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Prxs,PRX 5.Prx6 43 %] )& T I #L B ) 2-Cys Prx il 1-Cys Prx,
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H, O, K B4 B 7E4E I A Kit A AL O 40 AL 77 1 22
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HELAEN . WA PRXT 7R g 0F 58 A — 25k
1 PRX1 EASEH. EWHELRIIGE

PRX1 & H K/ 23X 10°, f1 199 A %0 H 1R 5k 5 20 1.
ZE RS A5 N2 0 =R 7RE, — M 4 A4S o B,
HIE7HRBRIZ5—MR 1A BERREHA 24 o BHEH
B R RS AR A A A Cys52 I BB NG A
I EPERY Cys173, 33X BN 12 e TR B A i BE AR SF 1 e
S HAL PRX £54 o e =2 S0 R E R . AT Sy
W R e, Cys52 Bty i AL IR 4 (ROOH) , 1 5 W] # %A 1k
A2k i R R B R (Cys-SOHD BRI 5 55 — PRX1 43 TR IR
vig 19 Cys173 LA4y—F IA] i B 3% 52 4 B R 78 — SR Ak, i), 72
i 8 B [ (thioredoxin, Trx) it 48038 2 [ 34 JEL i (thioredoxin
reductase, TrxR) il NADPH Wi 75418 R4 i 1E I F T g ik
J o DA o 1 A0 A 5 S A 3R T . AT DL PRXTL AE 4846 i 3%
AR R R A,
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U A DEFEUESE  FEAE W RN PRXT AL TR B — Bk 1Y
TERAFTE E W] LU 3 — R K 5 Rk Z ] Cys83-Cys83 il
SOAHE I 7 X — R i F = E A WNIE e, Wl 5
AV R AR A R B AR R Y 4 PR R /A S PRXT
A JFOR A AR P s R A RS B ARk FEE R,
24 A WA P 3 P 48045 (reactive oxygen species, ROS) 7K 3 &b F
ARV FE B PRXT 22 DL R 4 T X% #5348 Ak W i 1Y
PRI B ok & 19 ROS, iR A AR R AR S . — BALIR N
ROS S5 g , PRXT 9 4804k 5 1 » [ il 3 % A= 25 4 1 1y
B T AR Ry e AROR 43 S Y T SRR G5 R L T A% 328 e AR AL
FS RE G VR A IR A e A R S R B 4 T A
BRI, X R oy 454 (1 2 REdE . A AUEE PRXT B A 20
AB MY Z HE M 3R Al PRXT U 4 {5 5 1% 5250 % b 3 2 1 9 1Y
A5
2 PRX1 FEMEHHT R R
2.1 PRXI1fE#F @A) K4 kB MEW E % i (andro-
gen receptor, AR) g it (R 4K M 19 7% SR F . 8 T B 2 I K
W EZIRAE S HEB R S ARG BOh — RV M R A &
R 25 o 330 H: A A0 4 8 4 T 2 U A i 2 R B Y B TR L
557015 0 % e 96 4 0 AH 56 R 6 . TR G R B IR R R AE
RIEH AR (55 A mEM AT, Park 0 KM, 1
il A1) IR Kk B 45 95 (lymph node carcinoma of prostate, LNCap)
PRX1 £ F/KF-FkIF H AR 5 HERE R ICHF (androgen re-
sponse elements, ARE) 45 & 8] B 3% £, Ji 8k PRX1 R &K fF
AR 5 ARE %5 & & W] 8yl b , B Al (7 4E W PRX1 A B F AR
H915 5 55 3 0F HARIE AR TEARAMEBZR KT 19 25 14 T R % 78 50
ik, Chhipa %0 fF 53 & B, PRXT G 16 i, B 76 45 o
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J 1 AU S2 B (dihydrotestosterone, DHT) HI 3T , 5 %1 7 98 40
L AR IR T B AT R AR K T 20k B4 i A K 9248 PRXT &
FIKRM AR 8T 55 BB KO- Rk BN A B X AT RE
R TFAEMRERES ARG SE T PRXL 5 Z #4542 i
AR-EAE G WA RETIHES RS Kb iy
TF % i 93 2 U0 A G g S R . Ak FE AT R AT
i ARX Oy T BTGP PRXL GBS AR 2 THEE S AR M
G .51 AR RAEMEAL, 3% AR 5 DHT 2% Jp . 7]
A DHT-AR JE A ¥ BC 1-32 7K 52 & 9 30 I AR e DA B 0 il 3%
EE Wi AT AR TEARAE R PRI R T RE AR AR I ) B
WEALR A . Al WL, PRXT BB 34 5 AR A= 9y 2% 800, F 1 4 1F
B MR 1 & 2R VR R . LA Aguilar-Melero 450 5 st 50 B
JH-365 4 M o PRXT, & B PRXT AN A 2 3E I 988 4 b A= < i 4
LA ReRg iR = AFP B B B3 30 3 SR R 0 bR A i AR K
KB I W K-

2.2 PRX1 ZH5MIMREA M T PRX1AE NP ALY G .
AN B 248 it e A Ak A 5 2 IR AR S A T L IR R A2 TE A 2 iR
AN A0 M 9 T o AbL Sy E A R O 32 MR 2 R A0 e
DNA $ 475 B 1% 52 #4025 Bl A4 (2 3F 48 I 09 08 T JF 90 i) DNA &
& . PRX1EN—RhEE 2 A Hi S AL BEBE 42 70 3 oAbl R 7% 1L,
W2 DNA Y 43 i DL KA ) 20 M 08 T2 3 02 O T i e 400 B 4k
SEA R FIEAE MDY Quan 41 KB, PRXT 7E % Bk
RN AP RE R B R T IR B BRI, 281 Chen 255
TE PRX1 7 3 3K 19 1% D6 988 20 Jfd vb & B0 - AbL 3 4 9] & % IR OF:
H40 g T W] 2> F PRXT IR 234 /9 I8 48 i . PRX1 i& #]
VLAY 22 Fh D 6B 45 10 A3 M G rh W f 46 — 6 S 0 i AR I Y
AT A BESE k BU L 8 il 4140 % PRXT BEI ] c-Jun
S I B (c-Jun-NH2-kinase, INK) 5 5 38 % (9 {5 5 £ 8
/0 40 98 7= . INK 2 22 24 TR 00 19 3R B (mito-
gen-activated protein kinase, MAPK) % & i, 51 2 — . 7€ 41 Jitd 94
T R A R AR . INK @ 5 A b6 ko 4% B
fiff P(glutathione S-transferase pi, GSTpi) JE i fa € 1) GSTpi-
INK Z45 97, Wil INK #3610, 25 20 i 52 ) 52 Sh L 8l 4R
A s GSTpi & 4 43 F 45 My i 28 fff TNK )L GSTpi-JNK
AP O ES ORI TR AL S R A R T Kim %05 3 gt
2R BEUR 9 11701 4i M5 & 3 PRX1 fg g fe & GSTpirJNK &
B X AEREAE B 1L TNK B R, 36 B 30 il INK 13 1k LA
B AR T RALAN G, Oh 2550 & BUFE MR VR 5 I B R 0R
4 A 98 T BT T-LAK 28 i i & 3 3 (T-LAK cell-originated
protein kinase, TOPK) Y PRX1 fH45 4.5 5 PRX1 #) 32 5
{1 22 AR WETR AL » F- 300G PRXL (936 M. SUTBk PRXT 998 4i
LA L 53X RE % 082 1204 g A0 Al 9 10, X 2 TOPK W i%
PRXT1 J& 417 44 48 B 4 15 5 9 19 6% 1 Capoptosis signal-regu-
lating kinase 1, ASKD) #y %5 2™, PRX1 g5 ASK1 N i
5% L 3 H (thioredoxin, Trx) M &5 & Ml ASK1 1) 4 . it
M JNK #1 p38 MAPK #9155 5% 5 . 18020 b 978 240 Jtd 04
=0 Du S5 s AR B ORI ] 50 b 2 BR AR R 40 B TIE S5
PRX1 fE4Ml ASKL Ay 35 ¥ 3 70 10 4] 40 B 94 o L 98 3 246 11 Tl
A0 ) 390 B PR BRNE o R U 2 IF 9 BH AR 1 R 0 R AE IR
J7 HUR B B PRX 5824 1 B0 08 T X+ 09 /68, 55 1 o
2 i 0T 245 W 1) U
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2.3 PRXI1 7EM R ¥ R PR 088 40 AR 00 2 4K L 5% B Kt
Bk L E R JE B I N B AR K& R F (vascular endothelial
growth factor, VEGF) M7TEH i £\ M 4. HHEj7EL
JirgRg W 5% & B e g 4 40 VEGT 363k /K S 5 H 3 if 4 %5 B %
AR B EAROC I R TR MR L X R B VEGF 7]
R 3 2o A 3 L A A Oy O R A L R A
FEALAESE . VEGF iy 1552 PRX1 77 . Riddell %) % 3,
PRX1 55 235 N 57 51 fit i 97 28 28 v ity Bl 28 it A ) 3 &
H VEGF ikt i A x5 PRX1 G Toll #: 321k 4
(toll-like receptor 4, TLR4) A5 5%, PRX1 i@ id #7G TLR4 5] %
PRX1-TLR4-MyD88 {55 f& F: 3% 42 1. VEGF 1%t LA K &
K AR I UL N B AN 1 43 L RS R 1 B[R] IR A 5 T 5T R
AT, Sy T 96 A0 L A A7 R RS ORAIE T BB 451 . TR L iR
HRINH PRX1 8 VEGF 25k 5 8475 F: H F-1 (hypox-
ia inducible factor-1, HIF-D 4 3¢, b A7) & B8 A7 51 Big 9 40 fg
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J& VEGF HIF-1 ik # B 76 BT 5 5 38 B 9 15 20 F
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PRX1 £ if PRXI-TLR4-MyD88 fi5 514 F ik f2 # 5 HIF-1 %
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ASKI TEAL 25 1 36 7 Il 98 ) ke 2 02 4 200 M O o 9 4 L
PRX1 BB &t 30 ASKL B3 o DA T Uk 55 e 988 4 Jif %of £k
LG R R R, PRX TR i SR VA 97 AR 2 A 0T
AR SR Mo rholE 2 AR .
3 I F~3

g5 LR  PRXUAE R T IZAFTEN — K B L2 A W) % )
RE Y PTEAL  » B A OLRET BR R 3 5t Y ROS, 48 1746 4 1E
HAEMIEZ) R S 2R R ARG . B R IA R i £
A A R A5 o e A 4 ) e R 0 Y O L O M R B e RS L A
M52 e Jo g 1 & = R e . HRTXE PRXT A 92 A PR T 240 Jifd 7K
-, KA 1E Bl 5 BF 5T B B — A PRXL A 1] 68 5 — R 10 36
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