Optimizing the phototherapy effects of metallodrug photosensitizers

for cancer treatment
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k Rl FonanamaniiS and delivery scheme play an important role in optimizing PDT effect. The gold standard
S — B e ICD confirmation in vivo (vaccination) showed anti-tumor effects with the PSs tested. We
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will further probe the relationships between the PSs and light parameters that yield
optimal in vitro production of immunogenic cell death (ICD) hallmarks and determine
whether they eradicate tumors and result in antitumor immune responses in vivo.
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