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Autophagic behaviorin skeletal muscle cells
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Autophagy represents a physiological mechanism responsible for cell homeosta-
sis and its deregulation is involved in several conditions related to muscle mass loss
such as aging, anorexia, inflammatory diseases, cancer, disuse and immobilization (1).
In our previous work, double membrane vesicles, suggestive of autophagy, appeared
after chemotherapeutic treatments in C2C12 myotubes (2). Here, to better under-
stand the autophagic behavior, skeletal muscle cells have been exposed to cisplatin,
etoposide and staurosporine and their effects have been investigated by means of
morphological, cytofluorimetric and functional analyses. Ultrastructural observations
evidenced the presence of autophagic vacuoles containing abnormal mitochondria,
nuclear materials and membranes. Flow cytometry evaluation of lysosomal compart-
ment stability revealed an autophagic pattern increase, particularly after cisplatin and
staurosporine exposure, suggesting the presence of a cell death mechanism. Since
autophagic deregulation is involved in different muscle diseases, further studies are
in progress to evaluate possible strategies, such as protein ipo/iper supplementation,
to prevent the abnormal autophagic activation induced by chemical triggers, which
lead to muscle atrophy (3).
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