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Abstract:

Castration-resistant prostate cancer (CRPC) is one of the most common malignancies of male

reproductive system, and its pathogenesis is mainly regulated by androgen receptor (AR)-dependent and AR-

independent signaling pathways. MicroRNAs can target AR-related genes and AR variants to regulate AR

signaling, or directly regulate proliferation, differentiation, apoptosis resistance, telomere maintenance, DNA

damage repair, cell autophagy and other related signaling pathways of tumor cells, which may play an

important regulatory role in CRPC. This paper mainly reviews the role of microRNAs in regulating the

regulation of AR-dependent and AR-independent signaling pathways in the occurrence and development of

CRPC, providing new thoughts for the diagnosis, treatment, prognosis and prevention targets of CRPC.
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BB B BRI, 4 LB PR RIT A
R ZIASRE B A PR W IS R . N i 2 PG
7 R Z CRPC 3 FmicroRNA(miRNA) 7 &
Fik, XCRPCIKEKRKBAAEBEIE TN .. XN
R F CRPC KA ML BT W6 97 48 m dR 4t 7 T
Ae . CRPCI KA MLH 2 5 i & 32 1k
(androgen receptor, AR)KA A1 ARJEAK 1
Ko ACHE X miIRNATECRPC K A v i 4E H
ITERIA

1 MiRNAZERPEHHI1E A

MiRNA /& B — & F % A% R Bl TP D) G A0 %
12 B 1S R 4 AR R R4 B P T 5 R ) R IR
ILRNA, HIETERRNAFE S HUTERE &Yk
B P B PR AR mRNA, 2 2E iyl R A =5 R 45 0y
TFo WHE, EMIRAMEA, miRNA AR ST
FILAPRE . Flin: miR-331-3pfE & MHJE & &
N, R MR A g A, MimiR-21. miR-155%%
TE S AR I8 R0 M I b v B, (R SR Bk
A4l

FrmiRNA H & ik % 8 7] 58 5 8508k A Kk
JEAL, miRNAZ [8] FAH BAE F AR 55 e 1t & 28 R
JEE K. fEYMRAZ NI miRNATR B3R5 5 —
miRNAJE K (9] 5% sk = W AL A, i) s 3
miRNAK 42, WmiR-424. miR-50312 HmiR-93&
K]0 3 7790, T MmiR-9, #HmiR-94E+;
A LRI RE T, AEFRIm AN AR . AR
FA R miRNA W A] B8 % B AT 51 . dmiR-
107 5miR-let-7H %b, il B A miR-1et-7 1) )
A%, miR-let-7/2 —Fh s 0 K 7, & 4
S PECF U R A R R . MIRNAZ [ & 7]
T R P BE FEmRN A 5 5% 7= Wik 47
i) 42 I AH BAE L, TEMVE R R IEER . fln.
miR-20a ) R B 538, miR-20a b 8 #i i) 4% 5%
A7 F32[K F(early 2 factor, E2F)r74E, E2FJ/b
T PR T miR-20aff1 605, 4 fam T, 4ERF
MR AK; £ LRI EEF, miR-98-5piE
o B )T R I mRNA RS 28, T miR-
152131, miR-152" 1 A 2 F5 6 40 M T2 7 FF 1
HEP R 251

2 CRPCE &I

CRPCTEHI 1) i 25 490 TT 44 kel
FHLH = Z o A AR ME FI AR B B 2. T
G RAREGAR . FE 30 B R AR
FILZENC, 5 F 8 LTI, kg
FEHLEIE, DNAB 15 38 % 57 5 040 i 1 14
FH AL o
2.1 AR{KFMEIERE
2.1.1 AREBREE

i bl RS 2 B i R I PG RIE B T AR B
FECRPCH A &Y, JECRPC K A I B IR 5
K& BHARMEKA T Rtk Xqll-124, BAH
DNAZE G 45 Mtk . S QIS T e ION A wify 45 F 4k K
Mg gk R RIL, 10%~30% CRPCI
Bl RAEARFEN A . RAFFER A TARLG M
BRI, AR S T RS 5 R A i 24 A
KI8T H A BR(T) KA NN AR (A S+
R 25 2 [ 74 U407 (L IR (W) S48 N SE 2 IR (L)
M ERR (O 5 B 44 it 265 4 5% 18761
KNAMRF)RAZNEAIR(L), XM R ALK
i B & iy vh | & e A FERT I IR A
S, EARE DIRRI SR S A R T IR R
BELIST, (HBEEARK A RAF, G878 [ AR 2 [ B 84
IR . R R A TR, AR
Redh AR RMESICRPC R E, FFIECRPCRH B R
FRIG M, FRELRHEE 5 SRl
2.1.2 ARW & F MRk X

ARFEDR R = WO A4 45 & 380 nT 72 A 2H R B vt 1 e
PR Z AR BT 3 MR (AR-variants, AR-Vs)!'l,
MR Z R ik EEAFEAR-V3. AR-V7,
AR-VOZE AR-V7#ECRPCH B %Kik, J2CRPC
RAEMEBERNE, SEKERZBEMI, G
Fmon, FEANFECRPCYNMIFE A R EEA H, AR-
VIR FAFAE R 3 2 5, Al 1TCRPCIE R IR
SUIEDA, Wi [FJRAHE S FAB13(homeobox protein
B13, HOXBI13)5AR-V745& 0] EifmRR), {2
HECRPCHEE .
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R RIFITIE I RO B, SO I R
A S M RT G R AR 5 0T 5 5 R MR i R
A, B BORARGE 5, {RIFCRPCR AP, 45
IR, KB T 244556 H E10(growth factor
receptor bound protein 10, GRBI10)/g3t & [ L i
2A(protein phosphatase 2A, PP2A)FEfRE, R
AR BRI FE, 4EFFARME 56T, ik
CRPCR AP,
2.2 ARFERHIEIERTRE

ARVEPE N FE A1 52 Ak = ARR IS & — MBS T
o ARVE MBI K 5 M0 thoe X YHE 8 H2(sex
determining region Y-box 2, SOX2). Zeste[R]JE41
5% F-2(enhancer of Zeste homolog 2, EZH2)ii7 1%
WAL A P, SAh, BT ARKHEE &R TT
RETARSE 5 58 [n] 25 25 24t ] ‘2 B CRPCHH
A FIEARP, 7EARZE KA ARIEM 1 18 123
5, ARFKHECRPCH 22 ARIEIRHiECRPC
22.1 AT

Btk EL 4 g -2 2 K] (B-cell lymphoma-2, BCL-
2) LI R T BORLAR A E @ E N, KIEPUE AR
Mo AR, 750 b NIMAAH G g6
(NIMA-related kinase 6, NEK6)/2CRPCK LR &
e AR B O N, AR BT HINEK 6 AT R
BCL-2%iA, fedtgnpui -, 2 X-4rrtEA
fi#33(ubiquitin-specific proteases 33, USP33)t7E
1T 41 s 4 P rh o 23K, AT CRPCYR YT I 72
M2 IRELE S SAME T, [E3ECRPCHIK
A8
222 ikt

FE AR 2KV 175 3 3 B DN A 5% 4% [¥) CR P C 2 Jif2
v, TR B E Yk R AR (ataxia
telangiectasia-mutated gene, ATM)HIl| 71 A FH K741
MR RIDNAB UG B Rt f2, fedtgnpstr, 2
TN AL AERE L AR 0] B8 5 CRPC R AEAH G o I 4E
SRR L] B, 45 s g R i 7 B K 5 438 K (alternative
lengthening of telomeres, ALT)HFi&%. Mangosh
SEPOR I, TEARIFIR G CRPCH SLXAIPIE &
5, SLXAIPI &Ik e #EALTIEAR, 4ERr 8 40
MuRFSE ], [RECRPCKRAE. FAb, dmbigEdRspr
W 5 I B R o b L 81 45 6 I 1 (telomeric
repeat binding factor 1, TERF1)f)ZK ikt r] gefe it

CRPCK P,
2.2.3 DNAHUH# L

NFLUHRIE ) [ (1 2(breast cancer susceptibility
protein 2, BRCA2): 24k {5k K 2H 58 B4 B 04 5 1Y
DNAX W B E T, ATMZDNAHffiEE
(DNA-damage-repair, DDR)JREEIH A T. H
GitE R e, BB, CRPC KT
BYECRPCHEA T, BRCA2FIATMN) FAE i
S Rk Ah, B R KRB, EA HAb
DDRAHKIE, an iR My 5 7k /) 28 E [F) Y 47 5 K]
(phosphatase and tensin homolog deleted on
chromosomel0, PTEN)FA: 1] f¢ 5 CRPCH A
3‘%[29]0
224 miLAvE

AT R R, CRPCH i AM R 25 F 2E 4L
lif4B(lysine demethylase 4B, KDM4B)n]i# i G
AR R e BECRPCAT LI A Ak, BB R
1M 3% B 1E 75 [ 12 (nitrogen  permeability enzyme
regulatory factor 2, NPRL2)iEIS I A.3NY) 5 10 &R
#017K A (mammalian target of rapamycin, mTOR)i&
R A mERY . Krappel#BE B 1-5(Kriippel  like
factor 5, KLF5) N4 E S HLHI{2IECRPC
KA 2 o

3 MiRNAZECRPCE 4 & R RIIEHE(EA

MiRNA L AR P K T i 2 R e a8 1k R 1) —
RN, 52 NN RE R MK, 18
CRPCH', miRNATW] LA ARFHICIHEE . ARBYH: 5
Pk, IEAR(E S AR I 4 R G . T
kL 4ERE . DNATIEE . AMSEEE(FSHE
. WA ZFimiRNAYIEHECRPCH 2 7 3£
i, 1 CRPC K A ARIK #3125 AR AF K i
AT
3.1 MiRNAE5CRPC AR{K#IERE
3.1.1 MiRNAH#ZARSE 5

ARAE 530 % 57 B0 2 B 2 i AR A T I
BEHGITEEE NCRPCH X BRK 2 —, i
miRNA A G & 52 ADTHU M 1) 3 ZEAR A K+
IR, miRNAYE RIS ESRNA, wliEt
ZMME T IHEARGE 5. WCRPCH I RIAN
miR- 14838 ik B F2 1 [ e 1 L B2 3 9 g A LA P 2R
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1 1(phosphoinositide-3-kinase adaptor protein 1,
PIK3AP1), i~ i s Mt UL I 3 S lg / 2 1 VB B
(phosphatidylinositol 3 kinase/protein kinase B,
PI3K/AKT)iE i, FPI3KAMAREAH HAEH, &
HECRPCHEEP, MiR-331-3pfE | 51 e K %
15, 0] 3 R I S R B 32 4K 2 (erb-b2  receptor
tyrosine kinase 2, ERBB2)%IA, {E#PI3K/AKT(S
S MR AMARE 5 M, Ri#ECRPCK
AP MIR-149 01 W] LLSE I PI3K/AKT 115 538 i 119
AT AKT LR PR PE, (23ECRPCA
BRI T HIMHF AR LIEPY, yuEP R, — ik
FIHER AT 75 T 00 I P miR-378 W R ik, NiAM
R B L DR 9 1, DABH T AR(E S Im S, 0 Ar
H| i ges 2 34 FE ANCRPC I & A« MiR-200a 38 ik
) B YR &5 #4355 55 (1 4(bromodomain-containing
protein 4, BRD4)/r S ARTE 5 HE K| CRPC
(& R0, TiimiR-2053) 38 A AT I I ¥ ) 22 24 R i
AL B 1 ¥ (mitogen-activated protein kinase,
MAPK){& 5 I 5 AR 3 AR gm it [X 25 & 1 B IR AR %
SR, MiRNAGE 7] 1 #25 AR B 3% 53 M 14
Naiki-TtoZ PR B, FI AR H & 1 HmiR-8080 7]
FEARAR-V7RIE K, 5 AR5 iy e,
HIHICRPCE ALK JE -
3.1.2 AR5miRNA# 48 ZAF F

A, miRNAE AT S5ARMEAEH, miRNA
TARMIFIES, ARZRA] % 5 54 HmiRN AR IA K
F, PEBLEN R RIL, {(REECRPCR A,
GuiZEPYR I, miR-221/22238 i3 12 k40 i J& HIG /S
WEAR, SELFRHECTD245 4, 4EFFCRPCIHIGHH
AEJ7. TMmiR-221/2223FMEZ AR, — HCRPC
HARE RIE, e kAEmiR-221/222 T, A
miR-221/222 W2 ARIHH] 707, miR-221/222°F
P, ARJTHIA VAE#CRPCKR A . RonnauZ? 4
TR B, RS 29 55 1 CRPCAH X miRN AR A 1]
B AR-VsFE 9 BOE , AT R K 1R 41 i 40
21, CRPCZHZ{#'miR-3195. miR-3687. miR-4417
%y B HERCER AP S I miR-3687 MImiR-44175%
KKK, miR-3687id Rk /D T 41 f i #2 F1
1228, miR-31951 RiA(Li ML, =
L5517 51 e 2 A Ak g N CRPC

3.2 MiRNA5CRPC ARIE{k#itE & £iR1F
3.2.1 MiRNA ATt

MiRNA I i AR AR 4 38 42 ffe 2 B30 1
CRPCKR A, KZ 5401 5E M2 I 1245 5 i B8 A1
Ko BCL-2FK WA TAE 55 & m b s
TR EF, T5BCL-2FEMBCL-X1. BCL-
Xs« BAXGFTE A H Rk, 1ENgiim T
S LIS, Zhao R B, miR-29b-
3p AT [ M 2 PR 3 5 Al €0 R TR 5 B N AR VLT
# He(tyrosine 3-monooxygenase/tryptophan 5-
monooxygenase activation protein epsilon
polypeptide, YWHAE) 3'JEZwt5 X -4 YWHAE
Fik, TEWHMBAX/BCL-2LLE, 01 1A 1T 51
PR A58 . 1) 22 -24(interleukin-24, [L-24)&
— O PR A AR K 1 R T R 2 2
B, W ZJanusi -5 5 S T 5 RXBE T
(Janus kinase-signal transducer and activator of
transcription, JAK-STAT){5 5@ %% FH 1. A
RMEER], £CRPCHmiR-4719HImiR-6756-5pit
®ik, WEPIRIL-24 3w X EREN, 25
IL- 2410 % 5 B, 4iAIIL-24 358, 235 FEMK
5 S 40 A R R IL-24 2551, R IECRPCRE
XiaZE "L L, miR-200b-3pAImiR-200c-3p & ik
510 51 e A 28rh R 3 e Y 1L B Y AL
PZRIk 2K, EFBECRPCH, miR-200b-3p
MmiR-200c-3p Fif, & E a1 2B 15 1 5
RLAE 2 W, M a0 B R T, 2 B A i BE AN
CRPCK .
3.2.2 MiRNA 5 ik 2 4

MiRNAECRPCH L AT 2 5 b 4E Rp AL 1 1
o BRI, TERFIEuFL4E e BT b 7 (1 3
B, [ ZmiR-155 48 /. MiR-155H] i
TERF 1Kk, {5 st i ACRPCY,
3.2.3 MIiRNA 5DNA## %514 £

ATMEE DR 9 b5 1) 5 1308 2 DN A5 475 12 = 1)
FEE AT, i A R AL S DNA
KON, ELERAN I IR A . DNABE ., ZEM
FT: . YinZE BRI, 40% 028 23 W 1 7T 51 H e
BFEM20% CRPC I rv-mycs 4 i 2 208 25
BEAH I 2 Al (v-myc myelocytomatosis viral related
oncogene, N-Myc)/KAE TP 1. N-Myc¥ HEn] T3
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AU A AR A X AD T AL HitE, tHat& i ADT
7SI H % Z (ADT-induced senescence, ADIS)
. MADISHEFREATMIZS 5. YN-MycrE
CRPCRMBod ik, il T MmiR-421(miR-421
AT ATM R IK) 2 i CRPCHEJE

3.2.4 MiRNA 5 @je g %

MiRNA I BE 8 i 1 715 40 i [ WA 530 % R 2%
CRPCI KA. ChenZ"™R P, mE A 2EE
1o 15 5 3 R BCL-2 1) 55 1 72 K4l circRN A-BCL-
2M0FKIE, WA ) circRNA-BCL-2 7] 24 4F miR-198
xRk, BdSE AW/ FERIANTRHE I
(autophagy/beclin-1 regulator 1, AMBRA1) mRNA
B3 4E g 5 X 8 T AMBRA1 £ A, i#idcircRNA-
BCL-2/miR-198/AMBRA 115 51 5 18 i 5 5 1 Wit
PEEMISE T, 0B R B I 25 CRPCHI A

4 RESRE

HArA N, A5t ACRPCIH B /S, MWL
R ARG 5 W B H AT S CRPC I AE A7 LR Je
HEEM . B, PAOREEER & H 2408 2R
52 HATCRPCIGIT I E 2 5 [n] . BEIRBTLLRE . &
I 25— e R FIEK T CRPCEH M AAF
W, {ETEFH 24 J5 AT RE Rk A e B 3R 32 MR 9 AR Bl B B2
T, SEUTAERNRE, BREEE PSP
o, HAh gt £ vifhgE, — e RERE LR
TCRPCHIRJE, HINE T 24 i A0, Rk,
TRFH BRI T HE UR S F AL )2 #) 25 #CRPCt

LA 2 FirmiRNATECRPC R A4 K & ()45 5
PR ORAE AR o ARKKUE I miR-148. miR-
221/222. miR-3195. miR-205{¢#CRPCKE, T
miR-149. miR-378. miR-200a. miR-8080. miR-
36874MHICRPC KR 4= ARAEAR MM FImiR-331-3p.
miR-4719. miR-6756-5p. miR-200b-3p/200c-3p+
miR-421. miR-155{€ #CRPC K4, miR-29b-3p.
miR-198 MM H|CRPC KA. HAoarFHLHI LA, W
KHZEARG S5 TP, wmki4ERr. DNA
BB E MM a0, thoh, EH L FmiRNA
B UE B 2 5 Y 45 A0 2 i B0 BE AR, e 2k A
p33. p63. KT R IASER 1. RET R
[X-¥-(hypoxia-inducible factor, HIF). Wnt{5 5 %

207 MiRNAT ¥ % N CRPCIETE 1912 W A Wb
&, I Re AT IR 6 TT SR e, FBH kT4
N gt g, NADTI 253k NCRPCHEALH i

SR, H AT X miRNATECRPC & AE & e v i) A
AL FT, 2 R R T HE—miRNAX #ImRNA K]
FEVE . MiRNAZ ] 1) B 42 58] B2 40 B AE 78
SRR R AR R E B RN, 754 5 7
Al — PR EmiRNA Z 7] (A BAE FfECRPC R A4
RIEFRIsEm .. X AR T NCRPCIZWT . 9T 5
TS PEAL S5 1 50 22 () T RE SR HE o kA, R
L AIF B £ fimiRNAECRPC H F ik 7K F K A28 4k,
AI YT CRPC K AEAH RS 5@ %, HmiRNAY T
CRPCHAH A FL AL PR T 40 B K7, 7 AR B
HHRR ) R SE A PR . BRIE BImiRNA 5 CRPC K
AEHLHI A YRR 7T 40, V89T I B miRNA K
B SFH NI ESIEME T RH RS, 15K
AT P A I CRPC & 2 57 miRNAZKF- A LA £
DL BB XHEEIT I H 1, a4 T AR A 6 7
S R A R R . R, R RmiRNA T XF
CRPCHIiZWr 697 FTIUGAE AT 75 2k — 20 e
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