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Abstract

AIM: To investigate the effect of sodium
orthovanadate (SoV), an inhibitor of phosphatase
of regeneration liver-3 (PRL-3), on the migration
of Colo-320 colon cancer cells.

METHODS: The expression levels of PRL-3
protein in seven colorectal cancer cell lines were
examined by Western blot to screen the line with
the highest expression of PRL-3 protein. The
screened cell line was employed in subsequent
drug intervention experiments. A scratch wound
assay was performed to examine the effect of
SoV (at a dose of 0.5 umol/L) on the migration
of Colo-320 cells. The migration distance of cells
was determined under an inverted microscope.
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The expression of PRL-3 mRNA in cells treated
with SoV was detected by in situ hybridization.

RESULTS: Western blot analysis indicated that
the colon cancer cell line Colo-320 had the high-
est expression level of PRL-3. The scratch wound
assay showed that the migration distance of
Colo-320 cells treated with SoV for 48 hours was
significantly lower than that of control cells. The
migration rate of SoV-treated cells was also sig-
nificantly lower than that of control cells (2.84
6.78 um/h vs 39.12 + 10.11 um/h, P < 0.00001).
In situ hybridization analysis showed that PRL-3
mRNA was highly expressed in control cells but
not in SoV-treated cells.

CONCLUSION: SoV can effectively inhibit the
migration of Colo-320 cells perhaps through
downregulation of PRL-3 mRNA expression and
suppression of PRL-3 catalytic activity.
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