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Mantle cell lymphoma (MCL) is an aggressive tumor and is characterized by deregulated
growth and resistance to apoptosis. Reactive oxygen species (ROS) are important signal
transduction molecules in regulation of MCL cell growth, differentiation and
apoptosis. ROS generated by Nox2, at least in part, transmit cell survival signals through
the AKT- ASK1 pathway in MCL cells and their depletion leads to apoptosis.
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