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ABSTRACT - The trace element nutrient selenium discharges its well-known nutritional anti-tumor activity.
Converging data from epidemiological, ecological and clinical studies have shown that selenium can decrease the risk
for some types of human cancers, especially those of the prostate, lung, and colon. Mechanistic studies have indicated
that selenium has many desirable attributes of chemoprevention targeting cancer cells through DNA single strand
breaks, the induction of reactive oxygen species. However, there is no reports about the relationship between meth-
ylseleninic acid (MSeA), one of methylselenol metabolites and cell cycle arrest in LNCaP human prostate cancer
cells. Our data showed that MSeA arrested G1/S pahse of cell cycle arrest and inhibited DNA synthesis in LNCaP
cells and those cellular events by MSeA were due to the induction of p27 protein which is a well-known cyclin-depen-
dent kinase inhibitor. Taken together, cell cycle arrest occurred by MSeA may contribute to the growth-inhibition of

prostate cancer cells.
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Fig, 1. Effect of MSeA on cell cycle progression of LNCaP human prostate cancer cells. LNCaP cells were treated with 5 pM of MSeA
for 12, 18 and 24 hr. Both floating and attached cells were collected and processed: for an analysis of cell cycle regulation as described in
"Materials and Methods™
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Fig. 2. Effect of MSeA on DNA synthesis of LNCaP human prostate cancer cells using BrdU staining. LNCaP cells were treated with

5 uM of MSeA for 12, 18 and 24 hr.
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Fig. 3. Effect of MSeA on the levels of the proteins involved in
the regulation of G1/S transition. Immunoblotting for p21 and
p27 using lysates from control and MSeA-treated LNCaP cells.
Actin was used to normalize the protein loading from each treatment.
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