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Inhibitive effect of juglone on prostate cancer PC-3 cells
FANG Fang* , WANG Li-guo, ZHANG Wei, et al ( * Department of Pathogenicity, Jilin Medical College, Jilin, Jilin
Province 132013, China)

Abstract : Objective To explore inhibitive effect of juglone on prostate cancer PC-3 cells. Methods The 3-(4,5
dimethyl-2-thiazolyl ) -2 ,5-diphenyl-2H-tetrazolium bromide ( MTT ) assay was used to determine the growth of PC-3 cells
treated with different concentrations of juglone. The induction of apoptosis was detected by flow cytometry with annexin
V-FITC/PI staining. Western blot was used to detect the expression of apoptosis-associated protein of B-cell lymphoma
(Bcl-2)and Bcel-2-associated X protein( Bax). Results Juglone could significantly inhibit the growth of PC-3 cells in
dose-dependent manner with the inhibition ratios of 20. 6% ,39.7% ,57.3% ,and 66. 2% , respectively. Flow cytometry
detection showed that the early and late apoptosis rates of PC-3 cells treated with juglone of 25,50 ,and 100 wmol/L were
7.37% and 2. 07% ,11.03% and 5.8% ,and 18.62% and 8.54% , respectively, and higher than those of the control
group( P <0.05). High dose of juglone( =50 wmol/L) could reduce the expression of apoptosis-regulated protein Bcl-2
and increase the expression of apoptosis-regulated protein Bax( P <0.05). Conclusion Juglone can suppress the growth

of PC-3 prostate cancer cells.
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Effects of adenosine on lipopolysaccharide induced myocardial cell hyper-

trophy in neonatal rats
YANG Li-ru”, YANG Yu-hong, LIANG Ling-jun, et al ( * Department of Pharmacology, Liaoning Medical College,
Jinzhou ,Liaoning Province 121000, China)

Abstract : Objective To investigate the effects and mechanism of adenosine ( ADO) on lipopolysaccharide ( LPS ) -
induced neonatal rat cardiomyocyte hypertrophy. Methods The hypertrophy of primary cardiac cells of neonatal rat was
induced by 1 mg/L LPS and the effect of different concentrations of adenosine on cardiac hypertrophy was observed. The
size of cardiomyocytes was measured wtih a computer photograph analysis system and the expression of atrial natriuretic
peptide mRNA was determined by reverse transcription PCR. Toll like receptor 4 ( TLR4 ) and tumor necrosis factor-a
(TNF-« ) were determined with western blot and enzyme-linked immunosorbent assay. Results  Adenosine inhibited
lipopolysaccharide-induced cardiac hypertrophy , with the decreased volume of 15. 6% ,27. 1% ,and 32. 8% for low ,mod-
erate,and high ADO treament compared with that of model group( P <0. 05 for all). The expression of atrial natriuretic
peptide mRNA also decreased( P <0.01). ADO treatment abolished the inflammatory response induced by LPS, which
was partially via attenuating TLR 4 signal pathway (P <0.05). The TNF-a decreased obviously by 56.3% ,67. 8% ,and
72.9% at ADO doses of 0.25,1.00,and 4. 00 mg/L( P <0. 01 for all). Conclusion Adenosine has a protective effect
on LPS-induced cardiac hypertrophy. The mechanism may be related to the inhibition of TLR 4.
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