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Abstract; This article was aimed to detect antimony content in the serum of healthy controls (HC) and prostate
cancer (PCa) patients, and investigate the role and molecular mechanisms of antimony-induced PCa progression.
We analyzed the concentration of antimony in the serum of HC and PCa patients with ICP-MS, and evaluated the
toxicity effect of antimony on PC3 cells by MTT and Alamar-blue assay. In addition, the cell proliferation (cell
counting and colony formation tests) and lipid metabolism rates (determined by intracellular triglyceride production)
of PC-3 cells in response to non-toxic dose of antimony exposures were also analyzed. And our results showed that
the serum concentration of antimony in PCa patients were significantly higher than those in healthy controls (P<0.05),
and high dose of antimony could markedly inhibit cell viability in a dose dependent manner. However, cell prolifera-
tion rates and intracellular triglyceride levels of PC-3 cells were all obviously enhanced in response to non-toxic dose
of antimony (P<0.05). Taken together, our results suggested that serum antimony content was relatively higher in PCa
patients than in those of healthy controls, and the mechanism may be attributed to that accelerated intracellular lipid
metabolism (especially to triglyceride metabolism) rate promoted the progression of PCa when in response to antimo-
ny. Thus, our results may provide a promising clue for the prevention and treatment of PCa in the future.
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1 ##l57i% (Materials and methods)
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AT 96 20 L PC-3 15 3% T RPMI 1640 1555
Ferp JEAIN 10% BG 4R I0LE (1% 100 U-mL "' %5 &K -
WERR BT 37 CIHIR 5% CO, By 5 3546 v A%
REEF
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13.6 it

PC-3 ZifILL 5 000 4>« L Y %5 FE 8280 T 24 L
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2 %53 (Results)
2.1 IR A 5
Wi ICP-MS K il J5 % PHL, PCa 41 IfiL i H &5 4>
JE B & I W T HC (29551 20% )(6.23 ug -
L', LLK 5.05 wg-L", P<0.05, & 1), Ay em
8 =

P<0.05

»

antimony/ (pg-L")
S

MFESRERE/ (ug' L")
Concentration of serum

HC PCa
(n=60) (n=90)

E1 mFEPHHENER
(HC: healthy control; PCa: prostate cancer)
Fig. 1  Content of antimony in serum

(HC: healthy control; PCa: prostate cancer)
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Table 1 Program of microwave digestion
‘ FHE i /min ‘ {56 il fmin
TH A2 B BRIFEW FIHIZ/% AL/ C i
Temperature Maintenance
Step Max power/W Use ratio/% Temperature/°C
rise time/min time/min
1 1 600 100 10:00 120 6:00
2 1 600 100 4:00 120 6:00
3 1 600 100 4:00 180 5:00
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FEHE(IC,, )M 32 pg-mL" ;78 APT WJE N 0.5 pg-
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WM, Y APT ¥ KT 8 pg-mL' i}, PC-3 4
A G 132 B BH 530 ] (P<0.05, &l 2), MTT B A1
Alamar-Blue £ A5 45 S HE AR —FL
2.3 itk

SRR 0.5 wg-mL ' fl 2 wg-mL" APT(ER:
PEF )L FE PC-3 400 24 h A1 72 h J5 #E4T 403
AR TR 05 pg-mL' 12 pg-mL" APT %&52 72

h J5 2 B A1 A0 i A5 P S 22 T B YR 4300 R
20% F1 26% (P<0.05)(KI 3).
P<0.05
120 A I
90 -

4~

HEIE T1/%
Cell viability/%
D
(=]

w
(=)

0 0.5 2 8 16 32

AR/ (ng-mL")

Antimony potassium tartrate/(ug-mL™")

2 MTT ;&7#0 Alamar-Blue 3£ # i 28 A ER 56 $8 %
PC-3 407 ST SR
Fig.2 The toxicity effect on PC-3 cell viability detected by MTT

and Alamar-Blue assay induced by potassium antimony tartrate
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Fig. 3 Result of cell counting of PC-3 cells after the

exposure of potassium antimony tartrate

2.4 ZHMEEASERETE LR
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T35 % FRATAH b . 25 1 i (1A R B Sk 398 K L 240 o %k
RIS ) (A 4),

XA
Control group

B4 BABREEHEXT PC-3 YR85 BE R A RE 71897208 ( 200 )
Fig. 4 Effect on PC-3 cells colony formation capability

PR
Treated group

induced by potassium antimony tartrate (200x)
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Fig. 5 The production of intracellular triglyceride of PC-3

cells induced by potassium antimony tartrate
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