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Fig. 6. Model for molecular mechanisms regulating myotube elongation. MCAM s transiently
enriched at one end of an elongating myotube where it enables cell adhesion to the extracellular
matrix. The opposite leading edge can move forward to lengthen the cell. MCAM interaction with
MSN enables directed orientation of actin cytoskeleton in the direction of cell elongation plane.
Polarity pathway components SCRIB and VANGL2 colocalize with MCAM, whereas PAR3 is
retained in the cytoplasm. In the absence of MCAM MSN loses its asymmetric distribution and
consequently actin cytoskeleton fails to be polarized. In MCAM knockout cells SCRIB and VANGL?2

lose asymmetric distribution and PARS3 is targeted to broad areas in the cell cortex.
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