TR RN
7 368 358 T e e b kB 2 % O PR O 4 PR AR K
B, AL A W%t LSD1 4 il 76 o4 Ak £ B
PEFt

X} TCP (R FE AT 45 P8 A PT LA Sl 25 4 v
XF LSD1 il v, — R X B e it A7 bt Fe A 1E
M, AR ] AR g 2 | R 5T,
i A JE BBl B 7K 23 i P 5 2 B R P i S, B9 Ak
A5 FAD R BUN& Wit te, ik &4 7.

TCP 1) 25 ¥ 61 32 22 4 Hh FE R IR Al 3 I,
% B ST ARk 2 G PR v S S, S5 R4 1B A
NG Y 2 8 R SMNETERTAEY . AR K
FESLAN G5 5 1 SRR L 1AL, S5 B I D, M 7E RN
B o B B AT /INMARFR B b B B AT DL 3 5 X
LSD1 iyl sk, ik &9 8.

E4 M1k, BRI T 24~ LSD1 A Al 3 fi i 57,
H t ORY-1001, ORY-2001. INCB059872. IMG-
7289, GSK2879552 1l TAK-418 & 1 A Ilfii PR By B
(| 6)., 7 GSK2879552 A4 SCLC ¥ T Il AR K
5o, GSK2879552 435 | R Ms BUR# LT, BT R
F GSK2879552 Ml PRIAEEI L2 1k Hadl
PRI g e, B A TG R IR BE LSD1
54 ORY-1001, ORY-2001 F1 IMG-7289.
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Ph HO

C(4a) adduct

A: LSD1 5 TCP WA FINE P B: TCP-FAD G415 3 A-sik H4%

m@" ﬁ“

LSDI IC,,=3.7 umol/L LSDI IC4,=17 umol/L
MAO-A K=270 umol/L

MAO-B K=8.3 umol/L

BnO

LSD1 K=1.1 pmol/L
MAO-A K=2.3 umol/L
MAO-B K=3.5 umol/L

LSD1 1C4=0.090 pmol/L

B 5 T TCP Bt ib e

H Oryzon Genomics 2% H JF & i) ORY-1001
B — Tl v RUOR R AE B M 9 LSDL I I, 1Cs, A
18 nmol/L", 2018 459 H 7 H, iZ/AFIJFJE T ORY-
1001 5 Bl 1,1 (azacitidine) ¢ FHIG 7 AML (4l
PRIAES, 25 R BoR: 73% BB E A 25 AML
JiE R A B 28 A, B iy DL IR BRI A2 i /N A ik 2D
i o 2020 4F, —3 I Im PRI 45 5% 1, X4 ORY-
1001 SHI-KFEIA T ERAIRYT SCLC B, B3 10

@@A

BnO«

LSDI1 1C5,=0.04 pmol/L
MAO-A 1C=0.16 pmol/L
MAO-B 1C4>60 pmol/L

. -HCI O\
HCI o N H
(0] NH )k H //
¥
5 6 7

MAO-A 37% inhibition at 100 pmol/L
MAO-B 8% inhibition at 100 pmol/L

(0)
Ph)kli\u-[
O NHBn
, ) W

O

LSDI1 IC4,=1.9 umol/L
MAO-A 1C4,=290 pmol/L
MAO-B IC,,>1 000 umol/L

’/ NH

LSD1 IC4=0.187 pmol/L
MAO-A IC4=17.1 umol/L
No inhibition at for MAO-B

LSD1 1C5,=0.779 pmol/L

HERAAAN AT 15 A .

ORY-2001 J& Oryzon Genomics A F - & 14 7
—# LSD1/MAO-B XU s #1551, % LSD1 A4 i
I TED 1.6 nmol/L, FAT B4y 1) 11 A A= A1) Al
I Ji 5 R s 1k, i R L =2 TR A 42 &
Bryrgnt

IMG-7289 /& i Imago BioSciences 2\ F iff &
f) LSD1 # 4 51 (ICso = 10 nmol/L) . 2022 4 3 H
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A, v QO
o ™ Y

TCP ORY-1001

LSD1 1C5=20.7 umol/L  LSDI ICs=18 nmol/L

O

o

LSD1 ICs=1.6 nmol/L

. AN o HN“‘A©
0 KO,
0] N-N 0

INCB059872

ORY-2001

LSD1 IC5,=18 nmol/L

(\N/
BSOS v s eWe aule T N
: H R H N Y
Nonaas LT o
/I

N=N IMG-7289
LSD1 IC4=10 nmol/L

6 HEAIRPREIA AT LSD1 5]

8 H, LA A SE M T —5i H] IMG-7289 1677 B BE4F
4 1k, ( myelofibrosis, MF) #9 IT Il R 5% . 7 1%
iff 58 v, IMG-7289 B A R 4 (Y it 32 1%, BE 18 ik /)N
MF 835 1 B (AR R, ) B g 3% 3% i M, 2023 48
3 H 23 H, 52T IMG-7289 JA7T 5 & P ifi /M
14 2 JiF (essential thrombocythemia, ET) [t I 11l PR
9T Z5REW: BT BE X IMG-7289 R it R4F
TR 52 M, IMG-7289 BEAE IS/ il /M & | PRI
AR, TR 4 i 208 (RO, R R
6 JEIGTT R T, 81% HY A A1 I 40 M %
SEAIEH, HICPmE K™,
2.2 i LSDI #p%) 7

LSD1 A il 57 ol fE & 5 &% F FAD 4544
B SE AR R B TN A5 A, DRGNS m] i
(AR PR BB XU, o T8 % LSDT 04 5513 it DA
S SRR T g K VE R S0 LSDL 454
AR, B2 £ 0 8 LSD1 #7742 38 ,
i CC-90011 A SP-2577( &l 7) & £ i A R X 55
BB AR ARSI R A 25 A AL K RT3 LSDL 417
751434 FAD se4+PEAAE FAD 5e4+PE LSD1 #1iiil

F
U
NN
[T
e
~ (0]

O
F

CC-90011
LSDI 1C5=0.25 nmol/L

B 7 #EAIGKRE I LSD1 il

LSD! IC5=24 nmol/L

TAK-418

GSK2879552

LSD1 IC5=2.9 nmol/L

FIPFRISHY

2.2.1 FAD 3% 4 LSD1 4745 FAD J& LSDI
H B, LSD1 2. 5 FAD 456 J5 A4 g & M
R E AL IER . B, 5 FAD HA M
RIS RHESCE 2RI G W T LU S FAD S 455
75, BTG LSD1 64

2020 4, Ma SFM RIS T — R 55U
6- R FEMERERT AW o o TR (K 8), 1%
& Wi i T 4 vk U FAD G () 2557 25,5k
I LSD1 MiE M. MAEL G 9 4t Eal A
P M AT S foft = s B ) A0 i, TR DR 5 v 1 4R
5 LSDI Hf4 Thr624 Fl Arg316 & 8 Wi > 25, Xf
LSDI1 A%k g . E— b aimBihs 2k s
¥ 10, H:XF LSD1 ) IC5o °A 183 nmol/L,

2020 4, He S™ i3l T — 28 & A AR IF 0k i i
FENRGE A LSD1 #fil5 . kA4 11 % LSD1 %
PR S 2 0 4 S 7, ICs i 14.4 nmol/L( &] 9-
A) o SFXHERVL: LAY 11(560) S5 FAD(E
) S A (B 9-B) o AR IFmkmg By it s
Asp555 T Ve, W PR 1 AU T PheS60 JE

SP-2577

LSDI IC5=127 nmol/L
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’ Q
F:,C NH

9
LSDI IC5,=407 nmol/L

B8 L&MW 9. thEW 10 LML ALGH 10 5 LSDI g St

A: LB 9. LAY 10 (945H; B: L&) 10(4%(2) 5 LSDI1(PDB:2DW4) (1143445 4]

A B

HO

HN-N

A\
0 0O
1

LSDI IC5,=14.4 nmol/L
MGC-803 1C5=7.33 pmol/L
U-87MG 1C5=4.39 pmol/L
MCF-7 1C4;=2.08 pmol/L
HT-29 1C=2.88 pmol/L
PANC-1 1C4;=9.77 pmol/L

B9 fead 11 maiH LS LSDI g At

A LAY 11 9S5H; B: (L& 11(4() 5 LSD1(PDB:5X60) fifE F

BV, BIE S HisS64 TERLEEE . RN IR 6
£, L& 11 X MGC-803, U-87MG. PANC-1,
HT-29 F1 MCF-7 55 W28 4 Mo ik 3% 90 11 e o A 40 34
BTG
TR #0924 1) G W A FAD AT FHBLAY 25
. 2023 4, Dai %™ K LA AT LSD1 EA )
G PE, ICso 4 5.135 pmol/L, X4 PN & HE 4T 4544
A6 2 B A st A Mk, L% 4 B ol — AN
B LI ({659 12), % LSD1 Y 4 i 1% 4 fix 5,
ICsy 4 0.247 umol/L( & 10-A) . #H%%F LSD2 L4
K MAO-A/B, tb4 Y 12 %7 LSD1 HA &A1k %
PE, WHELGEREM, (L&Y 12 53 FAD (454107
i, WHEENE 55 5L R Met332 Ml Ala331 B n—H #
HAERH (K 10-B) o PR tL, Wy e R B A% W] AE Sk 7

2 CN
N A M A
S AN
‘ Pz (0] O N/:?/\S
CH,
10
LSD1 1Cs,=183 nmol/L
eu 5
// y5661
P
eu659
LSD1 #kIFIIF & By e S &9
222 3dF FAD %41 LSDI #4157 I FAD =4

£ LSD1 il 57 KX Z 4 HI T LSD1 WAL 1% e vh
L, N5 FAD EAIM S G e B/ . X3
il 510368 23 FELWT H3 IS p R On ki) LSD1 3 5
HATEE

Celgene 2% & JF & ) CC-90011( [ 11-A) &
55— AN I R 5 1Y T 385 Y LSD1 4 il 5
(IC5¢=0.25 nmol/L) ., #F5¥3H], CC-90011 X} THP-1
( ECs5=7 nmol/L) Lk K Kasumi-1 40 fifi ( ECs5,=2
nmol/L) R I i & BTG is k. B AT IEAE ST T
CC-90011 55 nivolumab B4 FH 257697 /)N 41 A Jiti 9
sl R AR /N e At g 1 T A PR

CC-90011 5 LSD1-CoREST W4 Stk &2 &
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A [Oj B
LSDI IC,,=0.247 pmol/L
B 10 L& 12 BHS LSDI 454
A: (LG 12 BZEH; B: AL G 12(5%(2) 5 LSD1(PDB:2VID) #5344
A W PE /NPT FEAT R, FT 5 LSD1 &3 JE N Y 2 H 2

N
O/NH G O NQNH
T L
o S AF &
(0} o

CC-90011 13 \

F

LSD1 IC4=0.25 nmol/L LSD1 1C4=0.050 nmol/L

NC NH, HN
e 3 5
N/
ot
14 15

LSD1 1C4=0.790 nmol/L LSDI1 1C,=0.700 nmol/L

B 11 YRS E IR CC-90011 5 LSDI [y A1k
A: YRS LA S5 ; B: CC-90011(4%64,) 5 LSDI (9454
i K (PDB:6W4K)

LR R (B 11-B), Z G LY B 5
5 LSD1 454, BJa 2 -2 Mb & Wt & ok, an
AW 13, b5 14 Al G 15( 11-A) . %
K55 FAD fEH L5 CC-90011 A1 1L
([ 12): P B 20 & A A A BRI 248, RS
5 FAD 875 8 N I &L BRIE W n-n 8% n-H A1 HAE
FH s R &6 FHOR 6] 1 56 e B g A, F Asp555 1
Asp552 & U S BEEER R VR T 75 R 384351 Ak
PRI, 5 GIn358. His564 il Trp695 %5 & F& 2 P
BB AKAE s 43 F AL T 5 LSDI A A G HE 4
FLTR Lys661 JE K S, 78 R #8508 M5 A K Fiff
PR, T RE S0 L6 Pk s s 76 R FB 51 A

TE U Z (0 AH BAE A R s P 42

& 16(1E 13-A) FWIFE M 418 [ H3K9 H
FEFERE B G9a F G9a-like AU . AFoE K W1k
A W) 16 4 LSD1 H A #2514 10 1 35 1, 1Cso M
0.243 umol/LY", 3F X1 8N, th&W) 16 S5
HL il (Y AspS555. Asp557 Fil GluS59 22 [a] 77 i
MEAEH, ZAMeE Y 16 Z Al i nen HEFL H B
1 — P ZE Y 5 FAD #fim (K 13-B) . ¥tk &
Yy 16 S4E R I 1) A A B 4 ZE AR BIME B 17
(& 13-A), HXF LSD1 9 ICso 35 F] 0.075 pmol/L.
G 17 5 Asp555. Asp556. Asp557 Fll Glu559 &
WA, b5 Trp552. Asp556. Phe558 Fl Tyr761 22
[ A7 AE BT KA 1 (8] 13-C) o 33X S8 A FH 48 3
TALE W 17 % LSD1 (il o4, R e b4 17
%} THP-1 A1 MDA-MB-231 ()3t 34 78 1 FH s B &
H5R,

2020 4F, Romussi 25 {18 T —Fh EEG Ifnit
IS4 LSD1 M5 o %R LML &Y 18 o
LAY, TEVKRER Y R A7 FH— B 50 8 /Mg R 1k
THUR, BB AR T Lt 20965 Y% LSD1
PTG MR o RS ZEPKIEER Y R 575 ] AN [F) i
KA bR =, fh G4 1901 14-A)%F LSD1
FEPHH B B B0 55 A, 1ICso 4 0.190 nmol/L., 43
TR, LW 19 LU 4L 5 LSD1 45
A, HsEmy kg 2L 415 Val333, Thr335 il Leu659
GREMRIV G KVEM, 5 FAD M # R A Z [0
W n-n A AR, WRIE A 1Y 2 2 5 Asp555 il
Asp556 JE LA, PR T BN T H Phe538. Leu659.,
Lys661 11 Trp695 4 lisisk H4s (15 14-B) . 1k
AW 19 e 98 A A0 R s 40 i & THP-1 F
MV4-11 P38 FE, TER N SE 56 b SR B i 4t
JifIRa 35 R
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B 12 “Y'RULEYIRIREER

/O -0

~0 N/)\N/\/\N/ ~O N/)\II\{I/\/\N/
16 17

LSD1 IC,=0.243 pmol/L LSD1 IC,=0.075 pmol/L

THP-1 IC,=0.51 pmol/L THP-1 1C,;=0.16 pmol/L

MDA-MB-231 1C,=1.60 pmol/L MDA-MB-231 1C,=0.21 pmol/L

B 13 1baY 16 FALEY 17 Mgt 5 LSDI Mg St
A LAY 16 ALE Y 17 45K B: (bG8 16( 5 {5 ) 5 LSD1 Ay 45 A #5530 (PDB:SL3E) ; C: fb &4 17( 44 (5) 5 LSDI Al 45 5 A 2l
(PDB:6TUY)

3 BESRE H AT & o 19 LSD1 il 71 3 22 53 Jhy vl 338

\ FUR T3 K, SS90 0 2 g J
LSD1 {20 AAIRIOZIIN. T g seLe A AML 4230 i BeF 6937007 M5 fEL I

BUAIRLAK, HEMO TISLIRICTIRIR AT e iy o e 22 5| R AE O BE M o ARLKERE B, T
ARk, LSDT IR AR IUAS TREORIVLERE, 8Ok pmsin e g # TRt A RN . AW 4H
2 B 250 B AN RIS, FEAE MR M R G0 nl 396 400 4 390 E AL R BF 5 9 B, 491 4 ©C-9001 Al
TR RIS T RORIIRI T ) SP-2577 Xf LSD1 #Ps3 B til. 22 )41 il 1% 4, hy i L
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B 14 LAY 19 XH5 LSDI Y25 A1

O/Om

19

LSD1 1C5,=0.19 nmol/L
MAO-A IC4=13.8 nmol/L
MAO-B IC4>10 nmol/L

A LAY 18 5k B AL A 19; B: A& 1) 19(44(5) 5 LSD1 B4 4 4::0(PDB:6TEL)

LSD1 #Hl50) A9 F A $ it 17 % . ik, JF &8 A
P AR FE A AT 38 LSDT i 77 & LSD1 #1741 551 fry
WFFE 7 . S5 46, 76 LSD1 H & T 15 B A5 SF 1Y
A3 ey, LSD1 Hi Al 9 285 #4358 (51 4n - LSD1 19
SWIRM/AOD. CoREST/Tower #1 AOD/Tower 7 [
Y BCEE X)) AR g 5 45 Fh B 11 . R AR AR, X
LSD1 %45 2 AL LA AR W b e 5 F e
YER . DR, S )ik e 254 ORI & LSD1 # il 51)
BT .

P95 5 DR A g 240 it v 1 3Rk 22 Z R IR 25
e, A AL A2 A% 6500 LSD1 1 il 370 A HC Al
25 DL KB i 22 80 SR 3R AT LA W] T
il J e B A R A, el IR T ORI b it
2iME . I PR b 4E 45 4T 52 (venetoclax ) A1 B £ ffd
(azacitidine) Bk F /2 16 J7 & 4 AML B # 19 1% 5t
Tk o CC-90011 533 19 A 25 4 B¢ FH AT LA 348 53 %oF
LSD1 (A0 ] 35 14 L B 2 25 o 0 B LA 1)
£ (NCT04748848) . 7341, T LSD1 Ay A
ATy e e 1) & AR kR aeh A rp th B A EEL Y
YEHI, PROTAC AR 7T LA B $ [%f#% LSD1, KL, #%
THF R FET LSD1 MR R T LLSE a3l il LSD1 1y
itie, AR Fygsm R is k. RARHET AR A
LSD1 #p 5%) b w7, (H& s © 24 uE 7 LSD1 & —
AP F5 () b 988 A 7 S e, Bl DE ST S TR A
LSD1 Wb fE R 76T 7 TS i 28 .
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