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Chemosensitivity screening of tumor cells
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respiratory epithelium has long impeded the progress of RRP research and
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generalized to other cases of pulmonary RRP.

After.3 months of treatment with. vorinostat, CT sca.ns slfn(.)wed reg.ress.ion after 3 months -Mutation of the HPV-11 L1 promoter and E6/E7
of existing pulmonary tumors, with no new lesions identified. A lesion in the of vorinostat oncogenes in this patient’s pulmonary tumors may
CASE PRESENTATION right Iower lobe demonstrated a measurfflble decrease betweeh January demonstrqted contribute to the clinical aggressiveness of his disease.
and April 2011. Two lung tumors and 1 hilar lymph node, considered reduction in .Chemosensitivity screening identified vorinostat as a
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including tracheostomy and multiple thoracotomies. Previously, he months of vorinostat treatment. Throughout and following 12 months of sjze. pulmonary disease after a 12-month course of treatment.
received treatment with interferon (1996-2010), methotrexate (2001-2003), treatment, tumor sizes In the lungs have remained stable, with most recent
Intralesional cidofovir (2007-2010), and intralesional bevacizumab (2010). measurements taken in April 2012. The patient tolerated the therapy well,
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