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Forthcoming Special Issue

This special issue will be offering a synopsis from the WCLC 2018 that
will be held in Toronto, in September of this year. The report promises to
make for stimulating reading, as the WCLC Congress itself draws on
the input from a number of partner organizations, representing a
multidisciplinary approach to cancer treatment and care.Again, lung '

cancer will be at the heart of this special issue.
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