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Research progress of microRNA-182 in prostate cancer”
YAN Jiusong s ZHANG Junyong » XU Guangyong”
(Department of Urology sthe Second Affiliated Hospital of Chongqing Medical
University sChongqing 400010,China)

[Abstract] Prostate cancer (PCa) is the second most common malignant tumor in the world. In recent
years,the incidence of PCa in China is also on the rise. Therefore, early detection,diagnosis and treatment of
PCa is very important. MicroRNA (miRNA) is a kind of conservative single-stranded non-coding small mole-
cule RNA composed of 19— 23 nucleotides, which has been proved to be abnormally expressed in many human
malignant tumors such as PCa, cervical cancer and bladder cancer,and plays an important role in the occur-
rence, development and metastasis of malignant tumors. MicroRNA-182 (miRNA-182), located on human
chromosome 7 (7q32. 2) ,has been proved to be up-regulated in PCa and involved in the development of PCa
through a variety of pathways. In addition,serum miR-182 also has certain reference value for the diagnosis of
PCa,and the combination of miR-182 expression level and Gleason score can better assess the risk of PCa pro-
gression. This article reviewed the relevant mechanism of miR-182 involved in the occurrence and development
of PCa,and its research progress in clinical diagnosis prediction,treatment and prognosis prediction,aiming to
provide a new target for the early accurate treatment of PCa.
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P F RN ORI £ B UE I K B miRNA & E
A 2 W A 12 WL TS T0I VE H  AE  be R
', % RNA-182 (microRNA-182, miR-182) [ 5
W RIKPIES 5 PCa X7 HH S 5 PCa K 4EK R
(AL AR o8 AT 2 . BUXF miR-182 #E PCa KL K J&
HR R I AR AL B A I A R IR 5T R A T 4R A

1 miR-182 £ W FThE

miR-182 J&—Fh {7 T A 7q32. 2 Yk I miR-
NA - JH 5 A #00 pi 8 s AS [) A0 356 R 8 2 19 7 22 i g
TR I 2oL 2 v & 25 ga i PRL 89 o 3 IR Y o B R
RS whn e e R b B miR-182 # K S AT LA
] ik T8 40 L ) 358 5 R G RS A T L AR Al /N 40 A i R
o miR-182 38 i 50 fi 35 N- A T Bk 6L 75 % G ) UK
S-Sk B 0 i JRE 4 B 6 R T A Ol R R 2 1 F
522 W], miR-182 7E PCa Ay K5 L, If- 38 i £ Fp
GRS PCa MIGIE RB S, WL, B 5K
miR-182 78 WM s o 1) 52 % 3% 1k 2 FLBUm AL, XF
T iR B2 W RN IR T B T AR R
2 miR-182 5 PCa X =M B E

miR-182 7E PCa Wik LA, HAE s 3 0, 38
5 20 i K A L AR 2R L RS AR R ) R BUR AR .
ROA 2" NAYAK 20 BF 8 IESE 5 B R 471 i 38
A, miR-182 78 PCa 335 L., A A X i 51 iz
9t Mo Ho 55 40 40 b 49,8 miR-182-5p, miR-31, miR-96
EFEN Y 65 XF miRNA #4700 % . & Bl miR-182-5p
& PCa 2041 3R 35 K F 55 55 19 miRNA 4 4h 43 H1 ik
S miR-182-5p A e i PCa 41 My 38 5 (2 28 FNiT #2410
H M T X B STIESE T miR-182 £ PCa
) B0 E D HL 2 2 AT A 20k g 2 AR
2.1 miR-182 5% 4 R

KT #E— T % miR-182 7£ PCa i J& i fa] & 4%
R, APPSR R T miR-182 By F i K14,
B — 22 5 R IR L Z ] miR-182 1 4% , i)l e
FAL BRI AE T 43 T 4 (programmed cell death 4, PD-
CDOMM | IR % 3 1k 2 Cadenylyl cyclase 2,
ADCY2) . E W 40 Bl 3# 7% Al ¥ (macrophage activating
factor, MAF) .SH3 5t 45 & 2 11 4 (SH3-domain
binding protein 4, SH3BP4) F1JR #5545 4 17 (proto-
cadherin 17,PCDH17)"""",

Jib 968 1 5 B 02 PCa fREFE T 1Y 3222 i A, T 405 5
F(Ca® ) 40 M3 B (0 S5 R 1 I 7. B 5E & B
ADCY?2 % 5| miR-182 Ay . 1 HiAe Ca™" {5 5 1
LA P Ca™ K T AT AR O S Akt
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S PR AL PCa 40 5 (PC3) M 2 W i 42 3 PCa #%
U, i s miR-182 A BE G, /S 40 i & 40 5 9
Wb PC3 2 i 01 1 AT A i PC3 4 it 3% 7 , 14
M2 ZE 71, miR-182 fE ML i B4 ¥ " N-myc Fiif
P R A 1 (N-myc downstream-regulated gene 1,
NDRGD)-3'-UTR #4198 3 K 9 £ 3k . MAF fE
FE WE M EE R LR Ge EA M AT R E AT
AN BRI R e R 1 PCa E AT B MAF
RIS P Ge 8 1 M o N- 2 Bt 21 7L OWE e 1 7%
MK 55 6 B2 R Y L 2 78 3K 2 AR 1 ¢ TSR R
B, SH3SMEAETZMEAT. IS 5RE
PR 40 P9 3 40 30 B g & B SH3BP4
TENG IR R BR M PCa FFE R 1 PCa H #5335, HRIX T
185 20 i R B K 06 L 9 2 3] miR-182 B . PC-
DH17 H AL JE PCa Hr— B UL 8 o988 5 5 1 = 1,
5 PCa MG A JG BAK M) T & A A7 R M BB A7
AR, WS % B PCDH17 16 PCa 133k T,
I5 miR-182 Al miR-30 AHH M HI A & . 40 JH
W 1 D2 (cyclin D2, CCND2) & — /> 5 & 1 40 it J41
W R (L 78 PCa R4 22 AR OE 57 3 3k
MAFFE & CCND2 Al PDCD4 8 J& miR-182 () ¥ %
Pz — e Ah B9S2 B E 3 COND2 Y 263k ]
il PCa 4 fg A= 4, i F 8 CCND2 4 32 3k nT i it
PCa 4l g 38 58 , 35 IR i JB 2 9 5 19 Gleason PF43
IR 1) B 45 S P 0 (PS A 7K SF TH i AR 2
2.2 miR-182 54 % F

AR S S 14 MR 11 (ZRT and
IRT-like protein,ZIP)/SLC39A(solute-linked carrier
39A) F1 10 N4ER% 32 2 1 (zine transporter) /SLC30A
(solute-linked carrier 30A) ¥ W FA =19, BT HF7E T
20 60 JS L 400 M P R AR B R S Y AR s R L
(human ZRT and IRT-like protein 1,hZIP1) & Fij %
PP EEE M. 7 PCa 4, hZIP1 mR-
NA FIEHFRE T M, BB E G, /M 4i 5
IR A o5 410 189 4, O30 5 6 0 Bax/Bel-2 B SR
1A% A F-kB(NF-kB) £ 35 § 3 caspase 3/7 #{IG % £
FHLA] A 2E 08 T L B 5T B HE 2K miR-182 )
hZIP1, HAE PCa & 35, N B 52 T miR-182 #£
BER TS P A TS . MIHELICH 2577 % 3,
5 IE % A A0 IR He 3, PCa 44 i miR-183, miR-96
M miR-182 KKK V- H & . A miR-183-96-182 %
M R MH T 5 RS R . B B R R A
miR-183 . miR-96 Hl miR-182 Wi/ T N Fa & I 4% 55 F
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i JF 0D TR B T I, X R W)X miR-183-96-
182 FEVIAE B TR A, #F— LR L H
£ miR-183-96-182 #& Y %k [H 8] IX % B T — > 1 BR A
TR SR IR A R I T R M I miR-182 1Y
STl
2.3 miR-182 &9 H t A48 % AL
W58 38 & B miR-182 Fl miR-203 7£ PCa H1 iy %L
FwAEH, — 5 Al LLidE L 4 ] PCa 4 2 Snail 2815 5%
S K F 2 (Snail family transcriptional repressor
2, SNAI2) 1755 8] 5T 40 i 1) b pe 40 W %% Ak, 55 — J7 i
WAL PCa AR (AR R AG S . Xl %5 1y i
ST, 30k 3G 0 Sk sk 1 (forkhead box tran-
scription factor 1,FOXO1) i3 35 338/ M4 N B2 4=
KK F (vascular endothelial growth factor, VEGF)
A p53 (Y FRIE, AT N miR-182 193K E ., M PCa 40
MU TE T 5 T AN M P T B SN K B miR-182
TR 38 1 e SR R R 81 & H 4 (SMAD family
member 4,SMADA) Ji ¥ PC3 MRG58 ., A HF 55 %,
I 3 32 AR PR P 9 miR-182-5p 38 it $18 i) & 410 6 2 1

gE IR A % B4 (ARRDC3/ITGBA) jill f% 12 #F PCa it
UYL RT I — T 28 3 B, miR-182 7E PC3 41 iy

TR RB R EFRMT ZES TR S HA o
W3 13 (Guanine nucleotide binding protein alpha
13,GNA13) 2 1 £ ik /K F . GNA13-3"-UTR ¥ 4 Al
PC3 41 g 1R SMR 225 . RASHEED %55 BF 58 & 31
4 PCa 4}l LnCAP 4 il (R A F KW GNAL3 H H
FIRKP) N PC3 4 (A e (1 GNAT3 KO H
YEREAL, miR-182 5 LnCAP #1 PC3 40 g ' i) GNA13
EEAREYEAME, miR-182 7E PC3 41 il b i1y &
25 BERIL T GNAL3 mRNA FI#E [ K, UL
GNA13-3"-UTR B ¥, 1M 4 457 5 ) miRNA )
il ) (PL miRs) Ml LnCAP 40 il H 1Y) miR-182 ik
AR GNAL3 (335 IF 158 LaCAP 41 i i 55 5l 4=
7. X FEHW GNAL3 MR Z miR-182 1 #; 3¢ J5 17
. R8BS W F la (hypoxia-inducible factor la,
HIF o) A i 32 e & A= 3 2 v il S 45 10 1 0l 48 26 A
BB S, A6 IR SR & T, PCa 20 miR-
182 Wy ik 2% 35 3 B & B2 % A6 I 45 74 B 2 (prolyl-
hydroxylase domain 2, PHD2) Fl 5t 4815 5 A - 417
K F (factor inhibiting HIF1, FIH1) ) 3% ik & 1%,
HIF Lo ZKF-Fhi . AR ] miR-182 35 Al LK
PHD2 fil FIH1 W23k, N L HIF 1 ()R 35 . F
FER M miR-182 A] LLi@ i #117] PHD2 F1 FIH1, £2 &

EAEF22F4AA%524%7H

HIFla & HHIEP VEGF B £k KT,
3 miR-182 £ PCa i Wi A E KR

PSA J& HHEIZ W PCa & F A AR R AP AL P s
Y. SR, BT RTS R R R IR R A AR R S
BR800 18 5 19 PSA K- 488 FH i, BOR AR
it T HAFFEAR 2477 Ak, PSA $F 5 B A
2% . e 2 S EGS L B A R L . A
FI B 2 T K AT 9K PCa 2 W 1Y S AR EDT . (H 2,
ATRE S S EOH ISR B R RN A Y BT LA
T B E —Fp I HAF R AR A2 Wibs B .

F ARG ok A A T AR bR 2
Wr PCa LLR", miRNAs 7% T 4E g i 9% 28 W) AR
BYRE RS, W58 kB, 5% R CR A5 AR
B A PCa A 41 miR-182 1y ik K F B #
Tt AR RS Wk fe . ik — 205 & 0L 1
PCa ', 1 4F miR-182 7E N A 10 A miRNA F ik K
Thm . ENTEA B 02 W R B0 g, LX) PCa
I EL PR A 50 B A= A BF S R miR-182 15 X
4 PCa I KV i 51 1 38 A5 7 T A9 P BE 4 T PSAY™
PRI ML 3 i R-182 AG I w2 e 7 At B0 AG: 0 7 325
B PSA KW 64 R R RE L A WEAE AN I T
2 22 R A
4 miR-182 # PCa ¥l j3 75 E HI A 33

PCa B fG, R G ARENER, S5k
RGBT ARG NENH LR, FHER
ZEUIRE 72 ] PCa M H MIBEFE KWL 1F PCa S T,
ANTF] TNM 43399 CRr 200 AR, 7] — BB 38 IR 7 T
J5 miR-182 {H L, ZF WA S FE L., AR
KIEEE miR-182 £ A KFE Y Gleason ¥ 43 i 5 4f
HEAL PCa #E X", I H miR-182 A 1 Jy 3| hr
PCa RIAARIGE K — T BEF bR . KA, GOR-
DANPOUR %% %% 8l miR-182 7F PCa W& £k, I
HETHES Gleason P4 T N 48 =2 AL B &
HK., H—HHE, WA AN miR-182 HERS
PCa ) Gleason P43 I 35 A 5 . {H 5 8 35 1% 4F % A 1.
% PSA K FT 1T, CASANOVA-SALAS %554 %f
IR PE PCa VI BE AR J5 1Y BB 35 K IR 7, F 52 miR-
182 #£ PCa 13635 L, H miR-182 A%k 5 PCa
AR T P J A A I ) (BPFS) FIG R G 1 2 A 77 it
] (PFS) 8] £7 75 7] H& H 2 57 i AH C M. 4 miR-182
Fik Y Gleason WA A& A, X5 E 2 JRUBS: B9 1A
FIFEAS 3] T B E 4k, PUDOVA 21 3 5 5 6 191
PCa ZHAM 5 K B, M T 0k L 45 5 % 1) PCa A
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241, R AR PCa ZH40% miR-182 My ikk
R, A, HE IR IKFE S Gleason I 4r £ 1E M
Ko L5 LFTR, miR-182 Al NP4l PCa il J5 1) 7 #£
HEWhRED .
5 £ 55

PCa " H g & ) R MEA @R, i F miRNA
FE MR T RIS AN WIS 2, T LR B miR-182 5 PCa
) &4 K R UIM &, miR-182 fF PCa i 335,
miR-182 (R IK K P EEWE S PCa 19 1112 Wi 42 41t
BB, IEAh, miR-182 AT Ky PCa i Fil 5 ¥ #r #2
WS BBl 0) LA 2 AN W7 . miRNA
AR PCa 14T 12 W FUA T 1037 A5
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