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Abstract

Peroxisome proliferator-activated receptors (PPARS) is a ligand-activated transcription factor in
the nuclear receptor superfamily, which has three subtypes, namely PPARa, PPARB/§ and PPARYy.
They regulate lipid-activated gene transcription, participate in lipid metabolism, and reduce in-
flammatory response, cell proliferation and differentiation in the body. Among them, the PPAR-y
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ligand has anti-proliferation and differentiation-promoting effects, and has anti-tumor effects in
prostate cancer. This article reviews the research progress of PPARy in prostate cancer, aiming to
discuss the mechanism of PPARy involved in the development of prostate cancer and its potential
value in the diagnosis and treatment of prostate cancer.
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1. 5l

RIFURRIE R R, RREER BHRET 28 KRN, M E s B, Bl BREEZK
BE & 1A R S TR AR B 21 e A T A 4R b A AR SRS =, 1S AT B i 2 T B R
B, SR IR T IR BINA B R (R BE R, H 3% R BRI A e R ER YT AR FE I, AR
FARIBITEE YT, It 5 AF4S T A AR 100% [2]. 1538 H A Bl 51 e s ch ATy LA = 38 e S5 AT
WIBRF N E, VISR TR 2 kAR, B RIA B R LR E A GO IEIIX O gt g R BoR,
MBI YT 5 S R U B B VMBI IR A 71 B A A7 R MBI, 5 AR AR 3 AUA ) 30% [3], FTbA, JLHAE
TR T EAR BB VR T AR T RO AU, DARR R AR AR AR R, BB AR YT AR DRIE T3,

RIS & — N2 RR PR, RGERREREER . Pk, B 5, LR &SR NI
o A BRI 1R FE AR B R A R S AR (4] BRI T AR — e BRI E R, B
TS 2% A ORD E I R 52 AR (Androgen  receptor, AR)E 55 5102 AN 25 W b F TV 97 F5 Ve BT 51 i e
[5], 1HRRZHEFEVENKBEBIEBERIDURS, RAFA IZMERRIMIET. . 12715 B K M
AN B, AR A S8 I E R AR A I SRS A AL, XM TR B A IR R AR B OB R Y, DRI
AR A IR A AR A R R BN 1 [4] . HEECER AR 2 R (AR 5 i SR BT B e (1) A0 O e it
HEEMEM, (A TEBRREN. P aiE PTEN £K[6], FFEHERE S 7(NKX3.1)EL[7], myc
P18[8], FOXML i BERIA[9], PISK/AKT BiG[10]. X LA [H M BOm AL ol RE R AETEA R EEH, I
AN [ 0 5 A8 T B e 5 o a3 S (RS () 5 75 BEAN IR IR VR 97 SRR [11] o BRAE B 70 It 8 Ak B A 18 B A%
7 %2 {4 (peroxisome proliferator-activated receptors, PPARS) 5 1ij 41l i (1) & A & J A 9<[12], A3k PPARy
TE R Z s o A ALk R AT 470
2. PPARy By#tid

PPARy /& — PP i i s 8, 8 TR 2R KR [13] . PPARy JEPRIAL T Jutifhk 3p25, %4
T mMRNA F67 4000 MEHERZ TR LA I 4 FpiE B w0944k, %6 PPARyl. PPARy2. PPARy3. PPARy4.
y2 FENRN A BAG BRK P IIRIS R /T, B RAEE#NLT RIE KPR, y1 B TEMRIIAHZS, £
HoAh Z AP R W BRAR . F R I FRIE AP R . 93 TR B AN AN G s 4 i i B A R
FIEAT . ST 4 Rk T AN > . PPARy 3545 AIB X, CIX. D [X. E [X. F X 5 Mgk,
Hrh E X AR AAZS 4 X (Ligand binding domain, LBD) SECiAZL &[14]. PPARy TE4H N 51 5% %214 RXRa
SR Ak, SRR MR 5 5 PPAR M Ju A LR AR AR 2 1) DNA JP I, i+ H (125 F 15

il
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SEMIRIE . AIB XA TR AN, CXNDNALEANX, D X AEEEX . PPARy Ff5 [ & e AL & 3 22
IE M 52 — i (thiazolidinedione, TZD)ZEA1—2LdE TZD 28 [H 24 3] . 1 il A 41 i A& w172 S T Ji 5 23T
BE IR0 TZD, 1 H C 242 N PPARy [4F 7 Ml IA .

3. PPARy fERIFIBRFE P B FRIXKF

PPARy MIAEMZEDiRe Z A, BlinZ50%. IRDIREE MmN S5 RIE R BHIH] . H%
MET: . FH SRR . BE LT, BRDEEE .. SRR R BT 2
FHIVE FI[15]. BEAERIE 9T 3 B N UL AN B0 PPARy BN FIZE AR IR N (25 e < LI A0 T 271 i)
A R P EKIEIER, AR 40 M 13 B AL RS [16]. BEAEREFL K IL PPARy 5 R RSt fg
IR REY], EBR. ATFIIE . Bt M Hoi 55 L 4V 145 /IR [17]. PPARy 7E 2 Fh s 40 i N &5
ik, HAE A0 PR 76 g i3t e b B OB AR, TR 30 PPARy 7E 1 51 i 41 2R (1) 2R I B AR
T RYERTHIMRAZR[18], IXLLLE AR | — LSOk ScHy, RIS IEH AT AR ZAAHEL, PPARy 1EJEZH
IR RIA KA.

B2, HIUEHERH PPARy AU IR IR R, 75 5L L0k w8 AL 8 e gu i, BA R i
YEFR, AR e HI v 6] [19], X AT RE2E BT A R v B A RIS 15 5 2 50, FrbFAS
I (R AR 75 BEAMAAL VA T 020 . dlIE Park 25[20148 236t #EAT PPARy s 4lbyets, 455 EH
PPAR-DNA 7E R 1= 5 S« 17 41 e A1 i 27 B ) 61 g 07 4 e b 28 R ) A 28 SR BA 12 I HLVIE SE2 PPARYy
FEAAET AN, @ B ey R i ok R R R A AN . HAR PR FEARE S, TEHT
B AL, PPARy HEGE/KFIZRE . U218 TSI BRAZY. 55 BRHG A= ZH SURT 51 s
AWM AT, FERTH B 2 2 PPARy MIRIE /KT i TR I AR AR R 71 B i AR 2H 21 PPARy M)3RIE
K- S54HM AR RS . TNM IR % VIR R . BB, iR R, BT FI IR L K& R HT 51
IR AR, PPARy Z3RA TRR4IMH, RApRZERILE D, HRidllEAR,  PPARy ZRIATE
frgnf b, HFHREAKCFER T RIEAHL. [FFE, Segawa Z5[22]i@1L 200 AMEEA [FFE & B EL T 1 51 i
LRI HIRRIEAE 2, FERT SR H 21 PPARy HIRIE K H

4. PPARy FERTSBRFE BRI REAE A ML

A SCERTEH, PPARy I R B AN NG, 75 AR T, A0l kR 20 i 1 1 AR e ) A%
77 K K 3E U VEFI[15]. Dong 25[23] &% 3 PPARy2 7E i 51 i 41 23 rh ik, 18/ PC3 1 LNCAP
YRR SRHIT T VK PPARY2 T 1t %t 1T 51 i A4 FH - PPARy2 ££ PC3 Al LNCAP 4 g A (VK 52 301 1 24 e )
WHEAIER . HE Geth 5ioR PC3-PPARy2 HEAURE X IAFE, J& IR 5T EV A MR o S yse 2 AL G 6 I 4
LR A1 RIS R B A (MLKL) R 8wy, G B 1 3258E 3 (LCI)FRIAHIL. XL #EE
B, PPARy2 TE NI FI i it 5| K R FERN 90 I B & 5 B B/« Torrano %5 [24] & i %4k,
VB PRIE TE DI R 2 Ay FLBE T Lo (PGCLa) #5151 A (i R AL, R T PGCla s MM &R
FHRZAE o (ERRa)KIMERSKAET, LA R fRARURIRAS E— P A 40 . Frohlich Z£[25] %3 PPARy
Bahi TZD, @i BuE PPARy #ifi] PISKIAKT 155l % 75 5 N AT IR 4 AR g8 1 — IR 70 R 30,
PPARy a7 ({32 i S R R S M AR (1 1 (SPL) 8% P il P4 At v 410 o 40 2B K [26] . FLABBIF T4 1
T PPARy #ah 7R nl @t HoAth 7 ) i 1 B A i 2 AR K, BLAEHDE] Bel-XL/Bel-2 Thig[27], i
CXCR4/CXCL12 #h[28], il Akt {5 5@ #%[29].

SR, BRER 22 (1 UEHE 2 B PPARy AU s #bi A4 F 72 0k i IREtA% 1 S 1 4H il v, PPARy
AT DLR 5 AR 33 g8 ()35 P4 [19]  Forootan 25 [3073d ik #1il] PPARy /& B AT I 25 BRI T 51 M 40 L 114 A< &0 384
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FARFZ 281, I PPARy 38 5 57 41 i 41 Ml VEGF 2£ [ i3 37 [X 1) PPAR = Moo i _E i VEGF
ZRIE . FEMERCE WO AT ) i g, AR AER R v LUl VEGF B3l 1Y) SPL/SP3 45 & A s i
¥ VEGF HI3R1E, (F 2 B A 40 M08 0 L MER R O, %@t 2SS - 2%, "l Redk PPARy-VEGF {5
S ATEUR, BT PPARy-VEGF {55 4l AT G 2 $ 1 23 S HKH T i 41 e 10055 A P 37 0 A [30] . AL,
PPARy HJfigilid i VEGF i3k, (RiF M4, KIEMRIRTFI M I/EH . Ahmad S5 [31]HF 7t K& 3
PPARy 4l e A s I S IR 7, 38 S80S IR 15 S m B Ve N ai v i IR B R &, Bds BRI
G EF(FASN). CBHEEE A RILEE(ACC). ATP FTIFIRZLARRE(ACLY). BEAEWFFCUESE | 76 AT 71 e
PPARy MIJEJEIENMIMEH . TEW ZE[12]) K8, #0#] PPARy J&, 243 s IR & i (fatty acid
synthase, FASN) {12615, e AN Al 51 s 00 % e . AHMAD 25[311 % 3, 75 PTEN [l 51 i S /s
6N\ PPARG FE K] Fy Bt 2x 181 PPARy [z L FASNLACYL. Z B4 A 1L EE(acetyl-CoA carboxylase,
ACC)JFik, MR35 271 e () % JE AR . Galbraith £5[32)0F 7818 & 1 PPARG 51l 51 iR 44
5%, PPARG it Ji ik X Eh 0 42 S R/ I B R S 3 (AKT3) AP Hssfn, ik — B4 R iF 208, 30 PPARG
O T 1o (PGC-1a)AE 4R AZ N I SENRL, i AMPK-PGC-1a i@, IXENLERIAR & A A W28 4k 342
ATP /KF, X AT Re e ik iR 4n fsdid b Rz i) 7o i A itk g, I B AR 7%

5. PPARy FERISIBRARIATT P HIN A

PPARy BB FI7E S ik = B A7 H0 1) o 40 B 3 SR 2 a3 4 R T R0/ FH [33] - PPARYy B0 5751 lrt bk A 471 i
PR B ERLE N PR b 32 B8 T 2 208 RIS o A T 90 IE W Rk e — R (TG Z) L s e P L 28 M i 41 B 1)
G RV TT FIRFF TSR T AR, TEMU AT e B 2 I RIS, TGZ YA Y7 e 5l o1 s s vpr, 45
TR A R S BURE (PSA) KT K Fa 52 [34] [35]. Yoshimura Z5[36] AJRIE ) TGZ Al 15- it A1 41 g
F 32 (15dPGI2)% B b AN wir 471 i dess 40 B AR ) A A0 B SR ARk AR LI e A i 4 2 — 3K
B o 5 DRI 20 23 43 RS ) T 51 2B K1) 20N AN ] » Christine L Chaffer Z5[3710F 78 & B TGZ #1 15dPGJ2
RS SAERKIE, TGZ 7 S4iu ) A, 15dPGI2 F S4iifT: . X AiX L PPARy Fiik
SEPUMURE 20 N S 5 ER SR At T — 2D B

RAPLEE [BA] NI FU R A ME R MO T 71 I 4 vk LNCaP o, kA& 1 B (PG Z) AT LAAI il 4 it
JE A ER 1 D1 3 IAFT p38MAPK Fll NFKB [, 1M £ LE AE ER A4 s 14 1 41 s 48 i A% LNCaP 1 PC3
W, G AR A 3 B2 NFkB BRI . X EeHIE R, PGZ H A TR BT I IRE 98 ). Suzuki 45
[38IAFIFEIER] PGZ ] TRAP K BB Fir 41 s 1) R A o FLTiBIs HLA AL % Bl it NFxB & 4% 1
TN . ARTTEY], Bk IH(ARB).AA PPARy BUEETE, H K ybdE S ol o 2 8 B () Sk R 1
PPARy #i 730 7I[39]. Uemura S5[39]4k1E, TEIMPR Fxd AT i e () 1 210 i 26 SR by bR )=
RIUBIRREE S HEPUE AT TR, BENRIVRE R SGE . A, WA RE IR b AE RSN g A K%
Bom, WA RNR 4 IET:[40]. Ktk ARB (48 1E FH T R A & B Bl SR T as R, T
e FLPU I A A AR FH 4 3

L LRrid, PPARy BA ZREMIAEYNETE, TERTF RN K A R T st A XUCE FIEH, PPARy fE
NHE A RN BT B B VAT T T, (HUE, PPARy XFFIRYT RIS IR FOMLHE Tk — i R . IR
VB 9 B 51 B S 1) 2590 AT ¥R 97 3 75 B2 FE 22 B AT 9

6. RE

151 s At B bt LR 5 A SR R . R IR T AR O R, Gl 25 el T
ARIG T BT RRE SR RN 7 A2 SO o AR A I R (R HERS K 2 BB AR LA BT R R . IR iE
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AU A DR BB AR AT AR B R 7 2 3 4O O3 kIR 97 W 19T 1 471 s i
BHNRRYT, UABREATR AL R . BEE X PPARy £ETT 51 Bt v OB ST RN, AT He At LA
TP TR, PPARy fEARTFIBRIEIR T IO — DN HHE AL, X PPARy BE— BB FEANER R, AT A Al
FURE FZ T UG MR T SR BURT AR . (R AEIRIR S AR IBFEAE B VR 2 X, NATTR AL 7
BRI T i
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