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Abstract: Prostate cancer (PCa) is one of the most common malignant tumor in the male reproductive

system, which is primarily treated with androgen deprivation therapy (ADT) . However, most patients
with PCa will eventually develop castration-resistant prostate cancer (CRPC) after ADT therapy. In
microRNA  (miRNA)

progression of CRPC and have direct or indirect effects on its metabolic reprogramming, epigenetics

recent years, have been found to be closely related to the occurrence and

modification, androgen receptor (AR) , and some non-AR-related pathways. In addition, their abnormal

expression can serve as powerful biomarkers for predicting patient prognosis and drug efficacy,
particularly showing great potential in reversing drug resistance for CRPC patients. This article aims to
review the latest research progress on miRNA in relation to CRPC.
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if TR EE A 0 ) L A RNA (messenger RNA,
mRNA) 39k # ¥¢ X (3'-untranslated region, 3'-
UTR), M7 S0 3 ) mRNA R figk i 30 il B
FEAEWFSEUE S, miRNA TE g8 20 g 1 1 5 2 2] A7
26 5, PRSI ILGE A . iR e RN 5% A% LA B o
SESERE, HW RJLT A i aE . k. i
B BT AR ARG A2, mIRNA TR ZURIL:
Yok b BRA T ENE, B 5 E M 3 Ay 4
o B, WAL S g R bR R A Y S K
-1 miRNA S B T35 50F i CRPC BRI AL
HYA TSI A bR 5

2 miRNA 7£ CRPC HpI{E A&

miRNA "l i ZFLH 25 ADT Fl CRPC &
&, I 5 ARMCHMEIGTE . A IRAAN . M ToEL
b Bz (] B AL A 2 M R AE . miIRNAFE CRPC
1 ZEAE AL G A5G FQH 808 | SR8t 1% 2 & A
ARFIXHIE AR RIER
20 KR#EHR  AWMES (BRI ERRE) &%
PEMpIRE B L F AR AR, V5 SRR . ARAR . EEE R
RBFEEARE, SRS 5% it 25 1% U
BRI 55 2 H AT CRPC AR FE 1 #4 5
H P - 3-0 PR B AU (glyceraldehyde-3-phosphate
dehydrogenase, GAPDH) 7 1 B fift 1 461 11 5 1 it
W HREZOER . EBRONHI5EE I, miR-644a
R IR T B BV RN C-MYC. EH B,
Jige B WAL KT 132 AR GAPDH B9 F5A A i i
[ (Warburg effect) FHEAIMIESL . miR-361-5p
HES G FZH TR FEEA 1 (specificity
protein 1, Spl) mRNA /iy 3-UTR ¥ % 5 Spl, M
1M L Sp 1 #7504 i CRPC 20 i A= < A A
W B A TR 45 A B 1 (sterol-regulatory
element binding proteins-1, SREBP-1) JEAgN; =%
FRR BRI A 2 Sk, miR-21 236382 T Ik
BEZWED 1 (insulin receptor substrate 1, IRS 1)
I T 0 B S R S 20 L R 2 ok BE AR PCa 48 i
SREBP- 1. 5 Wi & & BB (fatty acid synthase,
FASN) FIZEEimE ARG (acetyl-CoA carboxylase,
ACC) MY/KTFo AR, miR-21 32 3 3K 48 Jin 40 fifd 36 5
FriE #% , DL K PCa 40 g b IRS 1. SREBP-1,
FASN HI ACC 7K B i e 4 1t ie ¢ 2 134
AR Ty 58 F0 A A B TR A (0 B i 5 T i, DA AE
BIRA R MRS P AR . 1 miR-378a 8 i # 0] 4

Hj Mz A 1 (glucose transporter 1, GLUTI)
mRNA, fEFL R GLUT1H# AP, [ PCa
£ i 17 4 380 T PR I A R, XER I, 5 AR
JEANIE], PCadi i AT BEAS 23 D) 46 21 ORI 12 o 5
FAFEATRRERE TR K, A AR /AR T AE ) PCa
Y b R IR O B o A Y B O U E 1Y R R T
&, JFAEIRIT IRPURIEE RS 105 5T 3R i AR R
FE, AR AT N HE— 2D R X B AR
IR, A DG B R A B R R B A T R R
miRNA 7E CRPC g 8 48 b A9 /E AL WLk 1.

# 1 miRNA ¥ CRPC it 2 %8 h g9 4E B HL #1

miRNAs ik B SCHRA R
miR-644a Tl FEIGF-IRMGAPDH, #l  EBRON %
TIFLESRW.(Warburg effect)

miR-361-5p T il Spl/PKM2 4, 41 LING 47

Tl SR i
Fi# ¥ SREBP- 1., FASN. KANAGASABAI

ACC, S HERR T A= AN T A6

i}
TE W GLUTL #3235, itk CANNISTRACI

T Ak 8 i

T IGF-IR AP FREAE KN T 120K GAPDH Wy HilfE-3-#%
BRI Spl MRS M 1, PKM2 A B % A M2; SREBP-1
M FEEEPEA TO A A E 1, FASN MR R & B ; ACC 4 Z B4l
il AL ; GLUT 1 s &N 1.
2.2 RMEAEFSAE FRWBHL E B 5 R Y &
A RERVUIMIG, FEGE DNA WAL, HEH
25 W BE A A5 Ty 00 JE PR T B AN R 38 K BEAT IR AR
T 52 i Je 8 2 e . DNA LA S 5 J2 B Bl i i
AL RIEWMEZERWBAEBM Z —, SUNSE"E@
spearman Al 3¢ 43 M7 & BL 6 1 miRNAs (miR-660-5p,
miR-365a-3p. miR-193b-3p. miR-193a-3p. miR-
let-7d-5p. miR-27a-3p) 5RRARIHAH I R B4 AH
FMEAEH 2 (lysosomal associated membrane protein
2 gene, LAMP2) WEMK, HRELAMP2J5 3
T ALK B AT, 1 PCafiEiziEg b & 4 H
FAEH . MR A D52 R U S M & 1 (the tumor
protein D52 isoform 1, TPD 52-1F 1) J& 75 #f
N WAL B T, miRNA-3687 Al miR-4417
P RIR AR T MR A BURA L TPD 52-1F 1
B8, TE I E MU PCa i 24 78 8 v i 56 B4
FHMY, miR-29b-3p A i 52 0 Bk 402 (B-cell
lymphoma-2, BCL-2) JT-ZKIEHEAMIEL, HHIHT
G B A0 22Rv ] OB 5H . iE R AR 28, e R AN
P2 2R P 2 Y B — O % I R R Wt %

miR-21

miR-378a
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Jea i, R sy R L R . TANG
SR A S R A S v 2 B 1 2 BRI 1B (lysine-
specific histone demethylase 1B, KDM1B) 7 PCa
HAPSFHEERIL, 5 PCaiHEMNA RS
K, KDMIB & F1KF Tt 5 PCa 4l g 1 miR-215
HKOFREARAR DG, EAE#E ARTERTAEEH M 2 (anterior
gradient-2, AGR2) B3h+ EoyRE:, IR A
A 2 AR H3 AR A R 1 P AR B i 2
fbo b Kz 4l - 18] 72 i 4% 4k (epithelial- mesenchymal
transition, EMT) J& M % Ak i 2 v ) OG5 20 B
miR-644a il it 1 B4 ) EMT {230 K 7486 E & 454
M1 (zinc finger E-box binding protein 1, ZEB1D),
oA M FE AR R PR BB 6 (cyclin- dependent
kinase 6 , cdk 6) FEFEHEFF KT (Snail) R
P95 EMT", miRNA 7E CRPC Ui {24 16 i v (1
YEFIBLA DL 2,

% 2 miRNA 7€ CRPC & W is 15 & 1 B A 1E A AL

miRNAs  3&ik Bl SCHOR TR

miR-644a FiE L8 ZEB1,cdk6 ., Snail, /£ EBRON 25
HEEMT
miR-660-5p. il FEAR LAMP2 Ji 8l 5~ I 5 SUN %)
miR-365a-3p . feokor
miR-193b-3p .,
miR-193a-3p .,
miR-let-7d-5p .
miR-27a-3p
miRNA-3687, i FEAR T MM AU VENZ %0
miR-4417 i TPD 52-1F 1, i k4
GG I
miR-29b-3p [ EFBCL-2HT-KIEEH ZHAO %
(IESSPN
miR-215 T #SAE AR AR TANG 2
KDMIB f#ik
miR-375 3 ¥ N-cadherin, Vimentin, KURNIAWAT
MMP7 , MMP9 #l BCL-2, %
fEHFEMT
T ZEBI WA E&LS A 1 odk6 Ay 20 JE 0 2 PR i i
fit} 6; Snail S BEHE 8 5L S F 75 EMT Jy b B 20 - 1] 5o 5t 4% 4k 5
LAMP2 ERHAMEEE M 2 TPD 52-1F 1 0 & A D52 R T4
£ 1; BCL-24 Bk ANIIE-2; KDM 1B i 2 s Stk 4 4 11 2
JEALT 1B; N-cadherin b #fi 28 ME- 45 BB 15 Vimentin 3B &
M5 MMP7 35 48 B 7; MMPO b 35 428 2 1 9.
2.3 ARMX@EH  ARZEH AREER AR R
PTG R E MR 2, ARG 5 EEEHEHRE S AR
giffEhsl, RIESHKRTEH 90 (heat shock
protein, HSP90) ZrBIfIE Ml AR —5RIk, 5l
AR, BESERE H E A 20F ARBIEIZE Sk, H

BT AR BJ )48 K 7 (ARvariants 7, AR-V7) Z0F
Tl TIZ I AR RN, AR 2R 5 7E PCati 148
RFEW, HECRPCHHH I, RS REME
RIT A IR PCa, ARMH 5155 5% % /& CRPC &
AL RIBRIIERE, T miRNA #A N & AR(E 514 S
B SE S BA T, TERGSR AR RS AR5 AL Sh &
B AER . B, 38 A Y005 B 24 0 B sl PRAE AR
KR CRPC AH 5 miRNA XTI & ¥R VA 7 # A5
W EZE, AR mRNAFAHKI-UTR, AR5 5l
#0k AR F3A A 7] REAZ B — R 5 miRNA [ &2,
miR-378 3@ i il PCa i il T 7E AR 57 Sk h
FE 24T U A PO RO (kallikrein, KLK) 2
WK% (KLK2., KLK4, KLK6 1 KLKI14) %
M, iE— 25 R A R T, IR E R A
2119 miR-346 F1 miR-361-3p Al IEHEJE 45 AR-V 7K
S = gE R B R A RO 24 (tripartite motif-
containing proteins family 24, TRIM24) J& i
CRPC 1y He I, K4 E % %5 RNA 00963 7] B %
5 CRPC 40 Mfd # A9 miR-655 45 &, M H 5
TRIM24 mRNA BAHEAER], i 84 98 TRIM24 3
AL RN A . TRIM24 )33k nl 38 2 w9 A 1k L
fii-3-3#4 M (phosphatidylinositol 3-kinase, PI3K) /
T 22 2 R I AR P (protein serine threonine
kinase, AKT) &G AR, i CRPC W) &k 4.
[ i, TRIM24 J& 3% & A K B F Z K (epidermal
growth factor receptor, EGFR) g fk UL - 3-
B AE AL 3L o (phosphoinositide-3-kinase catalytic
alpha polypeptide, PIK3CA) JE R 1Y % 5% % 45 A
T, MMi PIK3CA M EGFR %} PCa PI3K/AKT i@ %
Bos A AR, A, AKTANS"7E CRPC
20 i e AP S CRPC 4 LAY AR 85 11 B9 k7K
A K miRNAs (miR-625-5p Ml miR-874-3p), {H
HAAHLEIA B . miR-149 A LU [ PISK/AKT1
S A R R N T AKT1 & 1, B A% PISK/
AKT L5 5 8% i DRI o, DT 3 2k 28 B 40 1] 1
PEHEAT A SO T FECARAE Tl 1458, 5 CRPC
I H . (ZEMMH 25, miRNA 7E CRPC AR
R % 1 A AL 2% 3.

24 FFARAAXR@EH TR, HRFNEKAT —
46 CRPC 1 E AR M SGIB AR . i, ASATAERY
KIADTHIH T miR-15b-5p 3k, il HiE5HR
BAEZ AT H 3 (cholinergic receptor muscarinic 3,
CHRM3) %4, Mifidls CHRM3 G YES
K 1 (Yes-associated protein, YAP) 47,
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i 33 miR-15b-5p/ CHRM3/ Y AP {5 5l {2 7F PCa
FHHCHTHI K . LOSEPIEY] T miR-128 F1miR-101
VESR Z2A e T AL R (Can B 40 45 57 53 JE 1 i
5 Al A 1. NANOG il SRY -box # 5% [H
T 2) MRES M miRNAs, 5 69 sk oy L3 1o
Janus ¥ B/ (5 5 ¥ % 5 F S N 7 1 (Janus
kinase/signal transduction and transcriptional acti-
vator 1, JAK-STATI) {55 i B ¥ PCaffifd+
PEHRAE . BE4h, miR-506-3p il it S100 4545 4 & 1
A9 (S100 calcium binding protein A9, S100A9) /¥
RRNAFZ1 (Circular RNA midline-1, cireMID1) /
miR-506-3p/# £k 1 (Midline 1, MIDI) #li, S$%
PCadfififlri MID 13GER NI s >, miRNA
1E CRPC AR ARH G B Hh i 4 FHBL R W3R 4.
% 3 miRNA 7E CRPC AR #H 3618 B B 9 1E A #L
miRNAs ~ #ik B SCHRAR

miR-378 LA W AR T T KLKIERZE YU %

% (KLK2. KLK4. KLK6 Al

KLK14)

miR-346. L8 EPEITY AR-V7 K
miR-361-3p

miR-655 T amad PISK/AKT @ A8 80E AR - BATAE™

ZHANG %17

miR-625-5p. il 5 AR FikAKFAH & EHLH AKTAN
miR-874-3p N
miR-149  Fid U AKT1 & [, B A% PISK/ ZHAO %)
AKTUF 3l #%, 22 L5 AR
i
miR-8080 L il AR-V7 LIU®

i ARNMEMEZR; KLK REAKREE; AR-V7 ARSI
AR PISK NWEARTEILEE 36 ; AKT S8 A T 22 2R 8 A R
38

#z 4 miRNA #£ CRPC 3E AR HH X BB FHERNH

miRNAs Fik Bl SCHRA R
miR-15b-5p T miR-15b-5p/ ASAT %
CHRM3/YAP
miR-128 .miR-101 i JAK-STAT1 LO %%
miR-506-3p b S100A9/cireMID1/ GAO )
miR-506-3p/MID1
miR-375 i PTPN4/STAT3 GANZE

. CHRM3 4 A GEZ A5 30 3; YAP N YESHICH 5
JAK-STATL g Janus /5 5 e 5 5 5 WG R 7 1 S100A9°K
SI004545 AT A; cireMID TR RNA R 1; MIDIRh4k1;
PTPN4 & (IR R RO AR Z Ik 4 8, STAT3 NG 515 Kb %
IS 3,

3 miRNA 7£ CRPC Fis 1R

ECRPCHEE T, W TR s bl 28 8 43 W 4
61 PCa il i 7 A 7K S 04 1 3 i 51 B 4 = PR it
Jii (prostate specific antigen, PSA), K PSA Jf:
AN TI F BE YT AN IE AR, 1 miRNA
YRR PR E, 5 FE, WeEaF, "L
YER—F AR AR . B TR miRNA o] DL 24
BN R ZNE 54 F®AA, LWl A &0 5
Wy, WO SRS, IR YT AR RO Y bR E
miRNA, HA #2285 % s 0, JF HT
PLIX J3 1E % . ROVE T8 AR 3 AR R R 28 1 PCa™,
HUANG %58 155 %t 1004 CRPC BF BV, 458%
B & 7K F miR-1290 Fl miR-375 5 CRPC B i 2%
B EAEFA (overall survival, OS) #H3% (P<0.004)
BENOIST %" 0f 5% 38 i 2 4% & Cox [l 9 53 #7 &
B, miR-375. miR-3687 Fll PSA Y& FE 48 i it , R
HH R R B 0 TR T IRD L R A A N U G a0, A
FERHE T miR-3687 1 FITAL CRPC B BFL A i
BITE MR R E bR EY, BT
miR- 375 78 100 5 9 T 5 J7 1D 0 EE B L b4,
ZEDAN ZE2IBA 5 i 58 % B miR-141-3p Al miR-375-
3p 1 1 B 2R UK V- 15 4 e 1 IS A 0 R ) A
%, I HE K miR-141-3p 1l miR-375-3p 5 #4
B OS i A5, X FEIP miR-141-3p Al miR-375-3p
F4) 10 3% 7K 7RI LTI 22 D4 At % sl B BERE R VR T 0 i
otk CRPC B Atk e pisf ]

PR AN R T IV 565 — K FLH T 0% 12
FI AR, HmiRNAZE CRPC ik 0 EgHEsE .
WA, PRI ARSI AR FR OB T T PR miRNA
WAL BE g, AR S A= Wy br S W e I 2 . 4y
LI 3 @ A N T =2 Ty 1= s R 1 = R
FREDSQES"# T—SHiW logithif (pCaP), £
i 54 JR miRNAs (miR-151a-5p, miR-204-5p,
miR-222-3p, miR-23b-3pMImiR-331-3p) HIPSA,
FHMARIA RPN VIBEA S 4L Z & (biochemical
recurrence, BCR). %ALY i 2 il T BCR 4 i 1]
H pCaPP¥53 5 B0 E 1 I R RURS: 43 2 91 2k 151 B E AR
Ko PR, BRI AR R K AT g T Bl PCa RURS: 43
2, RS EAEANIRITT R KRR T,
SNIPAITIENE 4“4 # Y miR-148a, miR- 365,
miR-375 fl miR-429 B A Il AR 7K -7 T 5 R B E
FEEIA I CRPCYTRLHT LB . miRNA £ CRPC
TiE H AR AR 5.
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% 5 miRNA £ CRPC i 1E A

. PN ; . U
miRNAs B P 3 BAF SCHRACTR
B
miR-1290 OS  IM3EHNBA 100 HUANG %2
miR-375
miR-375, PES  4:1fi 40Mif  BENOIST £
miR-3687
miR-141-3p oS I3 S4 il ZEDAN %%
miR-375-3p
miR-151a-5p.  PFS R 215 iR FREDSQE %
miR-204-5p
miR-222-3p .,
miR-23b-3p.,
miR-331-3p
miR-375, PFS JR# 100 iy SNIPAITIENE
miR-429 e
miR-148a 0S  JR#kE 100 5j4Eg SNIPAITIENE

%Liﬂ ]

H: OSHEELY, PFS ATIEREALY,
4 miRNA 7Ei¥i% CRPC EE Tz hr{ER

JAE HATER R PCa ¥ 7] 254 & 2840 K Hb ek 5
T PCaili & BTG, (H & A ATk A 7 A T 2
P HBE, dnffid CRPC B ET 2, a2y
ARSI ST F TSGRy IR

Bl P’%%#TQAR/J%}%W%‘J*J, 2 Il PR
AR WAEIT 25, it 5 ARSS G B IR SZ R 5%
1, Mﬁﬁﬂi?ﬁiﬁﬁi?%ﬁ%%gﬁo SR, RZHAEH
HIRA RN BRIt 2y, Z a0, GAN
EUURER R, miR-375 i 8 K A PR B ik 2
& 4 &1 (protein tyrosine phosphatase non- receptor
PTPN4) f551% 5 RRMiEEN 3 (signal
transducer and activator of transcription, STAT3)
i A PCa i AN RFL S e 2, SR, i
FERIMBA R LR —IRIE SR TR ER
M B9 A 8] 78 5T 40 g (human umbilical cord
mesenchymal stem cell, HucMSC) #74E A Zh b &
A miR-375, B TILPTPN4R£L, T
STATS, A RFWHT 54 LK M miR-375, 25
RFRW, miR-375 0T LIRS CRPC —Fiogr 19 7 HE
&, HucMSC 17 2 B9 S A o] DUAE S —Fh 22 2 34
P EEIRIT 8K teAh, AR let-7c BB 1) 3R TT MY
AT DL 200k A ) g A0, 3w A R DG 1Y ] 7
T 41 ffd (mesenchymal stem cell, MSC), X Z&—
T W51 I 0GYT Ik, AT LA B 1 CRPC &
AR, KURNIAW A TS WIFEIES: T miR-let-7c

type 4 ,

FEFE BT CRPC A 20 i 11 200 Jif 344 528 13 v 19 T g 411
HlPheE, Jf BB At 78 A kg iE W 1 MSC Sk i
S RARAE R AN Llet-7c 28 55 CRPC 2 22 M T
itk BERE—FEA AR E R E IS
Yy, WliEad EJH miR-8080, Ikl AR-V7 ik, A
M CRPC #EJ& , I H 34 5% L5 B Xt 22Rv] 5
Fh RS M9 B IR 97 R, LIU 58 £, miR-
361-3p 7] LA i 40 il AR-V7 Fl 22 & R / 75 & iR
# B (MAPK interacting serine/threonine kinase,
MKNK) *ﬁl—iﬁfﬁﬁlﬁl"] MKNK2 2 15 5 KPR B b 32 15
UL P S e o 3 e T i 4 ) R L e/
miR- 361- 3p/AR- V7. BHL S E/miR- 361- 3p/
MKNK2 {55 5 38 f# ﬁﬂbﬁﬁm%ﬁﬂmfﬁ%mﬁ
%o &4 N1k, miR-215. miR-34a, miR-198,
miR-513a-5p W4 & BLAE e AD'T Tiif 25 Fl 4 5 58 [n]
25 W) U A Ty T R AR OCSEAE T, mIRNA 254
AH AR 58 8 43 MR YT RUBORYT AT LB IR CRPC
RN PR T 111 N (T 2R N = vy & fta [ DR VAR
AR A ARISHENEYT )ik . HA W

2595 /1 miRNAs 1L 6,

xo6 EFFEMAE M miRNAs

miRNAs 1EH SCHRA IR
miR-644a  HINBAL S AT U EBRON 41
miR-215 LA KDMIB, 52 il B A4LS  TANG 21
R 257k
miR-375 Pt REFL e 25 GANZE
miR-let-7c  J85 CRPC{ZZ21 KURNIAWATI
%iiﬂii

miR-8080 M5 T BAL S X CRPC 93h NAIKI-ITO 25
miR-361-3p  H&/ RFL = HieUR: LIU &)

miR-34a I CRPC 40 g PC-3 155 , it WANG 25
PEH T, 3 SR CRPC A4 K
miR-198 i) BB L A Tt 25 19 CRPC 411 CHEN 4557

i IENEEENIS
miR-513a-5p Ml PD-L1 )33k, A% NK TANG 2%
20 92 DN 7 47 TR

W KDMI1B Wi s iR e gl B L WL G 1B; CRPCA L
PHGUERTII M ;. PC-3 M NRIFIIREANN ; PD-L1ARPHEIET 32
PR-efR 15 NK Ry [R50

5 RE
ADTIRITAE PCawl i i B ik, (Hk e 58 234
YT HEAR SV H a0 ilm R A BR 245 58 By 18 s A9 7™ 1R

BBk o a3 4 3 5 miRN A AH ¢ i BF o8 i 17 4 1t
FArHr B, —52 5 Rk miRNAs £ CRPC 1)
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KAEHUR L U S A YTy I R 2 B
% miR-375, miR-644a, miR-215, miR-8080 Fll
miR-361-3p &%, #F— 0% ik 26 miRNAs B L 217
S0 HRAGGY, B LR R E S, e
5 CRPC & MY & 22 8 ¥ M 2%, A4 B TJF &
B XT ek 96 A 38 R 2 O 35t A% AR AU CAE BB IR T R
Jei] 15 AT LA A W CRPC g8 35 929 iF e F TN s
PEALHR . WA E bR

S 3k
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