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Cancer metastasis is the major cause of death among cancer patients. Inhibition
of this process should serve as an effective strategy to reduce death rate in cancer
patients.

Highly metastatic cancer cells are different from poorly-metastatic and non-
metastatic ones in a number of ways. Some of these include increased motility,
protease secretion, angiogenesis and cell shape change, all of which imply increased
myaosin activity, rendering cancer cells to acquire the metastatic phenotype.

Myosin activity is stimulated by phosphorylation of the regulatory subunit,
namely the MRLC (myosin regulatory light chain). In this project, we attempted to
understand if MRLC phosphorylation is activated in metastatic cancer cells, and how
this activation attributes to cancer invasiveness by assessing the effect of inhibiting
MRLC phosphorylation on cancer cell invasion in vitro using chemical inhibitors.

Data from 2 prostatic adenocarcinoma cell lines with different metastatic
potentials and 2 MLCK inhibitors showed a consensus result that reduction of MRLC
phosphorylation parallels a decrease in cancer cell invasion without significant effects
on cell survival, gelatinase secretion and adhesion to matrigel surface; but with marked
reduction in cellular motility. These data are, nevertheless, not unexpected given the

well-defined role of MRLC phosphoryiation in normal celis.

Keywords: cancer, metastasis, invasion, myosin, phosphorylation



