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Suppression of Recombinant Secreted Human Prostate Secretory Protein of 94
Amino Acids( rsHPSP94 ) on Prostate Cancer Cell PC-3

GUO Cong—hui] , TIAN Chang—sheng] , ZHAO Dan', GAO Rui—juan] , TAN Yan?, JIANG Yan—fangz, DI
Qian' , ZHAO Xue-jian'( 1. Department of Pathophysiology, School of Basic Medical Sciences, Jilin University
Changchun , 130021, China; 2. Department of the Center Laboratory, First Clinical College, Jilin University )

[ Abstract ] Objective: To investigate the effect of purified recombinant secreted human prostate secretory protein of 94
amino acids ( sHPSP94 ) on the growth of androgen-independent human prostate cancer cells ( PC-3 ) and its potential
mechanism of action. Methods: Cell growth inhibition rate was determined by MTT and cell cycle distribution was ana-
lysed by Flow cytometry( FCM ) . Results: rsHPSP94, in a dose- and time-dependent manner, inhibited the growth of PC-
3. Flow cytometric analysis showed that rsHPSP94 arrested the cell cycle in the G, -phase and induced the cell apoptosis
after treatment for 48 h. Conclusion: These results suggest that rsHPSP94 can inhibit the growth of PC-3 by arresting the
cell cycle in the G, -phase.
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Fig.1 The SDS-PAGE and Western blot
analysis of secreted PSP94 protein
Lane M: Protein marker; 1,6: Supernatant fluid of bacteria
JM109 with rsHPSP94; 2,7: Periplasm of bacteria JM109 with
rsHPSP94; 3,8: Periplasm of bacteria with pBV220; 4: Bacte-
ria HB101 with rsHPSP94 ; 5: Bacteria JM109 with rsHSPP94

2.2 PSP94 X} PC-3 (U4l F

ACE 2) AT LA W, 4L PSPo4 it i 4] i 3
YRR PC-3 1 58 A7 30 i A 1, L 52 550 o 0 B[R] 442 5t
P
2.3 a4 MUAKE I rsHPSPO4 X PC-3 2 fitg J& 351 %
i k1),

H2 1 AT WL PSPo4 A FRANMLSS , S, G, + M HAZH i
B, G, WA M ] W 2 AEH] 48 h e, LA
TZo DNA &34 an( 18 3 )R .

2.4 YifIB A EAEAk

3 BUR R M rsHPSPO4 1 ] 48 h i 1Y 41 it &

T i BT WS, XoF B L 41 A BE A IR R4



.96.

v e A iR T 2% AR 2002 Jun; 9(2)

ZRHRIE , KN A8 M, o] WA 53 40 5 T /N7
I PSP94( 1 x 10 ~® mol/L )/ FHI 4 4H i %5 B 4 % FR 21
AR B /N, 3K TG B AR Ak R i PSPO4( 1
x 10 —4 mol/L )VE 41 3 B A 41 A £ B WA 1 sk /b, 1
BAFN, AR R4 £ | H e Py ik £ .
I i .

A I3 00 26 A ( PSP94 )2 1ij 41 i R 1 b 1 40 i
B A A P EL AT 00 ) G B 9 P ) B 1T R ) X
Tl 2 AR iy 27 g v 0 A IR 32 AT R %
VELI2T D E N AN G T PSPY4 [ RFSY A £, 1988 4 Li-
nard ¥ PSP94 %t X B 20 3] Bluescribe [§i k7 Hf A FH K
FFBEATHR I (07 B AR , AU i S kLS 51996

A Xuan ¥f PSPO4 FE[H 44 2 KA GST Bl 2 H
SR Feef TRk 0 B A E E h PSPY4 Y Alifk T

2 rsHPSPY94 {EF 48h 3T PC-3 ZRABRIHIHIZR( % )
Fig.2 The inhibitory rate of PC-3 cell after
treatment with PSP94 for 48 h
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Tab. 1 The cell cycle change of PC-3 cells after treatment with rsHPSP94( x =5 )

Groups Gy/G,( % ) G,/M( % ) S(% ) Apoptosis( % )

Control 47.99 +2.3 5.35+0.9 46.65 +3.8 0.64 0.2
PSP94( 24 h ) 78.52 £3.4% 12.1+0.8% 9.70 +0.6% 0.95+0.1%
PSP94( 48 h ) 85.0£2.9% 5.67 £0.6% 9.33+0.7% 5.12 £0.3%

AP <0.05 vs control

El3 PC-3 4l DNA 2EHNT
Fig. 3 DNA contents frequency hisograms of PC-3 cells
A: Control; B: The cells were exposed to rsHPSP94( 1 x 10 ~* mol/L )for 24 h;
C: The cells were exposed to rsHPSP94 ( 1 x 10 ~* mol/L )for 48 h; =>: Apoptosis peak
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