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Abstract:Lysine specific demethylase 1(LSD1),the first discovered histone demethylase, plays
an important role in the regulation of gene transcription and suppresses the activity of p53,
and is overexpressed in various tumor tissues and highly relates to carcinogenesis. The new

progress of LSD1 in neoplasm in recent years was reviewed.
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pl110b F1 NPAO, /& — P 87 2 R e — 4 H R (flavin
adenine dinucletide , FAD)HK #61 () 5. iz 42 Ak i , 38 i
A S A g PR R R 2 TP A 1 o 2 IR A
RF) BRI, LSD1 HA L e iy
TRE , & B9 451 2 iR 50 FP 5 (me 1) B0 2 (me2)
W, ARSI TS H3 5 4 0 R
(histone H3 lysine 4, H3K4){7 i, 410 il 5% 51, 75 I
4 % 5 K (androgen receptor, AR) B 5= T, Al 4E H
TAHE A H3 % 9 (2 R (histone H3 lysine 9,
H3KO)7 5, BT e 5112, LSD 5988 i =[] A 85 7 Bk
F H HH Ay 5 22 B I b H3K4 /Y P AR A oK F
N FEFT H3KO AKF BT B ARG, A 05T L
LSD1 J45 (Y ¥EF5 38 A 41 5L X p53, B RE R HE R
Ui 370 17 f 2 R R Sk ((K370Me) A1 —H 34k
(K370Me2) 1) p53 WAk, 4 p53 WA 3%
PE I ps53 5 T miEny s ™ LSD1 7 i vh i
YERTE BRI 58 1Y R, 78 R WL 15 15 7 1Y R4 i
ST, LSDI Bk 8 B AR — R I 7 R A
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1.1 LSDI 53iR%E

K /N EE ¥ K 21 TR 1 2 S B AE (nucleosome re-
modeling and deacetylase,NuRD) & & {&J& —1~Z
B0 AR AR YL R E I ATP B 5540 F2H 85
£ L BEAL T (histone deacetylase, HDAC) #8453, 712
Z 5 I skl . Wang 8 “HIH anti-FLAG £l
JE AT I T A G g2 L DL E 45 S 5 7 VA IE W] LSD1
J& NuRD B AR 0— AW, $5/R TAEA L
A0 IV ZH 2R 2 20 Tt s T o o 2 ) A 2R A A R
o 5t 7 98 O B R EAE FH AL . Huang 55 IS0 50
WESE, A LSD1 Al HDACs 410 i 5 J& 41 4 14
H3 55 4 7 22 2 19 XU S fb (H3K4me2) FI2H 25 1
H3 55 9 i 2 fR2 1) £ kAL (acetylated histone 3 ly-
sine 9, AcH3K9) 7K V- Fh &5 , AT 4 455 22 Foly B [ (1% 2%
Ik I AL R A AR A S R R B )
I LSD1 Al HDACs S — 7 #01 114 38 WL sk 1% 2 5t
Ji I 5 1%

NI 2 2 580 A~ 8 0 5 e R
Z K (estrogen receptor, ER)AH 5 , iX 285 8l 7 X Il f
60% % ¥ LSD1, Garcia 254 FL I 40 i MCF7 Y
PE— L WF5E K 3 LSD1 REIE AL ER 1845 4 K 19 15 3l
T T i — 2L R R R A 2RI . Lim 58
LSD1 £ ER FA 4k A9 7L IR 20 U 38 Tt s, LSD1
A 00 a1 590 B 408 100 ok 2L R A0 B Y A2 4 RNA T3 i
Br LSDI 1) %35 5 5l 2 5 15 58 AH OC i JE X p21,
ErbB2 Fl CCNA2 FRIKEAE , ilL)s Pollock 257 fF
FER I RNA THERER LSDI 33K 55 LSD 1M i 57
Befd ER BHAEAN ER BRI A% 2L B 6 40 1t 3 8 34 B
AN BY LSD1 2 i FL AR 90 40 A3 7 1) D) g IR ER
RETCE, RW] LSD1 /] BB W] 26 B ZL AR e 16 7
AL R AE R AL, JCHEAR YT T Bk ER B
(EENTRE SNy N
1.2 1SDI 5&15p5%E=

90 e 55 MEUCR C R BT, I R 13 3 v,
DAL WA YR T 1 BELORT 3R Y T R DT T 9 e, SR
R 4 I A 2R AORE M T 4] s 8 0ok — B (] 3
B Bt e Sy 25 K T PE AT 51 IR 82 (castration-resistant
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prostate cancer, CRPC), H#il ¥ JT&A 297 CRPC 1Y
J5 ik BIRTE % BLHT A A9 A0 R A0 R L R i i —
Ff B % 1k AR,LSDI #£ AR B A 1 A F , i
H3K9me1/2 2 H AL 350 AR AR SE R A R 5 |
12 2 51 B b3 20 Ff 4 4 2, Kahl 46 %% BRAEMEL R
B = GG LSD1 i R MK AR RE {2 #E AR K351 1Y
BRI LSDI MIRES I SN R IA A S5 T
TG R i ) 20 R 6 G 47 A T J B 17t % 1 1LSD
14 7o 2 35 5 T4 9 1) 1 O R SR R A A7 2 1] il A
%478 LSD1 & — N8 Y 1 91 s FiUs $6 bk . Will-
mann 259 % IVE P LSD1 #1457 Namoline fig 9% i)
55 LSD1 2 H SLAL T RE , #0461 i 51 96 40 L LNCaP
W45 5 2 S g UE S LSD1 REAS 1) 1 B AL AE
Je R R W] LSD1 T4 Sy — B B (4 i 51 IR SeR TR 97
PR
1.3 LSD1 5#&Z 4 Aa3E

FEFRPY,LSD1 76 T-4i i v HDAC E &9,
R AW E&H CoREST . BHC80 . HDA1/2 il BRAF35
S5, b DL REST i B 2 (1 (CoREST) AR 4 #r 22 i
HHDACs 25 Wb Al LSD1 25 F 564k 3 5 A [
{18 20 8 116 Rl 0 i 8 e PR o TR R T
(re pressor element silencing transcription factor,
REST) 5 Jt 6 5L [ v A I 174 it 46 56 BIR i 350 28R 14
(repressor element, RE-1)H45 & i 41 85 1 & 2 & £k
b, B0 S5, DA G P AH G #4850 4 AR 3 R T
LSD1 5 CoREST &AW HAEM , 27~ LSD1 it
F k] BRI 4 22 5T 1 434k . Schulte 552058 & 3
LSD1 3R 3K 55 M 28 B 41 i Jed 00 F1 o3 Ab R i 52 1)
ARG AL R AR LSD1 kM i, 4 e X4
R 5% SH-SYSY 4l 731k )5 LSD1 FikFEAL, /b
4y F T4 RNA ULEk LSD1 %35 5 LSD1 4101 il 51 fff
H3K4 H AL AKCE TR L 43 HAH 56 3 DR 3% 2k 184 in A
I 200 B AR A NG R AP R 9 5 R S A LSD1
REA% I 2 B A B AR AR K . RIS, k]
LSD1 {6 W A8 bt 22 B 4 i 96 1) % Si 72 D410 il 9
A, NI Sy o 28 B A R RE A T SR AL T — B A
J7HERR
1.4 LSD1 5&87%&

WF5E 2 BLAN ) LSD1 14 263K J5 76 45 W o ) = &
JRE PR 1 SR S FEBT R GR  LSD1 S 5 R S5 i
KRR AR RS, Huang 55 %5 45 7 98 41
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HCT116 BT % B, i LSD1 570300 ) J 40 98 3 1A
SFRP 2 fi ik, WA/ LSD1 #5515 DNA
F LA FL (DN A methyltransferase , DNMT) 11 il 77 G
% W 0 375 S DU BR (0 40 i JE R SFRP2 (O E B R 35 IR
sl ¥y S5 -, S 7S BB (5 FH 3 R 41 5 RE 6% B
Tl B A RIS A LSD1 Al DNMT )
il 72— A BRI IR T 2 W 9 0 SR8 2
Ji%5 . Clements 55 SHWF5E & B DNMT1 Jf-3F i@ i
PEARTE PR RO R PR s S PR e 3k, TR 1 5 4 R
PV Tl A A B F— 20 S 45 R R, DN-
MT1 #4155 LSD1 1E F T H 30 L K o)~ 10 ol 8 0k P
B, X5 Z AT AR, — 2R
LSD1 1 —Fha i B S S xR R R, 25
JiirEg 1) 2 A N R e — P B PR £ FH A R
1.5 1SD1 5/Mm#%

TALI1/SCL J2& i 1 # Ji€ — ¥F— 12 i€ (bHLH) 5% 5%
P S0 TP i — D3, HL AT 1 I ) R Ry S, E AT 40 i
() A Sty o3 Ab Ao B Pl 5 LA AR AE R, I TALLY
SCL7E TAE A BB RH R AL T 40
AECTE IR L AN o B & A2 1, G (growth fac-
tor independence 1b )J24L & (| F R A KA1k i 72
) — Rl s T5 1 SR F17 GFTLD 1Y S ik 5 2tk
i 20t (4 I (acute myelocytic leukemia, AML) & A
YA A 5E & B TALL/SCL #1 GFI1b R
f% 1 5F LSD1/HDACI & & H THEE K S )+
AT AT 1 5 5319200 R 3R LSD 11 2% 1K g g £ 52 310 441
(14 35 R T 208 2, S A ST & B 1LSD1 5 MLL-AF9
il B B DR IR IR FH R A 41 F 1 als 1) & 2B, Il
M9 200 o3 A AR T2 22, SRBH LSD1 5 I e & A=
KB, R — P AR 1Y I VAT B AR 4 R o4k
F % (all trans retinoic acid, ATRA)J2 2 Pk 5 4y ki 24
JHL 0L P I PR B 2 W, (G H A AML ¥ A 2
J . Schenk 21K AML % ATRA A 2 )i 7] B
S ATRA FEFH A 36 56 0T, HF 9% & B4 )
LSD1 # il 7 ;2 38 N % (tranyleypromine, TCP) A]
PLFF 3 ATRA VEF A SR, 9 40 i XF ATRA
B I FLAHE 20 oAb A DG SR 3k i, s s
5 78 ATRA+TCP B 0 A 4 58K 195t H i
JRACR o W] LSD1 AT RN 10 16 7 #0805 B G
fd H ATRA+TCP J& — >k % A [k 09385 H TR 77
2 IS T
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Schildhaus 5§ 53 BT 468 A~ [i] it fif 87 21 21 %%
BLLSDI fEJCSC IR AR | BEEUL AR A5 G A A
PR R v v 22 GA  LSD1 4 i R0 R A% 410 i) G ST IR R
A, Ly S8 25T & B LSD1 7 AE /N 41 i it g
(non-small cell lung cancer,NSCLC)H 55 % ik , L &
SRR LSD1 M RB R MAC, KIMEERUE
S: LSD1 fie i fifi i 4 ML 3 4l | R B2 E R . R
LSD1 & — g B e 12 Wi b AG T #E A

2 & &

HDACs © 8 0 4t i g/ F 9 B2 2258 53 LSD1
T Z2 Pl bR 41 20 85 2635 L RNA T Ui Bk LSD1 Y %
KB A B R B , fEAY LSDI AR —Rh 1
BB AT 2 5 HDACs —FE A AE R IT 25 W T &
Y FEEE . Wang 55 2058 & LA ALY LSD1 #4614
CBB1003 5 CBB1007 RE 1% 1 £ 14 Hb 41 il % 4 2
Y MR, QNI AR VR IG TR N D A MR | 986 R N
IR RESE , FWT LSD1 0l 50 B AT v A 04 I PR L
WA, I AETR YT 25 TF R I8 7 e, LSD1 i i i
W SR SC I A OGS R (g e ik, Ak o R 4 SR 1 kA
5k e AR LA AE R o T HLE R B
B TR ABIE
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