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S L A (MAOA) 1 i 51 B 38 J i 9 1 1
cH A SRS AN B S

(1. JEZE AP FERNEE 22 b BT 12 716000;2. 28 FEZEBE RS sy rhoy 154 710032)

[#ZE] RS ILES A(monoamine oxidase A, MAOA ) J&—7Fi it {5 i 25 toh 22 388 JoT R fi 5 i SR A o 20 S g 1Y)
SRR, 7EM 2R MBI 1) &0 il R FIGIT T R S AR SR WS R BUHT 5 IR 9 ( prostate cancer,
PCa) H' I MAOA 3k T 5 i i it Je 5 U A ¢, J2 3R 8y PCa S B MEFE AL I N R, ARSCEZLEAR T MAOA
TERTFI AN R FE & R h VR G ME I 2 A R B R28 FER LI 25, 118 T MAOA 7E MR i 3
5P AR FE MG R s A R i, E— 2D 3R T FE G RIS 2 rp R R 25 R 10) MAOA MR SY, #E Sl AH G I
IRIRE:, AR PCa BTRYT HEHLHT TS TETAY T HILA
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Role of monoamine oxidase A in prostate cancer progression
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[ Abstract] Monoamine oxidase A ( MAOA) is a mitochondrial enzyme that catalyzes the oxidative deamination of
monoamine neurotransmitters and dietary amines. It plays a crucial role in the pathogenesis, progress, and treatment of
neuropsychiatric disorders. Recent studies have revealed that elevated expression of MAOA in prostate cancer (PCa) is
closely associated with tumor progression and drives the heterogeneity of PCa. In this review, we summarize the role of
MAOA in the development of PCa in different disease stages, including oncogenesis, development, invasion, metastasis,
and drug resistance. We also discuss the involvement of MAOA in the tumor microenvironment and explore the potential
utility of MAOA inhibitors. We further propose therapeutic strategies based on targeting MAOA in preclinical models to
promote relevant clinical trials. This review aims to provide new potential therapeutic targets for the treatment of PCa.
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B NAEAESE R I A B2 R S A Ry S R R
B i b B AR 0 R 9 2 1) R P, R H e
XF HGPIN BVRYF A TR JRHAYT , A& Al 1]
(I 38 25 3 25 J7 7% (androgen deprivation therapy,
ADT) ., {H#E53A 35% HGPIN {}<si# &y PCa, I &
AR YO R A R e, X — BBy
PCa Xf ADT {6 FATSRBURE, IR I S RS PR IR
R /T ) IR 4 ( metastatic  hormone-sensitive
prostate cancer, mHSPC ) 't 4b, ME 3 & % 1K
(androgen receptor, AR ) TE3K 3l] PCa ¥ J@& & 5 &
FLEA, B UEHE ) AR 19 ADT 897 &% 0 BE Y 32 2
WIT TR, BREZEHEETE ADTIBIT)E 2 ~ 3 4F
T AR AR #CHOB RO, BE S B Ay
2 AL P AT P BR JE (castration-resistant prostate
cancer,CRPC)'® | 1T CRPC By & JEAKHET T AR
5 tE— 20 FHT 7 AR 38 %410 1) 550 a0 8L 4 4 e
(enzalutamide , Enz) 7] PH IF AR #06 , JFFEK AR #0
FE R AS B RE S PUE ( prostate specific antigen, PSA)
IR, A RBE K B AL AR, (BAE Enz HY5R R
PEVEIE T, TG ™ A i 25 (EnzR ) | #E 10775 5
S AR 3K 3" 1Y PCa HEJ& B AL #2243 Wb
A S AR5 ( neuroendocrine prostate cancer, NEPC) 2
R OHOBMEARR T IR AR R A B, )
T 2 — MRS B HE SORFENE PCa B HEJE , 3101 H
SRR

AR S AL B ( monoamine oxidase , MAO) J&—Ff
ZRLUR B4 & T, B AT MAOA Al MAOB 541!
AT B e | P P 22 366 O B 3R 1) AT 2 S
i, MAOA FERRZAE BIEIR I A BT IZ AR,
HACHIME R 2O E ERREMERE BRER
SRR BT, IX R R 2 3 BT 7R i FL Sh W BOE T AR
8 A T AN AR b bl ) S i St ] 3k AL, ATE A K
WAMCIL  pH B3 ) B85 Rk A R ALy 5 1 3
[Fi) 245 - 200 10 0 A LY Bl 2SS, P 8 R G R A
RGEE A FAE N T AW AE AR S B AT, DA
B AN ] B4 11 (i 1) JRORN R 5 R [ 1 ok | 35 b
PRBURAAR AP 0 45 3 X A 45 2H 2L A R
R R 5100 R 2 1 TEE 26 W], MAOA 7
PCa [ 4 & e hie 5 1 2A4E T, ok ikok - 5
PCa 4 AIRZS 25 UIAR G, BO5 1Y MAOA K15
B Gleason ZMAHE" . EARFITIESE MAOA
et PCa WUAE I FERS T HERNGY PR, T 2d
(iR A O ) |7 =N Sl - E B 2

(epithelial-mesenchymal transition , EMT ) FI i T Jif
LSRR Twistl 5 2 R0 AR OG5 5 gk se ™
HLIE MAOA AT REJEIAYY PCa BY—Hbr, Hik, A
SCERIR T MAOA 75 PCa #EE PR, I 704 T HIC
DL, 56 T S Wy B R S g 25 2R ok — 2D 4Rt T 4T X
MAOA 85 IRYT SR IS , LA R PCa 193R YT $2 LT
s

1 MAOA HERiXZE5 PCa IR EZE1]
X

1.1 Mm% FhphEEXEE I

PCa 2 i 22 35 DR i A8 5 R %) 2 g, 3] 2
FOXO1 1 PTEN £:KJE 55 PCa A A I H LA
RIS MAOA FAUIMIE, M
X5 PCa B &A1 . FOXO1 255 5 1 Xk ik
O W2 ) A B, 76 PCa M T 422 55 ) 422 1l 10 ) 4 K
AR 5% AR 199 P4 B 452 248 R 1) B S 4, T DA A
AKT FUBERR AL 35 PI3K/AKT 155 FOI0E , T
Tk PCa (9%, Kim 251V 57 T PCa SRS AE
N & 3 MAOA 5 AKT/FOXO1 {5538 %
WS Twist] A%% S, DT ] E-55 45 28 11 i 7 ¢
{23t PCa 40 EMT, #FFRMATE R L 70% PCa
BE TSR] PTEN % 35 SVATIUE AN RARC,
L5 PTEN (12403028 Ak ABAIE B 5 968 B JER k222 1F
I, ML AFSE & $ PTEN 3% 38 3 PI3K-AKT-
p27 AL VE T MR A M B A A WA R IR
PTEN™" /N BRI FI A PCa M, MAOA )
F3K52 PTEN/AKT 3 P& 5 32 4 47 = U 52 0, 110
TUER MAOA W FEARA-FF R AU KIE, Btk , MAOA i
T 5 22 T IR AF DG I R W T BE R PCa I &4
1.2 TS THAAENE

JeE A AT 43l 28K 434K (terminal-differentiated ,
TD) 20 | B IR (transient-amplifying,, TA ) 20 Jit
FIEE T 20 M ( cancer stem cells, CSCs) M7, 7E X 46
AU Sk [ 3 I 40 X B4 I A0 i IXC 1Y CSCs 2
W — LA TG PR 184 4 0 7 T SR 0 A i, e e
P BB ST 6 ( BGBR R /N B B B ) S o g 4 i
Tk 4 bR e, Liao 451 F 53 & B AE R 51 IR 9
LNCaP ZHft 2k MAOA 5 MAOA 57 58 7
R (clorgyline, CLG ) AbF | AT I 35 Y 2> i 248 il i 35k
BRI X $2 78 MAOA 7E CSCs 35 v & 4%
—EREF . 3 — 20 R PN S 36 A5 HE o 5 0] B2
PTEN KO /NEAH L, 7E PTEN/MAOA KO /NP i
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A1) BT T 240 L DX A B AR 7R 4 OCT4 AT NANOG B
Tg/D [FIE AKT #8582 LK F1 Ki67 #ik B3 T
B, 1 Bz 40 Fr 388 7 1 1 S AR, 16 MAOA w] LA
5 PTEN A HAER, H5 PCa (T, 520 AKT (1)
WAL , JF {2 ¥ PCa 4N A G 52 R,
I, MAOA T LA 33 5% M 1 440 i 4 4 >F o] 42 i 971) g
FE R A

2 #l[E MAOA 75 PCa IR R
14 3

T CA IR R EE & B MAOA 5 PCa i
JEARG, HHGRINFE B PCa Gk F J M A8 1k,
FLAERTHN BRI ) 3 50 =28 R S 2 i kR
5 MAOA HyFRIRE VM,
2.1 MAOA Eit 5 AR #HEE AR i# PCa B8

EA MRS, MAOA I EATHE S PCa A%
P R BE AR O, WNAE 5 1Y Gleason 43 2% I8 b A
HOULEE B E-E5A5 8 11 (R ARic ) IR FEAK OB
HE I (RFEFARICY) A MAOA kBt | ZE§T
SRR ARME PC-3 i 3Rik MAOA I ik Ja 40 el 1)
OB, M 7E B 26 18 MAOA By R 51 R Je 40 i &
LNCaP ,C4-2 FITER MAOA A 5 200 240 Jifd 184 5 3ok )3
PN, FL AL 21T 5 e MAOA 5 AR M E
YERT, AR T8 BT 3454 MAOA I & 719 ARE 3k
{23 MAOA 3Rk T S it >k MAOA J2& i i Twistl
WY Shh/Gli 55, 300G YAPT (9355, F 1M 14 55
YAP1-AR S5 MM EAEH, i L35 AR 7EHT51 AR
SR AN AR G SR TG, e AR AR OB AT S
SRR, mEFBR MAOA WM T /)N BRUAT 1 i g 1)
RIRAARK Y Be Ak, X5 R 40 6 0F 5% %
W1, MAOA iKW 5-F2 (ol 5-F iz R s 1R 5
P& A5 e 20 R B A K
2.2 MAOA & iE EMT #1 cMET 4k #i 75 =X {2 i3
PCa IBZE

MR8 e — N E RN B 22|
P, FEIXA LR 96 A0 M R R B L, 758
JE I E & 2V 88 E . EMT 298 404 b i &
B IRZ — b B 20 B o e W st A% e SR AR Ak
5100 30 J0T AR AIE , 5 S04 B ] 42 fioh 9 /0> iz Bl e 1
T, I & A AR TR A 2 RS R bR R
WOOLEEL W S TS AN KA EMT fE k(042 28 o 2 Al
FRIRA K, HIF o 2B 2 0T, 38 ok 0
55 e 0 TR A G BT D R R R ok 4 i S AR

R R, MAOA JE 3 7~ 4= ROS Al IR PHD3 Az
AE HIF oo A% SR 1 | LA S 0 M ) 185 o sz 3 e 9
i VEGF-A/NRP1 {5538 %, I AKT/FOXO1, i#
TS B0 M HI 7 FOXO1 [ 5 R, i & S5
EMT % £ X 26 MAOA 75 5 19 A1k 1 %
B EMT 2Z (8] AH A B IR 42 328 i 9 B8 19 4=
%‘@[23—24] .

B Bk 7Rz A, PCa 38 W] 3 3o 1 22 JE] il 42 58
(' perineuralinvasion , PNI) {1 #F I J&g A= K 5 i#F & |, PNI
SR Pl Je A 4R A0 A 28 PR S D LR 2 i o 2 ) —
Pl PR AR, R PCa PG FIAE A R 22 W F5 2
—21 0 PNI ¥ K £ F4rF | 4l I 1 R AL
SR T2 e TR 200 i R o 20 4 i 2 T A7 A 5 ) £ A
HAEF, P2 4R A W5 0 0T LA R e A
FAFZ2 , P yes 40 i mT LA S Ao 2 400 e 1 il 2 7
Yin 2520555 T MAOA 7E PCa iS5 PNT (7R
TE PCa 4 M F0 i A7 5 F A R A5 78 v 2 B MAOA fig
PEIE PCa 20 A 11 38 58 A0 b 2628 4 TS5 4 i X7
FYFRIA T 3 B P 22 5 8 40 I ) AE AR, 3k
PNI i % A HALHI & MAOA i i 3 1% SEMA3C,
DL 30k 55 4 s i) 7 X eMET 5 pf 284 KA
¥ PlexinA2 NRP1 Z [8] (A0 H.AE ], e & A2 i#F PNI
IR, DL ERFSE 6T, MAOA 7E4+ S PCa MR 22
HORE T EEAEH
2.3 MAOA B ZEHWAFNXIES) PCa X £ &
®i

I AR AL U 43 2 = (W B8] PCa BB 2 BLH
RS A 50% BB AERIS I R BB RS T R
Wi J B AR AR AR A A AT BRI R
I 96 40 6 530 118 200 B DR~ T - ) sl 2 -
AR B R B A Wu 22 R BLEETS R 20
Jil =R & C4-2B  ARCaPM F1 PC-3M H' MAOA
mRNA 7K 35 8 T HARRT N SR A G R, Bl
W BRI DG e 240 it v 5 3/ R A2 B N, M
FIG MR FE A B AY , 25 R & 5 X Rl A L, o
FiK MAOA 119 PC-3 #i Jf 1 5 fe iV B AE /N B N &
ATz E R . HLEIAE ST R B MAOA i/
TR A Twist] AR 55 53 1 shh {5538 %,
PRI SRR T Gl A GLi2 i 33K M T 345 T1-6 Al
RANKL F9 77 A RS , i7F— 20175 S v 40 B 2B ok
FIR AP, 5 2 ofF 755 b s 40 e o 2L 29 P 3
FRORERT . AN B, 35 Fofr B A 15 2 4 mT S 30
YRR A BY T R A i AR A A KR,
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TGFBs 1 BMPs, 2k i 3 56 ol Je8 40 it 55 1 15 240 i 2%
A RO E H, DALTE ORI, 45 L 1
Jirryea 200 it o v 2655 19 MAOA 7] IR 3 PCa & 2B
R,
2.4 MAOA i T
PCa KT 25 1%
fif 245 & PCa M H ML IR I FEH IR Z —,
AR 25 BT H R I R R 2% e 1 T 24 AL o
JEHT AR LR LA TS, 46 AR I 1% AR %
A% AR BY )78 54K ( ARvariants, AR-Vs) %%, AR-Vs
S AR BE AR SR, HRTC HGE Y 20 2FF AR-Vs
H1 AR-V7 7E CRPC Wi th AR f iy, ) 12 5%
MBTDIAE SR 2 — 27 fE R AR e i 24 & R i
T, ARVT AUBE AT A2 2 MAOA YR 3A , T i 28
T HIF-1a 55 4SS INE A4 & et 1 m)
PCa H1 i) MAOA RJ LUK &2 it 245 48 Jfd %of S8 2% 68 i 1)
B, S Al R4S A E, MAOA #1141 551
CLG B4 B4 e v b 2540 Il 25 PCa 41 LAY A=
KOV BRILZ AN, AN RS 50 2 I, 75 4 AT
4 AR R PCa fBE 1Y IR 20 b mT ARG ) 3
KB MAOA ,3X AT BE & PCa HRE XHEIT 25 AN
TRURR I R 2 — AR RSS2 56 & B, 5 1E
H Y PC-3 ZHAEAHLL , 12 %35 MAOA 1) PC-3 4 il 7E
ZVUMFEAL BT, 20 A7 0 R 3 T, TR &
MAOA [1)5d 3525 PCa 8 # XL IT 25 9 i %
T

N o

3 MAOA ] &l 5 A F 8 5 B & 9
i=tig

HHTA 5¢ MAOA MBI 5% 32 B4 rh 6 il 0K bl
B, HAH R B9 B 5] ( monoamine oxidase
inhibitors, MAOTs ) i FH FIlffi IRIG I7 I AR EE © A JL -+
AR, ST MAOA i PCa By R, 7T LIS T
I R 0 FH ) MAOA il 3510, 35 2 2538 FH ™ 1 5
W&, I WF 5% B¢ & MAOIs fH T PCa 3497 4 7J
ﬁg,ri[ﬂf}ﬂ .
3.1 BRTTREE

PP S A Tl U0 1 R0 AT 40 Sy A e R LN AL
Jit 4040 25 45 ( MAO inhibitor drugs, MAOID) . MAOA
259 A MAOB I 259, H T, I IR b4l FH
Iz 1 MAOA M FIJE R 2, J8 TR Bt 24
Yy, FEH T A7 AR BRSO A T R AR AE Y
— TS 2R £, kA % R SR 1 A M SR R

3T HIF-1a 5 S B E S

IR 113316 R 33056 ( Clinical Trials. govldentifier
NCT02217709) 25 R 7 , R CWF] 5 2 BRI 1R
H T PSA K, R BEH B IR TR Y Wa
25 8L I A T /D BB R 2 B MAOA. AT DI i e
Jo AL oS 200 AR 1 4 2 ) 52 2% ik 55 43 DA R
HAEF TR B BRI MAOA 4]
F CLG J5 ] 4G AU BT PCa 4H 3 1 1 B v it i
RS, BRIG2Z AN, MAOA © AIE 52 76 # 28 N 43
(neuroendocrine , NE) 7ML PCa 4P R34 [,
L7 A T P S AE B R T FEGE NE 434k PCa
2 L P e s R AR 1 MAOA i 55 CLG i
BT 2/ PCa 20 LI B 25 1Y 43 WA 43 Ak
I FRAT I, DT 1 28 P 43 06 P 98 A TR AR TR 97
FemE YT MAOA f23F PCa #ER , H 06155 2 78
Il RASE T, MAOA AT RERLA PCa 1697 VR FERE A,
3.2 BXBIBITREE

5 ] MAOA i1 4 Lo, 365 25 B
FILEE 98 T 245 1 A 2B B TRV PE D B TR, A
S SEIR I ACUESE , 5 H T AR 6 T 5 g A
SEA AT I 0] LA S 0 i) PCa 2 K IF2E K
frdR SRR AR AE 0, B AT X T 5 B vk i g AR e A
CRPC ¥ AR MIRIT 259, MG 97 16 vl B —
TR R A e 5T ADT B EA)7 il fig =4
TAFRROER

22Rv1 Fl C4-2B 5  HfE i# ZR AE K A5 A PCa 41
JiL, % AR AR B A — 2 it Wang 257 B
TR, I EREXT L IR W PCa 404410 il 455 SR
ANHE B SECS MAOA #IF) CLG AT S 4] -
WA AE K, B CLG ARSI 35 BB A4 8 e iR T T4
e S, HER MAOA HIfi 577 5 b ik 25 i B & (i
FH AT REZ TR 7 i 24P 10 91 o A s T B, BRIk
PLAE, MAOA #1351 5 HAth 25 ) B A5t AR B0 i A e
36 I7 8 R, Khati %57 #F 58 & $LAE PCa P
Survivin 5 MAOA Fik Z [BIFFFEAH M, 24 Survivin
IR (YM155 F1 SC144) 5 MAOA #1457 B & il
FHBS B 2 0 D R AR, 25 R 3 b A 3 o
TR B A AR, 1R 78 245 3R S i X
BRAIRYT M R A A G RIAYT PCa, TEJISMY
Seg R B ARYT 25 97 A 1 4 B B 1 T S
MAOA fy 2 3k, #F 107 3 5 1 22 7 4% 42 I 1Y) it 24
PECS D BRXE R ), MAOA #1 #) CLG 5 £ 7
SAZBEE R O SR AZ B T 0 2 ] PCa 40
Jtl LNCaP FITiH 25 41 i VCaP B4 K, w1 T34
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MAOA il 5 SR HEHEF TR IR, LR as R eoR , v]
LK MAOA $HI 71 5 2 8 S A2 BEAHSS B 0 B R
Pt R4
3.3 BT — LR

IEAE A M AL Mg 2 R AR KR B LK T 2
DIREZG W T A, DT 5 T3 S 1) i A 00 40 i
BEPENE PR SE LM 2 W FR T — IR fk, BR T
BRI ARG R 0T FH ) MAOA 457 4, 348 H B
T — Tl B e g #E 15) MAOA 0 ) -NMI, NMI
JE—FRE T iR S0 1) 30 £ AP e kS MAOA 11
Wi CLG fiiE s & e — R MBI 59 . %
TR 0] F PCa AN, 2 57 T ZeRifA, IFFEAR T
JEE IR 1C., 7 FEl N HI ) MAOA 367, 7E 3 FfF MAOA
IR PCa 20 8 & 1 (LNCaP | C4-2B Filid % ik
MAOA f PC-3 40 f1), NMI (G 7 & R i T
CLG™ JHL i yq #0 1 4 /F F A 785 6 15 MAOA B
PCa HH [ i a8 e 20 170 384 o iy 184 55, FLHL I T BB 2 rh
TR BRSO T HIF1o/OATPs {5 5501 itk
Hh X FhEE A Wik BAT 2 Wi 7, AT LUK 43 i 91 i
FE) MAOA 75 Bl AR B LU B RE, I,
NMI A] BB AR YT A2 W PCa 1 —Fogr BL 259 , il
S Y IR T &, v RE R T —RBTE IR T 1Y
HEFE

M2, BRTXF CRPC B F 8= A 3R IT K
W&, BRA KHRAF ST SR MAOLs BG4 H Al B0 A 97 vk
YE2h PCa W TEHIRIT WS, e il 2 &1 X CRPC /&
H TG — I & KR AR Ak, LA 9 R I PR
i H
4 RE

MAOA gt PCa [UHGFE | e F FINA YT i 25 1)
A R R IE S PCa TR AHIC, X W ] MAOA {f
J7 PCa $240E T AHHSCHLIS LAY, ARRIET MAOA
SN T PCa BIBFSY 30 N 1 B LN PN I
4.1 FEPERIRE D MAOA HIRIETRER B
7 PCa B3R SK I

SO WE T A B MRS 2 5T ) MAOA L 7E PCa
MR A T A Y S S g A ] 35 S
AT AN - /) MAOA i, PCa 58 3T % it /1 W
SRS HLEIBF ST & B MAOA AT 3 Twistl % 5%
PR 1L-6 ek, JEm0E T U#AY STAT3 i i
et PCa AR 2R M, Du %5 38 & BE
Je i P 2 110 S 2T 4 A0 A 34w L3 3k 38T i 9eE 4 e

MAOA-mTOR-HIF-1a {5538 %15 5 PCa 41 & /£

EMT, NI ERE 7S, TE 2 Ko MAOA 7 M A TE]

[ R RS s AT Al AR IR YT R PCa BE G R

A MEFRIPLH

4.2 @ MAOA HIEX & RZS AT RER BT PCa 1Y

BRREE
H Al K e mCRPC B — 4 i ] B2 &

Jpi Al R e S5 T B N O WA 25 W HEAT IR YT, 2R

HE S5 T 45 1] 55 — A 2 W) R IR YT b I R

Jif 988 2% 2 ( Chinese Society of Clinical Oncology,

CSCO) A A 5 = R 51 i 297 1 v sl A e 51

FrR  HAIRITIL TR B 26T MAOA L T

PCa J3Y7 R BUHY RAF I T, AR 0] LK MAOA 410 il

RSB BT 255 IR T R AT IR AR R,

DA % ¥ B 4 i 4 A T 32 PCa B9 Il FRIG T

25 LR, HAR MAOA el 9o S — A 28

05T Y R AR SR B Yk L AE PCa R

Az R B REAS [ BB 4% B AR T (]I e o

R MAOA FYZRIB WAL PCa IFERE, [HitL, #8

i) MAOA FI ] MAOA i #E4T PCa (3677 AT

ABJE—IMEAT A AY SR
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