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RS B A 2 w5 IR A AT 1 A R By Wb IR AR AR
BEL, 8% 59T RGN, Z 0T AR B R
W, WATHI AL SRR, 60 & LA 115 Pk B Vi 4] B 1
He BRI 50% , 70~80 % Bk 80%

HHT, PHEZES 0 Sa-ib F RN G o, 28
PUR T TR RS BRI A i A S, B, (AR Sk
BRI . RS A B Y, h 2 RerE
TR s ORI R, TEAE BT S AR A B T IR %
TR B [ I S A AU PR, S B HL A R (A1

A 23l i S I F-kB  (nuclear factor k-B, NF-kB) |
kA K HF-B (transforming growth factor-B, TGF-B) . B
6 Bk LBE-3 8B  ( phosphoinositide3-kinase, PI3K) /% [
W B ( protein kinase B, Akt) . 22 % JF G 1k 5 H G
(mitogen-activated protein kinase, MAPK) . &R K4 &
TR HE M 3 (cysteine aspartate-specific protease, Caspase-3) .
HE AL 2 (cyclooxygenase 2, COX-2) /Hi % & E2
( prostaglandin E2, PGE2 ). M # = % Ik ( androgen
receptor, AR) SEf5 51 M T 90 R AT 51 IR 2, WLIE 1,
ASCHE PGPSO | b2y A b 2 52 07 T TR P i A R
oA Ve R Sl AT 2, DU ORI IR B 25 ik & 5
AR BERT B

f-v®
IL-1p ’Gp
s My, 8 0. o
S
é‘- DHT  TNFa TGF»AJ”,RNA
=
Ot 0
an M W B
2 e 2 \I—
a coxa Q—// RO Vegry S 7S AT
AKT;
-&v’ PGE2 ERK1/2 ! 5
% LOX-5 Eea P3BMAPK
0{‘? TPS3 Qk

WD AE [ B

E1 HHTHRMEMIREENIERESER

1 NF-«B ESi@H%

1.1 NF-«kBAZ5@%5 R uasligigs RE§sRE4
AP AN R R B 1) A SN, B R T 81 AR 4 2L {2
RN FAETHE, NF-xB GBS T 9B RN , 98 %
BT, RERTSMRIE A L (4R 10 (interleukin-10,
IL-10) 7KFEAE, MR IRSER T (tumor necrosis factor-ar,
TNF-a) | TL-8, TL-6, TL-1B % % H F/KFEF v, i
KGO R, A IR AN M K A RRE R Y, NF-kB {55
TR 5 A R A R 2 T B AT A I TS K
PTG 2

1.2 ¥ 25iA45 NF-kB 13 5 8% F 1 R M AT 70 IR 38 A
12,1 RZEMERsy  FA P 0 AR i o 10 ) NF-kB 15
530 ¢ LT L 0 R A 0 R AR R R T U
AL 1L-6, IL-18, TNF-a, N E/KES ) Z#h
BERARAE N T AKCF, 4] NF-xB p65 BB LK, M
AN NF-kB {5538 H 1 80s 7

12,2 wlgy/hmeiE ) ARG M A LR Y NF-«B .,
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NEHET «BIWHIE A o LI5S, B0 PBRRAE R .
B PF UG 38 % 38 1 4% TNF, IL-6. BP9 & 1 53 (tumor
protein 53, TP53 ). B ik & 40 i 982 3 H ( B-cell
lymphoma-2, Bel-2) . PI3K, Akt, 1L-17 %5{5 538 B T #'&
BH 5 ki 700 R i 27 A A

ZE TR, ROAE R R PERTS ARG A & AR K R B AL
i, PZEREUSE AT ) NF-kB {558 B A S 0 R A5 B1E
SRR RS ARG A
2 TGF-B{EEiEEK
2.1 TGF-BAZ5i%5 RMUATFIIREAE TCF-B55EK
PR S B T T R8T A M A7 5 I ) st B T B R I e 8 R L
LR LA, Ak I 70 o/ 6 IR T A0 M S5 4R 10, s AT 4] A
R A FET S IR T B AR K, TGF-BL & TGF-B Kk
RARFRENTRZ —, ERTAR LM a2y, @
TR BT 2k 40 R 43 L R ) 5 40 i R 9 S R G 8
B
2.2 ¥ 25EdE TGF-B 155 i@ 2T TR0 Bt 3T 5] B3 4
2.2.1 HEEMER S BB AT Y TGF-B1/Smad {5
S RS RS AR AN MR T | AR N A A
18] % 46 (epithelial-mesenchymal transition, EMT), B4
6 RPERT S RRIE A B PR R R A R 4 A 2 41
21 TGF-B1 ik, WHIRTE AR AN M5
2.2.2 WRHA/PAE T WELIE IR FERE ] TGF-B1/
Smad {5 530 & 10 BTG A A0 IS A, S S An AT B
ST o W #E TGF-B/Smad 15 5 18 B 0 1 51 51 AR 39 4
EMT'®! | BUA A RE M ] TGF-B1/Smad MBIk, &
K aFH WAL H A (a-smooth muscle actin A, -
SMA) . T BRI AR, B EMT #EfES

25 TR, R RS B AR e AR AN M SR Iy 1 R A
] B4k . AUESN LTI, TGF-B AZ1AHN Smad &
FA S, PG fefE T TGF-B 15 538 B, i i F# 1%
TGF-B ik . BHIT TGF-B {5515 T4 il Hir 51 i 20 o 4% 5
3 PI3K/Akt 5@
3.1 PBK/AktfZ5@% 5 R HaT 5% £  PBK/AkLfF
S AR RS IR AN M BB S | AETS  AT AR R
FHRHVER, PI3K/ Akt {5 5l 0S5, R S EAM
LA, B B2, MEIRTIIRAEAET, FHER
PERTF RS AE
3.2 P 2EdE PI3K/ Akt 42 5 i@ 34 F TR BOME AT 71 B A
3.2.1 hEEHERUY B RE ] PI3K/ Aky/ T L
shy) E A R E A ( mammalian target of rapamycin,
mTOR) {55 @ H, futani g m™, 3 .MEM T
Aktl | FUFIARE P EAL Y & Bl 2 R (1 % SR R SRC
SEWRE PR PIBK/ Ak, HIF-1, MESE 405 5@ iRk s 1
PRSI A M EE R, &AWE, II%E
B-A Mmoo E BRI PI3K/Akt/mTOR {5 538 T 1
=R 7] Sz 2 o

3.2.2 PR/ Ry BRI A IE T IE AT PIBK/ Akt
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IL-17, MSKAEHE M O (forkhead box O, FoxO) 15518 %%
fife B A 90 A 2B AR B T TBORE BE I PI3K
Akt, Bel-2, Il N B A= K I F A (vascular endothelial
growth factor A, VEGFA) | TR AT ZK ( epidermal
growth factor receptor, EGFR) ik, M i #ll il K {1 51 i
AR ARk PE B PI3K/ Akl B, fRRERT SR
Be AT TR Oy R S M Y PI3K/ Ak 5 53l
M BEEAAN o #IRIEBREH B (recombinant human
crystalline alpha -B, CRYAB) £ H 3k, HH]HG 5 B 40 fe
T R

gi LAk, 7E RAVERTS ARG A R i P, PI3K/ Akt
{5 30 HE T L BE WO, SR MR RO a9 R AL, SR AN
Mg R s, TEYRRISMEH T PI3K/ Akt S K, E SRS 4E
JHLE L AR AR SN L 0 I AR T A AR T R
HARIEA:
4 MAPK 5 Si#K%
4.1 MAPK F5#@% L5 R MHATHIMIE A MAPK 5@
FEAFEHMMIME SIS (extracellular signal-regulated
kinase, ERK) . N3G 8 H ¥ ( stress-activated protein
kinase, SAPK) /c-Jun % % K i # W ( c-Jun N-terminal
kinase, JNK) F1 p38, H ' ERK1 il ERK2 J2 358 (5 5 HY
RS, TTIRE A I 5 5 Ak, W R 2250 2R
W, SAPK/INK 1 p38 5t 4 g by 8 i 3 700 s, 6 5t
A 2 B 3 17 RS I R

AW IE B, RPERTF ARG A= 20 2 b b i 200 i i
JRANAEAY ERK 3544 F 55, SAPK/INK Hil p38 i 1 JC W] i 25
b, ARSCRI NI T PR A TE IR AG K-, S BOR A Y
BB ST R A A, Sk RERTI BRI E
4.2 PR MAPK 25 8% F R HAT 5 IRIE A
4.2.1 GRS WHUKER . ARG, B EE, S8
PER . BEPREER . SR T TPS3 Rk, FEIT
Aktl . EGFR. JUN. IL-6. TNF. VEGFA %&£k, T
TR RS B AT i 4 Ul A PR AR JNK, p38 MAPK
Wb, SRR R PERTSI RIS A AR
4.2.2 WRZy/ R Ty &L LI Tl MAPK/ERK
NF-«B 4515 50 5, 175 3 6040 40 A 0 o=, 300 ) 48 g 3
BSR4 03 DR B ILREI ) MAPK Akt %5
il LS, 1K Ras #13¢ % 4 Rab-27B ( Ras-related
protein Rab-27B, Rab27B) ik, V15 A0 51 [ 40 i 55 43 i
O HLH, AT R

g bR, REATS IR R A, MAPK (5%
T PO A A A A R, S BT 4 R AN B A
o Th2fERT MAPK {5 S, M INK, p38 MAPK
SEOCHERE PG e, TR AL B FUHE 500 7, Ml
HIZ A0 S ) g AR R RS AR A T
5 Caspase-3 5 S8 %
5.1 Caspase-3135i8% 5 BRI 3G £ Caspase JE—
gﬂﬁﬁ?éﬂﬁ@fﬁ*ﬂgﬁﬁﬁ@, MR T FEH Caspases

(BRI, Caspase-3 SEAIIUIN -t 0 6 HE 2 (16, 40
MU T A 2 SRk Ae, nlRNIENE (SEZORK)
WRFAMEME (BOET2IK) &,

Caspase-3 B T BEFE AN T-4b, 38T LUSE el 41 fitd 70
HIURY A G5 AN o0 A, o -3 A BEL BT 500 AT DL
Caspase-3 {5 *FiH I, AR ALK 1, 5 FH50 0
FETFAN Lz AT
5.2 W #%iA4% Caspase-3 13 5 @ %% T B AT 7] M8 &
5.2.1 WEREHERST RER A, RZH=EMAZ]R D
REFH Caspase-3., Bel-2 RERIETJH 8 F  ( Bel-2-associated
death promoter, Bad) ., #fi ff #H 1= % 3 B F ( apoptosis
inducing factor M1, AIFM1) . 40 fd 98 1298735 K+ ( Bel-2-
associated X protein, Bax) mRNA FlIZE 43k, FEME Bel-2
mRNA FIEE 23k, DA PE I R 44 i 470 R 14 A6 1 0 J ik
P D AB KI5 1Y Bax, Bel-xL ik Fll Caspase-3
W, SRR R
5.2.2 WS/ T B E R R i UKL RE PR
ATE AN AU A BT (proliferating cell nuclear antigen, PCNA)
JK-, FHEr Caspase-3 Tk, {EFERTH PR AN T R
BT % A] LA T+ 5 Caspase-3 {5 5 3 5% P 40 il 58 1= 32 1K
('TNF receptor superfamily member 6, Fas) . Bax 3£k, i
LRSI IRIG A

i LRk, RAERTS R A 2 A0 R AEAE Caspase-3
R I PR V200 s A5 Y e 3, P 2 sa i
12 Bel-2 FJEE H A PCNA ZEAHC Nk, ik Caspase-
3, TR PRI,

6 COX-2/PGE2 {55 i@
6.1 COX-2/PGE2 155 i34 5 REATFI ARG £ COX-2/
PGE2 W5 5165 R 2@ i COX-2 kA6 A DU i A= 1k il
HIIRE H2 | PGE AL PGH2 ¥4t PGE2, PGE2 5 G
B ABBCZ RS & 908, COX-2 B I {2 ik PGE2 %5 iy
SRR AIE I, PGE2 SGE M FHIE ECFR {7514 Sk %
Y 4G 5, PGE2 7EWE W R 2 M #H & Z 1K a (estrogen
receplor-related receptor o, ERRa) B 5T BE T A B A
Vi) 5T 2 0 v 5 A S A e — B OF (R A IR R A
5 I R e kg A O
6.2 ¥ #idE COX-2/PGE2 45 5 @ % F 1 R AT 71 B35 &
6.2.1 REGIEMERY AR A R AR A A DU R A
i COX-2 TE A il R R SRS A7 BRI
SUETHIE T COX, LOX T 8 A: PO AR A QI ol s R i 1)
JRdg A 0 R BRI RE T 8 AR A A B M R
Ak (‘estrogen receptor, ER) -B Fik, [ A 55 7 1L B 7%
PER L FES A RIS R R YRR ER-o 323K, ]
HIA AR s g
6.2.2 PR/ TMARTT  EE LA COX| LOX I
PRV AR DR IR, T IR MRS BRI A P
15 T LA SR i 22 R 28 375 14 R 2 B A R BRI AR
AR FLHILFE F+ = A S AR 2 21 b ER-B Rib, FRIR40 A
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R RALEEE YL, I ERK MH0% %

g bR, RAPERTS MRS A AR Al b R CcoX-2
HEERRIE | PGE2 &N, COX-2/PGE2 j8 I 6t S 152 15
PLHIZERL SIS, T 2558 JA4% COX-2/PGE2 {5538 # I
TR POARTR IS, ] R ARSI 2k
7 AR{ESER
7.1 ARZHi@%5 RMAIMIEE AR E—FZIE,
W d 5 2 B ( testosterone, T ), - & = [
(dihydrotestosterone, DHT) S54SR 455 M #i0E . Hi
TR F 2R AR 50 FHRE A8, BERALS A0
Bl ® 240 M A% N, AR 5 HE#CR ROV T (androgen-
responsive element, ARE) TEAMZLEG, JEVENEZE T
JE B TR P (A SRk L Y AR {55 38 B AE % A
FERTHN R I b e R A S A IR R ek
7.2 P iAdE AR 55 @R TR ARG A
7.2.1 RGPS B S R T DARR AR TR AR S R 5
BRI IR A K B Um g b T, DHT /K, $0f i % 32
PRIGEEG ", PIRE K SR8 5 ) AR 2 25 oK 0 2 i 51 e
JEFRANAL RWPE-1 (3478, W F 300 R 7 40 A 7
BaFS Ml AR F1 EGFR/STAT3 {5538 %, 415 i 41 i
AN . AT RIZR SRR HREK AR U RE % 8 AN
JEPATAS e, BT AR 3Rk, B8 RAERTHIIRIG AL
7.2.2 PR/ NAETT HERREE AUE A B o, -AR £
5, 5 a,,-AR/BiEEE C (phospholipase C, PLC) /#HEH
¥ C (protein kinase C, PKC) 15518 BEH0HI B 5 771 i

B TR IRATA I AL T ARG B T A AR A A K
FUMYE T. DHT, 3R 5 40 M1 £ K [ 7 (epidermal growth
factor, EGF) 7KUY Pua RATRERRAT R M w9 B 2k K
B P B RO, R M R S R A e T
RIETEREIMHIATH IR AR . EGF 3Rik, FEARATSIRZH L
TS ANML R F K SRR S TR M R K, BRI
T, DHT K, 875 MW 3R 5 MR 0y 74, 30 A1 570 i
Hh b A AR A A | Y

i bRk, RAERTS IR AR A, AR Rk TH
. BERRACB SRS 5 F, EGF S5 4K R 1] LA
i AR TG 507, M A0 A d R, SR FTs IR
gUsg | RBUSRSIE AT RE =T, MAE T AR
O, FEACT, DHT K, AW ME T, kR
HF ARG AIEAR
8 HESERK

B FaRG S pgAh, 2l T LLE L R AR S
I3 2 #RHF 2 (nuclear factor erythroid 2-related factor 2,
Nif2) . Wnt/B-ZE W | Janus B &R & HWES (Janus
kinase, JAK) /{5545 % 550G ('signal transducer and
activator of transcription, STAT) | BT RIEE M Bl (high
mobility group box-1 protein, HMGB-1) {5538 & F R 5 AH
KA AR IR AF AT R ARSI A

TGRS . g/ T2 S 0T A IR S B S A
W& 1~2,

F1 HEFEERS TR SRS LS SEE
GRS SEYGHRL/ J7 ik et/ R it e AHSEAR 5 30 % Sk

BRI Y0 RS20 S RTFIE 20 mg/kg DHT 50-if Ji fiff mRNA Fi5 T+ Ml NF-«B 15538 % [5]
B A KR 15, MDA 7K R4

KRR RS2 W% S AT SR 5.10.20 IL-6, IL-1B, TNF-a, MDA 7K F-  #i{fil NF-kB {5538 % [6]
N mg/kg FEEAI%

A R RS2 SR 0.2.0.6, TGF-B1 7K F-R&A% 0 TGF-B1 {55 [13]
L EUN 1.0 g/kg

WA TN R 2 W% S AT SR 100,200, p-PI3K/PI3K., p-Akt/Akt, p- ] PI3K/Aki/mTOR {5538  [18]
AR, 400 mg/kg mTOR/mTOR , Bel-2 3 ik [ I,

Caspase-3 ., Bax LT

N g = I T N EA AT [ — — P HIF-1 PI3K/Akt ME RS [19]

el RN i o 15510 1%

AR

SAWE IAE B-A ML — — 1M PI3K/Aky/mTOR {555l % [20]

HimE TR

W& RO B-7 M4 2y Bl — Fhi TP53 R (AL, BRAK Akl — [27]

I SEAE R L PR EGFR. JUN . IL-6. TNF . VEGFA

il 5t ER EASESI

REZR A PITR S /% S /b Bl 50,100,200  Caspase-3,Bad . AIFM1 mRNA 3 445 Caspase-3 55 0 #% [31]
FRTE mg/kg TR

RE i =% WR 2% S /MR 50,100,200 Caspase-3, Bad, AIFM1, Bax E s Caspase-3 (E5 10 i [31]
Y mg/kg mRNA FikTHE

REWRD R 2 S /N 50,100,200 Caspase-3 , Bad FikTHE ,Bel-2  JHEE Caspase-3 {5510 % [31]
fizsid mg/kg KR REAR
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T L SRRy ik P R iy e e AHSCAR 3 % SCHik
NS KD TN RS2 B 15 RIS IR 80 mg/kg AT ARIR B RGP AR 250 Bel-xL. 845 Caspase-3 {5518 1 [32]
N 221K F% A%, Bax . Caspase-3 ik
Thes
SEEa =L RSB WA T AT 5I MR 750 mg/kg  RIFIRIRTE AT ZI MR R 40, COX- P46 A DU AR AR 8 b coX-2  [37]
PN 2.5-LOX FKikF#AI% beges
IR S T W EEESATIE 550 mg/kg COX-2,5-LOX FIKFEAR i COX A LOX JA462E s [38]
AR FRAR
IES SN N ES TR W% ST 450 mg/kg  5-HETE, 8-HETE | 12-HETE , 15- 3k COX Fl LOX J¥5 44 ks [39]
8 A KB HETE, LTB4, 9-OxoODE, 13- PR
0x00DE , 9-HODE , 13-HODE 7K
P REAR
EiN g HE TR/ S TS 1, 10, 100 BUAUARFREL PCNA \«-SMA /K ¥ AR {55l [40]
[ BN nmol/L, 1. HIFFHLEGIEMEREAL, ER-B &
10 pmol/L  35THES
FHEE A WE B/ SRS SRS 0.5 mg/kg ER-a AR ZKFFE{R P AR 5 5 m Bk [41]
i A R
SHREER BPH-1 4iiffl 25 pmol/L. ER-B, PSA /K F B ik, AR, ¥ AR (F5E B [42]
AKR1C2 /KF-THE
Eeyrt | TR SE TR 5 ST 5 AR 10 g/kg B AR 2R BT \DHT 7K A% P AR 5 5K [46]
AR R
K RS2 W05 SRR 5 me/ke FIFI IR T TSI IR R A0 AR, 8% AR {5 5l [47]
B A KR ER-a .PSA SRC1 7K - F&A%
SR W SRS S TS 20,60 T %1 BR & 0. PCNA, EGFR/ #7%5 AR Fl EGFR/STAT3 {55 [48]
i A R R mg/kg STAT3 % ik F& i, Bax/Bcl-2 t @
E T
H KR R 225 S TSR 80,800 Hi%) i A B0 SAR2 AR PSA 7K IO 40 M U T 1555 [49]
oA K R, RWPE-1  mg/kg T ReAR
i)l
EMTEBLIZERE A RWPE-1 41 6.25 ~ 100 IL-1B.IL-6.IL-8 TNF-a \DHT 7k 4 NF-kB {555 % [55]
pmol/L P REAR
PR RS Wistar K RS2 AL 40.75 HOG AR IR 5 AT AR R AR, 0 1 IL-6/JAKL/STAT3 1% 5 [56]
mg/kg Bax/Bel2 HAE T i
EENIES RS2 5 R RTSE 10 mg/kg LC-3b I/ 1 . HMGB-1, Beclin-1 4] HMGB-1 {5 51 % [57]
B AR FIRIRAR, p62 K- FE
Fx2 HRA/HFHEFTHRRMENTIFEENESER
T TR Ty SRR UG i/ U FabRE b A AR 530 1% SCHik
HIHREY WA — — P 4 TP53/TNF/IL-6/Bcl2/PI3K/ [9]
AkVIL-17 {5538 %
5297 TR S 1175 5 Wi 41 3.5.7.14 g/kg TGF-B, TGF-BR1, TGF-BR2, 4% TGF-B/Smad 15538 [15]
b A B p-Smad2 , p-Smad3 FEIRFEAL
AR WRERBESIS  0.625.1.25.2.5 ¢/kg  T.DHT, TNF-a, IL-18 /K ¥ $04] TGF-B1/Smad 15538 %% [16]
JiR3 A R B FRAG
TR 4% 2 — PI3K. Akt. Bel-2. VEGFA . — [22]
ERK1/2, EGFR & H % &
Thes
HHIRE MR — — T PI3K/ Akt IL-17 \FoxO {5558 [21]
kAL TR SE T 15 S Wi 47 1.35.2.7 g/kg PCNA .a-SMA (AR \VEGF .p-  #4i% PI3K/ Akt {55 j% [23]
PN PI3K p-Akt ,Bel-2 KRR
FHikERE T BPH-1 4 300,600,900 wg/ml.  Caspase-3, Bax 2 35 FF i,  SubEifEs PI3K/ Akt {558 5% [24]
Bel-2, PI3K , Akt , CRYAB %
FRFEAK
TEIL ) 24 24 $R 2% — — T ¥ MAPK/ERK. NF-kB % {& =& [28]
i
FHAF @I NRREEE SR8 1.352.7.5.4 g/kg  E2/T .DHT KFEFIF5FALEE 0] ERK {5538 % [44]
i3 A R B T [ K, p38. ER-B 3£ ik

i
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