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CRAR SRR 22 PR B 5 R B A B 22 R, B AT 210009)

wmE

#it 10,25 —#& 4% A % D,[1,25(0H),D, 844~ # @ % A (trichostatin A, TSA) R 2%

FEEst A £ D RHEBRFTF IR PC-3 F2 DU-145 @it A K4 Zoh A EVE RS, MTIT AR X @
He AR R 7 1,25(0H),D, & TSA BiA/6 2 PC-3 tmftued A K47 4] £ A & 1,25(0H),D, 547 &%
BAAE 3t DU-145 s it el A& K74 % 34 & F £ 424 1,25(0H),D;. 1,25(0H),D, 5 TSA B&4A-%F PC-3 4
L4 4 B0 JB) R PR 2 RAR T 3842 ) 1,25(0H),D,, st DU-145 afe R 4=$ 3% A 1,25(0H),D,. RT-
PCR # £ %7 1,25(0H),D, 5 TSA B4 F 25 /5, PC-3 4a it p21°P! mRNA & A K- pb &80k A 2548
%, T DU-145 @ £ WA R 4. PC-3 afeF SMRT mRNA R iAK-F & F DU-145 @ j8, % DU-
145 tafieF CYP24 mRNA #4 %A K & F PC-3 tmft, TSA Fo ok % % 7T 5 %149 %| SMRT %= CYP24
th kL, BIELISA LR E T2 EFHZ LRI THADU-145 @i+ 65 CYP24 RiAK-FE, XBAFR
# R & PC-3 #2 DU-145 fmfiest 44 F D R AE R, TSA T3 3% 1,25(0H),D, 5t PC-3 4@
Foe A KA IR, MK R EE N TE5% 1,25(0H),D, 3t DU-145 @A £ K #I4E A, X 416 K

BT A FE D REBATBRAT A9k E,
K5Eia

HEED ERBEHELER, BRABELED.
1,25 — 44 % D, (1,25(0H),D,) B HigHE R .
AT R, AR D R TEARNS. BRE
HEEEEN MO, CERBEHNREFEE
VIKIR R . MEPRKFER4EEER D REENE
K 25(0H)D, AJff R AERTFI IR FLARE R fE Rt
FRALEE B A&, HFRIUESE, 1,25(0H),D; ¢
1B HAr R 44 F D Z4&(vitamin D receptor,
VDR)Z5MBEABMESHS. MTAMRAE.
FHRURMMLFIRETD. HEER D WHUMERT
TFAE—ERIBREI, — 7, AFIBEMEAES D TS
SRS MRS A, —J71H, FEEMo i feE
XP4EA R D BN HIE AN SO EHR PR ) A, 454,
TS KA BT 51 BRI 40 Y LNCaP 5 4 A R SRR,
T 8 2 JEAK M BT 51 i DU-145 1 PC-3 41 ffa
AU, XA R D AEURK S, FRARE
FHRRFET RS EFRREMENREE. EEED
R4 4% #:8§(25-hydroxyvitamin D,-24-hydroxylase,
CYP24)[{)iE M. VDR MZSHHBER K. A0
REBENRMBEEPWAEA LB/ % ZBHLE
il & CYP24 iEHEATF, it 1,25(0H),D, 54 HEH

BAFTD, WEHEFA LERETEL, M RE®IE

= LBACEE I HIF B & A (TSA)EL CYP24 B%F
SEFNHI ) 4 2 57 3 T (genistein) B 12 F X R 51 R
#2 PC-3 M1 DU-145 4 fu A K 1 ma K IELAEH LS

1 mRIEA*®
1.1 £ERXF

1,25(0H),D,. TSA &£ R HEHWAEE
Sigma AF A F], IYFEBEMEMTIT)EEBERE
WAMRRF]AF], RNA EGAF] Trizol M A XE
Invitrogen A 7], R¥%x - B EH R M (RT-PCR) iRk
&M B RS (TOYOBO)A &1, ELISA iRF&
W H 3 E ADL A F.
1.2 #HREIESF

PC-3 4l )l T REBe ¥ AEAb 4 L BT, DU- 145
MR R A — N RERFRERRE . PR 45
WEFE 10% Bt miEm F-12 BEHRER(F0.1% F
BEE. BHEREFR, 737 C. 5% CO,FFHMAET
BEF%
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1.3 MTT Z4a M4 e

B 45 A S 40 i 5 T AR T 96 FLIE SRR
(2 x10* >/ FL), FrE1BIGEE 24 h JEHSER BRI
ANEWRE K 1,25(0H),D,. TSA 1R SER4H, Hext
PR (& /K L8 DMSO, &A1 $<0.1%), &
200 pl, FABESANEF. BEFK 72 hE, WA
20 pl 5 mg/ml MTT 4k&E5E 574 h, F £ & FLBE, 1L
1 150 pl DMSO, 7EE§#7{X (Multiskan MK3-353) k-l
SE 490 nm bR FEEME . B RAEE (%)= LR
SEHIVR G RE A / Nt B S IWR G x100%
1.4 L BE AR #6240 B ) AF

FHMMIRESE 72 h FWEM L, PBS PE%. W
40 F A PR R VR FR SOk X 40 ORI 5
F ModFit LT 844347 40 R B B 43 A o
1.5 RT-PCRIEME p21°'. SMRT. CYP24
A mRNA kK F

HYMER 72 h J5, S 405 RNA A Trizol %
IRHL, JFiEE TR cDNA. BUS pl SR pdteT
PCR ¥ 1, ZEE5|#(PCR 5|#))F 5| H primer pre-
mier 5.0 M BT, ¥R A T A K KB K
BERNE 1. RNAARRN 25 W, 494 CAEM 30 s,
Bk 30s, 72 ‘CIEMH 30 s, 1 35 AMEFF. PCR =
VIR ZEER 1.8% TEReE BRIk, A LR H
/A TR Smartview 2001 B H7 AL R GBS
FHL Yk 4% 7 06 3 FE (1T PCR £ B E 4017 -
1.6 ELISA ;Z#&MZBAM CYP24 FRiEKF

HYMER 72 h J5, P41 MRS 5% rh iR & A
HaZdfE, B0 5 B EIE R, % ELISA R &3 Ui 8
il CYP24 S &.
1.7 Git¥EH*E

B4R (xs) R, £MEPEH SPSS10.0
Gorr AT SO HE, A RSB LR SRR R T =5

#r, P<0.05 AERFEZFMH.

2 #R
2.1 1,25(OH),D, #1 TSA #)#| PC-3. DU-145 ¢f
B RS & <

MTT &R 8w, ARWE R 1,25(0H),D, f1 TSA
4 BB AL B PC-3 41 L f DU-145 41 72 h /5, 38
AR AKIMEIVER, I 2w ERBEE D,
K 1A AT LAE H, 1,25(0H),D, X H 4 f i A K —
SERIEIYER, B PC-3 40 faxt 4E 4 R D A K HIH]
{ER % DU-145 41 fab& A BUK . 76 TSA A, B
7 ff Je VSR A R (F 1B), #1407E 100 nmol/L TSA
i, PC-3 41 Fl 4715 X 66.5%, T DU-145 4 A
90.4% (P<0.05).

/G, BA1iEFE 10 nmol/L TSA 5AFEWE K
1,25(0H),D, Boff [F] it AL BB FR4E A 72 h, #E—P W
BEPHAANBARAAAZRNER. GRER,
7F 1 nmol/L. 10 nmol/L FJ ¥ 1,25(0H),D, i, PC-
3 WMIAFIE RS PR 89.9% F 82.3%, BE& FHZA S
FIA 73.5% F1 61.4%, H4h TSA 44 84.2% (K 1C),
P25 TSA Be a4 4 3 D X PC-3 40 B i AE KA HIE
B (P<0.05). TistF DU-145 #Hf, BrSHZAA S5
MAZAML, ARFEEARNHEERE D).
2.2 1,25(0H),D, #1 TSA %} PC-3. DU-145 4f
B FE A RO %2 M

A A RARNAFKE 1,25(0H),D, 5 TSA
(10 nmol/L)& FH 72 h J§ %} PC-3 F1 DU-145 40 ffd & #5
M. 4R 5N, RARIWER 1,25(0H),D, 5 TSA
xof B R 40 B O 40 B R B3R — e e, LRI
HEMBEAY G, IREEHGER?2). BH2HE2E
NEEA 24+ PC-3 AU BRYE G, KM 4 S L il 4
80.70%+6.05%, = T #. 1,25(0H),D; 41(70.28%+

Table 1 Primer sequences of target genes

Gene Primer sequence (5'-3') Annealing temperature ('C) PCR product (bp)
p2lI¢ir TAGCAGCGGAACAAGGAGTCAG 62 263
- CAGTCTAGGTGGAGAAACGGG

SMRT GGAATCACGCTCGGAAACAATG 58 420
GGCGGTCTTTGTACAACCTTCA

CYP24 CCCACTAGCACCTCGTACCAAC 59 412
CGTAGCCTTCTTTGCGGTAGTC

B-actin CGTCTGGACCTGGCTGGCCGGGACC 58 600
CATGAAGCATTTGCGGTGGACGATG

B-actin CTTCTTGGGCATGGAGTC 52 234

GCCGATCCACACGGAGTA




BRI

530
110 A
100 -
—~ S
£ 90 T
-
: \\
2 8
g % e
Z 70
60} —+DU-145
~#~PC-3
50
Control 0.1 1 10
1,25(OH),D, (nmol/L)
©)
110
100
s -
e 90
o AN
"5 80 \\.\ x
1
K .
Eo 60 | ——125O0D, -
8 —4— 10 nmol/L. TSA
50 [ e 1,2500H),D, + 10 nmol/L. TSA
40 * —— +
Control 0.1 1 10

1,25(0H),D, (nmol/L)

1o
100
90 +
80 1
70 1
60 |

Cell growth (%)

50  ——DU-145
40 -=—pC3
30

Control 10 100 1000

TSA (nmol/L)
D)

—
—
(=

—
(=3
(=3

N
S

.

—

N4
(=

0
S

~+—1,25(0H),D,

Cell growth of DU-145 (%)

—4— 10 nmol/L TSA

~
(=3

~a—1,25(0H),D, + 10 nmol/L TSA

(=)
(=3

Control 0.1 1 10
1,25(0H),D, (nmol/L)

Fig.1 Cell growth curves determined by MTT
A: 1,25(0H),D, group; B: TSA group; C: 1,25(0H),D,+10 nmol/L TSA on PC-3 cells; D: 1,25(OH),D;+10 nmol/L TSA on DU-145 cell. *P
<0.05, compared with control group; ** P<0.05, compared with the groups of treatment alone.
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Fig.2 The effect of 1,25(0OH),D; and TSA on the cell cycle of

PC-3 cells detected by FCM
A: control; B: 10 nmol/L 1,25(OH),D;; C: 10 nmol/L TSA; D: 10
nmol/L 1,25(OH),D;+10 nmol/L TSA.

2.11%) 55 TSA 41(64.55%+3.17%), [FIIE S $F0
G, R 40 fa Bl k2> {E7E DU-145 41 fi(B 3 F1R 2),
BX A F 29407 G, B 40 B LB 61.78%+2.18%,
HUET 8 1,25(0H),D, 4H(65.90%+2.09%) (P<
0.05).
2.3 RT-PCR ¥l p21<#'. SMRT #1 CYP24 Y
mRNA FixFE

p21ciet J& T 40 f 8 37 45 6 1tk B 1 e A o1 )
(cyclin dependent kinase inhibitor, CDKI) 5 2. —, 1 51
44K, RT-PCR 4R 5%, fE8M# 1,25(0H),D, 4
#11,25(0H),D, 55 TSA Bk & FHZ4, PC-3 41/
p21°P! FHXTRIE R HI LA AR R T 1550 1.36 £
(P<0.05), T DU-145 48 fa&- 20 K WL BA &2 57 (B 4A).

RS PC-3 4Rt 1,25(0H),D, NMBURKHIHL ]
REHHAEROLRCEBMNA X, BINEBRARED L8
WE &Y+ BERRERHBIHIHIEFZ— SMRT
(silencing mediator for retinoid and thyroid hormone
receptors), J AHERMAMP REEMN. LR
REIN(E 4B), X HEAH LK B 1,25(0H),D, A,
PC-3 41l i SMRT mRNA fHX} R & 2 # £ % F DU-145
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Table 2 Cell cycle distribution (¥+s)
Group PC-3 DU-145

Gy/G, (%) S (%) Go/M (%) Gy/G, (%) S (%) G,/M (%)

Control 50.60+5.37 37.12+£1.99 12.28+6.54 51.83+2.31 40.29+2.58 7.88+3.68
10 nmol/L 1,25(0OH),D, 70.28+2.11 21.02+6.24 8.70+4.23 65.90+2.09 11.70+3.01 22.40+3.67

10 nmol/L TSA 64.55+3.17 22.75+3.14 12.70£2.75 60.34+2.56 31.76+5.53 7.90+3.71
10 nmol/L 1,25(0OH),D, 80.70+6.05* 9.26+5.09* 10.04+5.13* 61.78+2.18* 29.35+4.58* 8.87+2.03*

+10 nmol/L TSA

*P<0.05, compared with the group of 10 nmol/L 1,25(OH),D,.
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Fig.3 The effect of 1,25(0OH),D, and TSA on the cell cycle of
DU-145 cells detected by FCM

A: control; B: 10 nmol/L 1,25(0OH),D,; C: 10 nmol/L TSA; D: 10
nmol/L 1,25(0OH),D;+10 nmol/L TSA.

Y. EATLLEH, 55 TSA ALK 5 1,25(0H),D,
4 R4, BAP 4B A) SMRT mRNA X KA BHE T
B, SxiEAMEL, PC-3 @M A TRET 1.56 551
1.8 %, DU-145 400 N % T 0.87 5551 1.18 fi5, PC-3 41
Jfd T P& 5 B B (P<0.05)

BiJE, BAERN 1,25(0H),D;. TSA KERT
R4S CYP24 mRNA Rk (B 40). E&4
&, DU-145 41 0 CYP24 mRNA Mxt Rz B E T
PC-3 405, 571 /& #.54 1,25(0H),D, 4 fBE& F 2441
R = R B, FEIXF 4 DU-145 41 i
X RIEE D AL PC-3 41 ML 1.52 51 1.71 £5(P
<0.05),

FiAbh, EEIEH CYP24 M &E R EK)S, DU-
145 41 fa 1 PC-3 41 i ) CYP24 mRNA ik B3,

Table 3 ELISA analysis of CYP24 levels (ng/ml) (xts)

Group DU-145 PC-3

Control 11.15+1.47 7.58x1.54
10 nmol/L 1,25(0OH),D, 15.78+0.76* 8.46+0.78
10 umol/L genistein 7.96+1.23** 5.02+1.31
10 nmol/L 1,25(OH),D, 7.17£1.07** 4.97+1.27

+10 umol/L genistein
*P<0.05, compared with control group of DU-145 cells; **P<0.05,
compared with control group and the group of 10 nmol/L 1,25(0OH),D,
in DU-14S5 cells.

H DU-145 418 F & A B(E 4D). SXFEAE
b, & E R HERAME 1,25(0H),D, Bk& A4
H, DU-145 41 1) CYP24 mRNA X RIZE S 5T
BT 0.74 551 0.81 1%, Tl PC-3 A4 B F M4 T 0.42
f&F10.25 f%(P<0.05)
2.4 AR EY CYP24 RiEKF4E

ELISA 4 3 &7, DU-145 4 ji ) CYP24 Fik/K
FHPC-3 MfE . /£ 1,25(0H),D, &# /5, CYP24
RIEKPREE T, XFP LS AE DU-145 41 B 58 4 B
£, ##75 1,25(0H),D, %% CYP24 £ik. EH&%E
REEEM 72 h J5, A KR CYP24 RiEKF
¥ TR, HDU-145 THE A RBEGR 3) (P<0.05).
2.5 1,25(0H),D, figEFERM PC-3. DU-145
i) o s AT

R4 LR sEh g e, AT H MTT A A ]
¥R JE 1,25(0H),D; 5 10 umol /L &4 5 3 R B EER
AR HEFH A RAERERAER. SR,
1 nmol/L. 10 nmol/L. 100 nmol/L f] 1,25(0OH),D;
5 10 pmol/L &4 R E RHBES F 25411 DU-145 40
M EES RN 80.2% 70.3% . 64.3%, HAMMH)
1,25(0H),D, 4510 93.1% 89.5% 84.7%, H#
MEERBEEMN 86.4% (B 5A), MBKAEHAEH
A2 PC-3 MK A KME R LHEER(P<
0.05) (& 5B). ¥i8 1,25(0H),D, 5&EFHETX
DU-14541 A= KA Hh RHIHIE A, TSR EFHFA
REH78 1,25(0H),D, Xt PC-3 40t it A= K 3MskI/E A .
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Fig4 RT-PCR analysis of p21°#!, SMRT and CYP24 expression on PC-3 and DU-145 cells
A: expression profiles of p21°7! treated with 1,25(OH),D; and TSA; B: expression profiles of SMRT treated with 1,25(OH),D; and TSA; C:
expression profiles of CYP24 treated with 1,25(OH),D; and TSA; D: expression profiles of CYP24 treated with 1,25(OH),D; and genistein.
M: marker; 1, 5: control; 2, 6: 10 nmol/L. 1,25(0OH),D,; 3, 7: 10 nmol/L. TSA; 3g, 7g: 10 umol/L genistein; 4, 8: 10 nmol/L 1,25(OH),D;+10
nmol/L TSA; 4g, 8g: 10 nmol/L 1,25(OH),D;+10 pmol/L genistein.
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Fig.5 Inhibitory effect of 1,25(0OH),D; and genistein on DU-145 cells (A) and PC-3 cells (B)

*P<0.05, compared with the groups of treatment alone.
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3 itig

1,25(OH),D, 7E R 5 i 8 40 M b (1) AR 0 27 0
BRI H 40 f A% N % 4K VDR 5 ¥ R I I DNA S
AMAZERTF, B 44 % D KMo (10,25(0H),D5-
responsive element, VDRE) A B{EF KA G2 F 1R
EBFE. XEEREE 1,25(0H),D, iE 57 40 i & 1.
FIRMARBETMSLES . WEREEE xR, W
70 Y 2% ARG T 1) 8 4 PR B o B R R K
R 4 ML AR R, HXT 1,25(0H),D, W5 1
FAMSURMERRE T HENZL. YRIANXFA
BURH R E 540 e i) VDR &8 5%, (ERF5TIEsE
7EDU-145 412+, VDR KR 1A & 3 AMEF LNCaP 41
Jfl. 1,25(0H),D, 7] Bf B4 LNCaP 48 i ) 34 58, 1
DU-145 4 fa %t 1,25(0H),D, AR ABURS, 2 sz 46 Bl
PR o 2R AR A 1 AT 1 AR 9 40 i X 1,25(OH),D;,
FNHIE R BURME G 2 R AT 1,25(0H),D, ANMBUK AT RE
HIMLH] o '

HEA LB/ % LB BB 5 & R S5
SR, EERAEMERREREP RIEEEEE
o BRI, MEMARKAEARKHS 2K B
WARFS, MAEH % LBLES(histone deacetylase,
HDAC) 57 # 1E1LBT 3 BRI B B Rk 4% (I FE Lo
FH 0] SEAER R EE VRS, BATH
WrTRe R B FHEA L BB R E a1, HFEEL
P EIHEIE F (n SMRT), S8/ MELE K%, H
18 VDR 5 VDRE M4 & R ER 59, M
FI T 5 55 e yeE 40 3 5 i SRR IRl (A p21PT)
B3, IXATRERCH PC-3. DU-145 & AR it
A1 B 40 Ff X 1,25(0H),D, FIFMsEEVE B AN U R =
ERE., KL% K 1,25(0H),D, 5 TSA & )5, PC-
3 4 B A AR DA K 40 R SR 3 15 218 R, BB
¥ 1,25(0H),D, £H 1 TSA 407 ¥ B A4 A, 68 TSA
A RMEEM. T H7E RT-PCR 4%+, &A1E
&I 1,25(0H),D, 5 TSA & HJG, SHEMALAML,
PC-3 40 i ff) p21°?’ mRNA Kik15%, H SMRT 1)
mRNA Fik FF%, 1 DU-145 48K p21<#'. SMRT
#) mRNA REBWHFRFHEESR . X—HH A
PC-3 41 a5t 1,25(0H),D; MUK AT e 5 EF A E
BEMA 5% 57— 77 H R BAR R R R AR K
R %1 SR 40 i, 1EL%F 1,25(0H),D, B AN EUE LI
VAR, HEE ZBHEHPHFRS 1,25(0H),D, &
FA AT LA# R PC-3 I fu%t 1,25(0H),D, ANEURH 1) £,
{EDU-145 41 i 7] 8 75 53 HABUR ML HIEAT 3 —

BHER .

CYP24 B THMEE P-450 B2k, 25T 4R
1,25(0OH),D, /K F A . 2444A 1,25(0H),D, /K F
BEh, 1,25(0H),D, &I Z 4k VDR A LL#E i xf
CYP24 # /K PHIFE, HFHREEH, LRK
CYP24 Al ¥iE A 1,25(0H),D, H C-24 £33
T AEH R IE 4L 1,24,25(0H),D,, M 4EFFA R
1,25(0H),D, 7K Fdr. 7 CERIRIE DU-145 41/
HH IH TR P ¥ T LA AT 271 R A P v ), BRAT T HE U T
R T EMAFERISS T 1,25(0H),D, K#HIEM .
EE, AL 4 A &I 1,25(0H),D, 5 TSA Bk
4 F 2540 % DU-145 40 Ffd s 40 i J8 5 BEL A 3805 A G B2
M 1,25(0H),D, 41, X i & A 7E TSA M4 &
M2 LB 3 B IPER T, Z4EERDIRE
MEMEREREEEIKE, FHHLPZ K
CYP24 RIEHG 58, 1 KBRS 44 R DB ARE F e A
g, WNmE—FHI55 T 1,25(0H),D, % DU-145
MMER . ALRERER, NEENBALE
1,25(0H),D, #4141, 5 PC-3 40 i3 #H Eb, DU-145 41
1 CYP24 ¥WHERRIE R, fEizH CYP24 ¢ tEHl
HFEERBER, DU-145 4l CYP24 Fik/KFmt
B B %K, T H 1,25(0H),D, 54 € R HEKAHY
Al P EFH] DU-145 g1 A, $iB3 7 DU-145 Xf
1,25(0H),D, AUk (1) Ji7 Rl 5 H AR B CYP24 &M
BEVHRR.

WIRTATIR, 1,25(0H),D, Y477 M 71— & I &
YER, ENKHIEFIE A 1,25(0H),D, 451 & 45 MU
B4, Tramp 50 F &1L = BEXT 43 BI#fI2 A e
F AR AT Z AR R A B RYVA T P R BR, A BA22
pg (4124 52 nmol) KIFIE S T 14 K, BH 30% M &
IR S MUAE A ks RAEIR, T LA 70 pg (4924 168
nmol) MIFIRIETT RIFERECKE FBULFIE BE LI
A MUAE . BRI, Wl R RBIER A FEEmE, X
eI 2 IR B8R, TR & 1,25(0H),D, 7E¥R
¥ Begeg o7 T R R B (BRI A TR R R 7 1) o AR SE
KR FKFIER 1,25(0H),D, 5 TSA. &4 R#HE
BoAR, BESE98 T 1,25(0H),D, 46 s rI R, Xk
% T FEWREE 1,25(0H),D, HRHBEITER .

Bz, 5@ BT IT HELE, 2 1,25(0H),D,
BT R e TR AME N, X B ERIER T H
2R vE. X 1,25(0H),D, HUE L& K H 224
BREIA P77 REENTR, B 4 H N T IRRIEST
B R O 2 B ML AKE .
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Trichostatin A and Genistein Enhance the Anti-proliferative Effect of
Vitamin D on Prostate Cancer Cells

Wei Liang, Jie Zheng*
(Department of Pathology and Pathophysiology, School of Basic Medical Science, Southeast University, Nanjing 210009, China)

Abstract  To investigate the effect of vitamin D on vitamin D—insensitive prostate cancer cell lines by co-
treatment with trichostatin A (TSA) and genistein and the possible mechanisms. MTT assay and flow cytometry
showed the growth inhibition rate of combination of 1,25(OH),D, and TSA in PC-3 cells, and that of combination of
1,25(0OH),D; and genistein in DU-145 cells were both higher than that of using 1,25(OH),D, alone. Compared-to
using 1,25(0OH),D, alone, co-treatment with 1,25(OH),D, and TSA induced Gy/G, phase arrest in PC-3 cells. By
contrast, this effect of cell cycle arrest was weaker in DU-145 cells. RT-PCR showed 1,25(OH),D, induced p21°¥!
mRNA expression in PC-3 cells by co-treatment with TSA, but not in DU-145 cells. Furthermore, the SMRT mRNA
expression of PC-3 cells was higher than that of DU-145 cells, and the CYP24 mRNA expressed higher in DU-145
cell than that in PC-3 cells. TSA and genistein inhibited the expression of SMRT and CYP24 mRNA, respectively. In
addition, ELISA demonstrated that genistein down-regulated CYP24 protein levels of DU-145 cells obviously. This
investigation indicated that the mechanism for 1,25(OH),D;-insensitivity in prostate cancer cells was different. TSA
could enhance the anti-proliferative effect of 1,25(0OH),D; on PC-3 cells, while genistein could make the same effect
on DU-145 cells. These findings may provide novel chemotherapeutic regime for 1,25(OH),D;-insensitive cancers.
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