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Rutherrin® Activated by Radiation Therapy Induces Synergistic Tumor Regression
=S4  through Direct Destruction and Immune Activation in Multiple Preclinical Cancer Models

MED:\ICQ\'/QVE@;%E%ZL&RING Mark Roufaiel lI Pavel Kaspler ll Roger DuMoulin-White ll and Arkady Mandel g 1Theralase Technologies Inc., Toronto, Ontario, Canada.

era

Destroying Cancer at the Speed of Light
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Background

Ruvidar® (TLD-1433) is a light-activated small
molecule under clinical investigation for the
treatment of adult patients with high-risk Bacillus

Results: In vitro studies continued Sub-Cutaneous colorectal CT26 Mouse Model

* Mice pretreated with Rutherrin® showed 3 times more regression versus radiation alone.

e Rutherrin® increases ROS production with increasing radiation energy,
* Upon rechallenge of treated mice, higher protective immunity was also observed.

likely due to increased Cherenkov light production.
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Figure 1: Cell kill with the addition of Rutherrin® to radiation treatment checkpoint makers (CD47 and PD-L1) expression. E) Chemokine and cytokine gene expression. Figure 6: A) Drug concentration in tumour or normal lung samples. B) & C) Tumour volume and Kaplan-Meier survival.



