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these new therapies. Furthermore, these response rates are obtained at the cost of substantial toxicities to the patient. As a
result, there remains an urgent need for the development of novel therapies to manage patients with metastatic or high risk,
locally advanced RCC. One such concept would be to develop an immune based therapy that is also molecularly targeted.
The objective of this clinical trial, therefore, is to test a novel tumor vaccine developed in our laboratory that is capable
of inducing a specific immune response against RCC tumors in patients who have been carefully selected as those most
likely to respond to the experimental therapy. We propose using patients’ own immune cells that have been genetically
engineered to express a protein consisting of carbonic anhydrase IX (CAIX), a novel RCC associated protein that is
expressed in almost all RCC tumors and which is linked to GM-CSF, a potent immune stimulator which is capable of
amplifying a CAIX-specific immune response. Based on our preliminary data we believe that the fusion protein, GM-CAIX, will
provide added benefit and potency as compared to the use of either agent alone. The clinical protocol consists of a phase I/l . . p - -
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criteria.” As CAIX is expressed by other solid tumors in the context of tumoral hypoxia, an effective CAlX-based vaccine .
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