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Effects of DHT on EGFR mRNA expression in human prostate cancer cell lines LN-
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Abstract. Objective

prostatic carcinoma (PCa) and to provide experimental basis for pathology and clinical treatment of PCa. Meth-

To explore relationship between androgen ( AR) and proliferation/apoptosis of

ods The cell lines LNcap and PC-3 were stimulated with different concentrations of DHT, and the characteris-
tic of EGFR mRNA and protein expressions in PCa of different AR expression was examined. Results Cell
proliferation in AR-negative groups of PCa was significantly stronger than in AR-positive groups. Conclusion

Androgen can enhance EGFR mRNA expression in a concentration-dependent manner when AR is normally ex-
pressed. Androgen can not regulate EGFR transcription when aberrant AR expression altered signal pathway of an-

drogen. The expression and activation of EGFR may be regulated by other cell factors of up-regulated expression.
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VEE, % S LR AT RS LNcap #1 PC-3 4 bk EGFR mRNA 3k (1% B 1691

A 10%FBS 4 F12 B3R 51, S ab4E A 8 4~ 100 ml 15 7R
B TA TSR A6 FLEFFRIR, 5 3 RAF LR, PBS i)
Y3 3, LNeap & PC3 4B 40 WAL, 4 HIMA & 1077
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1.2.2  krAeifil %% B RNA fi42 FAFREFE AN 24 h e 48 h
JG&HL 1 41, A Tripure(Sigma =& ) filid&F 4 RNA, 55053 )6
JEEE T RNA #lif .

1.2.3 4 RT-PCR 3461l EGFRmRNA  RT-PCR — 41
iR 77 & ( Takara 257 7= & Ver2. 1) §71% EGFR, i% B-actin AN Z
B8 ,EGFR 2|#"" th 4 T & 1, EGFR #7314 sense 5'-CTA
CCA CCA CTC TTT GAA CTG GAC CAA GG-3', Filf3|4 Anti-
sense 5'-TCT ATG CTC CCC CGT TCC AAG TAT CG-3' 3|41
29 bp, H#Y K BX R 675 bp, RT-PCR #4E4E R i T .
1.2.4 RT-PCR F=¥15047 %145 | x TBE 28 vpif , B i 06
JBE, 10 x R 2% o ) %5 cDNA BE &%, 7€ 100 V L [E T e ik,
Leica chemilmager 5500 %Y ¥ Al {5 {3 W% 45 41 490 nm B 0%

1.2.5 MTT(mEm ) H il 5 8 ) A 40 R A, LA AL
104 4B AP T 96 FLAE R4, BB A CO, AR EE % 1 d |52 5
#4107"°,107° 10 * mol/L A& DHT 8. 797
4 6 FIMA MTT (S mg/ml)30 wl,37 CHEZEREE 4 h, hn
A 150 pl —HTEHR( DMSO) , 4R 3% 10 min, B I G 52 46 ) {300
E 490 nm {4 B L IR A, AS A0 g . 2 b RS 3R AL S
FOy::
1.2.6 fgEdifbiets  RIFGAE4 (b S-P i RAC HPHTE
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o e B PR 0 R
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2.1 RBFmpsmENEPNE

{8 B 60T T WLEE PC-3 it Ak < ik 31 &5 WA B ) 4, 4
M EHES , 2 2 T sl BT, 2% KT IR, AT O XAl 2 4
BAHME . 4T 10 "mol/L R A4 T DHT 4 ifg 8 &t i
%, %F 10 *mol/L DHT 24 h J5 3 4r 40 M 72E 15, T I B iR AR
FEAM A B 40 MR R . LNcap 40 ik 17 & B8 (8] 4< , 40 2 f
Tkt T, A% A 8], HE 5 2 0 CER, w] L BA 2 Y 20 i (] i
R4 T DHT 410 5 S ARG B K, HE W E, AR
AL A LK HSRFE B 1) 44 F A [E R EE DHT A F R E5#9 9 i
WAL, ARMOEE B DHT i 5 58 hn i 3% 2,48 h J5 40 A 9 i 4
T, 25 F 10 " mol/L £ ¥ T B 5 53 T 400 M 448 | 40 it [ i 4
H6% . Tunel $1ic PC-3 44 T DHT 10 ~*mol/L £8 [FH 44 41 g
¥& 4T DHT 10 " mol/L 41 fIF 45 DHT 4 /0. LNcap 4
i 44 F DHT 4 Tunel PHYE4H I %, 4 F DHT 10" mol/L
20 PR 4R M B, /L, I DHT e B 4% i, BH 04 20 i % H 72 7 3 %
EGFR #7ic PC-3 4AAuPHIE R K LNcap TN B2 5%, 45 T
A EE DHT £ 41 ECGFR A LB £ R, ¥ Em EGFR( +

+) o HUEULEL LNcap b 37 20 M 40 MO 8% - &, 7T 0L A & B 4T 4
S, 4P iife £, B DHT 10 “mol/L B 10 *mol/L (H G & |
AT DHT S T- AR £ . PC-3 4l K, ol IR i R,
AR AR/, A3 b, SRR B (LA AN B 6 A M
DHT 10 " mol/ L £ £ %0 (A 53 A . 181 1~ 440 008 DL, 2% 44 ) 2%
T N R

1 LNcap 4iff1, k4 F DHT A% 2 X MBS K#KE A
FeEEk BEARE AREAPREFRE (HIL
AL x 100)

Fig1 LNcap cells of 0 mol/L DHT group culturing for 2
days displaying long shuttle adhering wall as agglom-
erates in many layers, necrosis in center of agglomer-

ates  ( Invert microscope x 100)

2.2 MTT #2547

% 1 £E R A DHT 10 " mol/L #5#% LNcap 414 7E 3 d
Je 5 d YW ISR A BN (R, A5 DHT ik il {1 B 5 I IR
F DHT 10 *mol/L 2. 7] I LNcap g MTT 460 305 Ui {6 Fifi
DHT KFF 5 2wt e % . ARl 7K F DHT B 5% PC-3 40l
MTT #5277 R i (A 22 5, 764 I DHT A1 DHT 10~ mol/
L i PC-3 400tk R A 344247, B AN DHT B PC-3 4H i ¥ 7
3d RS d oMk B We(E , fikfi# DHT KF-5 0, PC-3 44
i R A 52 3 e 4 L G LAE DHT 10 " mol/ L B A 31| A< 26 #F
FERRARE .5 d 53 d R —5.

#1 FRE7kTF DHT 15 LNcap 5 PC-3 fifE MTT RRER (xr+s)
Tab 1 MTT results of PCa cell lines of LNcap and PC-3 stimula-
ted by different concentrations of DHT (x +5)

IDY of INcap and PC-3 at 490 nm
Time

Blank control 0 mol/L 109 mol/L 10-¥ mal/L 10~ mol/L

LNcap
3d 0.062+0.0003 0.071 £0.004 0.131 +0.018 0.113 £0.021 0. 104 £0.011
5d 0.0046+0.0007 0,076 £0.001 0.145+0.011 0.115£0.017 0.096 £0.014
PC-3
3d 0.0063+0.0017 0. 710£0.032 0.704 £0.044 0.500 £0.023 0,458 +0.041
5d 0.0058+0.0001 1 0.734£0.027 0.7 +0.037 0.508 £0.019 0.486 +0.055

2.3 A E K- DHT % PC-3 & LNcap #m e EGFR mR-
NA Fik K-F 84 % oh

MFE 2. B2 g% LLE YL, EGFR mRNA /K EFE DHT

10 " mol/L B iAF| TH0E , FH 48 h 4558524 h —F, LI 48 h fif

0 R Wi i P S 006 R[] i G2 R B #F DHT 7K F- 4§ fin EGFR
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mRNA /K EFEAE, A~ fil DHT B 7K SE 5 %, 5 DHT 10°"° mol/L
HERIEHBE(P <0.01), M58 ER,PC3 4t EGFR
mRNA 7K5E7E DHT /K34 10 " mol/L J A< fil DHT B 2552 &5
24 h B DHT 107" mol/L 4 EGFR mRNA 7K ik 5| Ji 0% , 48 h
Ahn DHT 4] EGFR mRNA 7K iR # W f  (H M4 0 B 12 57
(P>0.05), [FmHEf#E DHT KEHE A0, EGFR mRNA 7KFF2IE,
#E DHT 10" mol/L B ik 5| S {8, 48 h 5 24 h 455 — 5.
DHT 7 10 " mol/L B}, PC-3 I LNcap 4l i 4: 44k 25 H %5 4,
¥ PC-3 #1 LNcap #fiffd EGFR mRNA 7K Y- {8, {6 AH 7] B 77 5%
7,24 h PC-3 4 8 # EGFR mRNA 7K 5F (31 891 518 =
223 654) B B & F LNcap 4 fifi (17 569 019 +4 133 952) (P <
0.01),

800 bp

400 bp

1,2,3,4: 0,107,107 10 ""“mol/L DHT; 5;B-Actin; M: Marker
2 LNcap #Affl RT-PCR # 1 EGFR mRNA R %E (24 h)
Fig 2 Electrophoresis of LNcap cell EGFR mRNA by
RT-PCR (24 h)

F2 A E7KTF DHT 5% LNcap 1 PC3 48l EGFR mRNA 7K ERE (x +5)
Tab 2 EGFR mRNA level of PCa cell lines of LNcap and PC-3 stimulated by different concentrations of DHT (x £5)

IDV of LNecap and PC-3 EGFR mRNA at 490 nm

Time
0 mol/L 10 ~'9 mol/1. 10 =% mol/L 10 =% mol/L.
LNcap 24 h 4 780 351 = 136 833 10 056 700 £219 4534 8 064 873 £236 651 6 449 797 +325 362
48 h 12 681 368 +225 784 21 649 898 + 178 5434 19 273 774 £ 200 343 16 608 395 £457 311
PC-3 24 h 41 891 518 £3 250 223 43 569 019 +4 421 311 * 28 733 113 +3 856 216 27 117 118 +4 834 475
48 h 151 979 263 +4 165 668 150 958 295 +5 003 265 * 75 723 080 £4 611 277 62 271 250 +5 632 114

A: P<0.01, vs 0 mol/L DHT group; % : P>0.05, vs 0 mol/L DHT group

3 g

XA [E] AR Zeik B TS AR 98 41 i 22 LNcap il
PC-3 45 F A [A7KF DHT % {455 3%, RT-PCR ¥ 1 EG-
FR mRNA MTT 3460 5% 40 b #5C EGFR /% Tunel
PR, JeBE LB EE & B PC-3 4iffg45 T 10 " mol/L
FAZ: T DHT 40 M A= K i& PE 9. LNcap 4 g 45 7
DHT 10 ~"“mol/L A= K & P 458, B DHT 7K 53 i 40
F A A T P 55, IR P B R T A A 98 . Tunel #1iC
PC-3 4 ffd DHT 10~ mol/L 4 FH M4 ML 22, 45 T DHT
10" mol/L 4 #I A £ DHT ##% /0>, LNcap 7 Ml 4 25
¥ DHT #f Tunel PH¥: 40 2, 25T DHT 10 " mol/L
ZHPRPE 4 Mudsc /b, B DHT 7K -3 i, BH 14 40 it 48 H 3%
Wi £, A[E/KF DHT 241 PC-3 4ififd 5 LNcap 41 ifu
%y 4k EGFR £iA L & % %, ¥ B /8 EGFR
( ++). MTT £ 5 7~ LNcap 408 MTT 46 i) 3¢ W i
{E K DHT 7K F- 7+ S ka3, #78 LNeap 403 K
HF DHT 7KFF w4 R AZ B . PC-3 40 i ek ik
{EFfE#E DHT /K38 2l . 87 PC-3 4ifu4:
K5 DHT /K F 2 4%, RT-PCR ¥ 1% EGFR mRNA
459 B R LNcap 418 EGFR mRNA 7K3F-7¢ DHT 107"
mol/L Bk E|I&{H , ffiz5 DHT 7K 1 fif EGFR mRNA
7K BEAR, AT DHT B+ 7K P 1f7 PC-3 4fiffil EGFR
mRNA 7KFE7E DHT K4 10 “mol/L Jz A~fiil DHT f
Yy, bfiE DHT /K EGFR mRNA 7K F &4, 76
DHT 10 * mol/L B} 35 F| S {E (4. DHT 3} 10 " mol/L
Bt PC-3 4i}fif#) EGFR mRNA 7K %-BH & & F LNcap 41

fil. AT AR IE B IR it, A AT 1 ) A
T T VR4 Fi 5 A g A A G B B R T KR, AR AR
AR S B, A PN (G 8 38 7K OF- AN B LE B IR 4% i 3 AR 4
Je T el s A R e A R KT ) B S R T RE
R FELMM A 1 1 P, ) 3 400 ) T A O A AR i PC-3
it A i P, PC-3 4L EGFR mRNA ZKF-HA & & F
LNcap #fi e, 7] A& 55 HE 8 2 AF 4K 8 i A7 51 R 98 40 A
TGFa H4rilitis, |- EGFR /KA XK, /5 /i 51 i
i AR AT MR 5B KA UUE  EGFR A8
AR {55, e &k L) 40 i R 8 4% EGFR
ek b IRFIRE Rk AR 2878 (Y RTS i das MG 7 .

T 2% 5 A7 A A iy 47 it oa 1% g o R A
FH |, A Fr 385 A, 38 38 K O 2 R AR A i 9
FREAETERRRIT N ERFARE, B TH LR
A 4y WAHEE SR | (R E A M 8 R KO AN R A RO R I
s AR, ATRE 2 230 AR KA R H MiFHE, 10 AR &
AR S 253 AR O TR YR U

FERAEKHETFZMAE(EGFR) jt g 3k A C-erbB-1
B F =, 8 | R R E R AR K R 2 K, B
H AR R (R R BRI S 1, LA A 4% EGF,
TGFa VGF K AU %5 . EGFR 7E1F Z I3 40 il
P 3 LG TR R A A R I T A B, R
e mbRic' . Tyagi %7 iFSE EGFR 2 ik 5151 iR
I o R 2 (8] 77 76 A0 1, AT A i 3 B o3 16 9 A
HD L BAMIE Y EGFR {5 5% Z M2 DNA
A A HEA Ras Jun 5K, A F 40 Mu S 5 IE (B (5 5
VR 4 4 K 5898, Olapade -Olaopa* A & EGFR
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A, %, ZE R MXTRTS M LNcap 1 PC-3 41 ik EGFR mRNA 3R ik R 1693

KSR, T R R AR A Rk, B R A 4R 2R
71, EGFR %E[H 5 fif T Tpl2-p12, H 4 1% 1) EGFR
EH, PR 170 x10°, HAL R4, & XA EGF TGFa
ZEA 1, EGFR SHEMALZ 555 E B Bwiigfk, @il
M i 815 5 4% 8 # N . DRas-Raf-MAPK i& 1%, i
it C-jun C-fos 15 3 E RN FTE AP-1;@PLK—PKC—
IKK #&4% , {ff IKBa B B2 1L 80 7% NFkB 55, 45 41 fifa 14
W e B0 . EAMIFRH EGFR X cDNA &
AL, W] IR EGFR mRNA I £k, [
Hf A o Sk B-catenin &3k, 00l I A K AR 2%, 1T
Fl EGF 1l TGFow AL 3B Y gy i 40 M, i oe A (R 28 RE T
45, HE7R EGFR A2 i s S bR , 30 J2 4 W ffr e
R B0 bR, AT TR FE L AR e LA
EGFR Jg#L i {356 BAYT CHE A R IR B o
FERTFIR AP B A 5 AR S5 4, TR
4 EGFR K H (&K, #EmiMEai s M AE KL/
Kool HEd R KU, EGFR &% 5 K V- fifi 22 2%
b, TERNEITFITH, AR KK EE R, AR 5 EG-
FR ik i A6, AR & 478 ), EGFR /K F-H] 8
B, EAMEM ZE K E AL . FEEIPEIRTTRE T,
45 T M 3% M ) LNcap 4 a2 38K 719 DHT(10 "
mol/L) 7] F 7 EGFR mRNA 235", Wi AL 1 % M
H: 37K SE DHT "] {2 #t LNcap 4 il EGFR mRNA (1)
s e T K R R, 5 Kim R E R A
sl IR 3, BRTE AR IE W £ KIS T, M
A 4278 LNcap 4l EGFR 7K - EL A7 7] 4 i 1, 3 Fif
R B IE 45 R AT B 5 LNcap 4l 2 1510, kB2
FER AR TR WA T AR O, AR R AR K
i PC-3 411 i 5, 5 7K S DHT 5 R il DHT %} EGFR
mRNA 7K JE I 58 520, 757K S DHT il 3400 EGFR 3%
KA TR, R AR B RH, 5 80 200
AR ARE I KT SRS R R A 2L e T AR A
&K PRI 470 R 980 40 M 84 2, R K T A g T B
BAEAMMAEEE T 0 TG sE . AR R4 R
& AR {55 A RE B TE EGFR ik, M i 5 it TGFa
FEGF [ 430 S 55 43 W6 1) 384 58 ] REZ 98 77 EGFR 11
FEi&%,EGFa ik (91 2 T+ & {2 # EGFR &3k |
T, TR AR A 8 3R A A T 1) M A 1 B RE O 1
WE R [RS8 & B AR B K Py DHT
YEHF PC-3 41y EGFR mRNA 7K F B & &5 F LN-
cap ZMY , 48 7 U 3 R 7 PR S 0T 0 M 96 4
BORE MR, 5 Toh!" 4RIH A9 PC-3 K DU-145 4
Hif) EGFR mRNA 7K1 F LNcap 4l fd i 4518 AR
0 AR R S R I K- TR, AR K
A7 S (o TSI AR A0 A R T 0 B R (S S R A R
i, & B EGFR A g AR {55 il i AR A AE7R
FERIHTS IR A0 M TGFa [ 43 WA 3 56 , AT BB 42 229

5 EGFR 111, (et EGFR (21K , 17 7 MR B v
51" . Visakorpi AN AR B4R S8 EGFR HH
WA el /b, T84 B Y EGFR 35742 5 C-erbB-2 AH{BL
FOFRLE TG , 2 HE 4 155 40 5% Ak, 75 5 P e I PR 4
B S AIE SR A2 AR S O IR AT R
LT B AL G R O DT A B 8

A 520 R RSN EEE EGFR 2K YR B SR A 5L
AR, ARZKE DHT 4540 PC-3 4ififi 5 LNcap 4
EGFRAFICEM B £ F, ¥ B /K EGFR( ++), 5
Rubenstein %“”?&J‘E#ﬁg 8 HE S E X PC-3 4 i
Fz LNcap 4 ifs EGFR 21K A ¥ i v RE S {4 76 5% 510K
- EGFR 85 [ 3 1K i 28 A A il 5 2, 3kt 9 b 241 g
EGFR 8 [ R FHAS TR I X — 25 5o
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