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CLD-401: Systemic tumor priming with targeted IL-15 superagonist delivery.

RedTail is a next-generation gene therapy platform designed for systemic
delivery with enhanced tumor-selective targeting. We previously developed

IL-15 Superagonist: Proven activator of immunity

Identifying a Novel Vaccinia Virus Strain with Enhanced EEV Production

IL-15 Superagonist produced by CLD-401 shows functional activity

. . . IL-15 Superagonist
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generation cytokine known to activate and expand natural killer (NK) cells and
CD8+ T cells—both critical for antitumor immunity and with demonstrated

Vaccinia Viruses are genetically engineered to express TurboFP635 (red fluorescence). »  CLD-401: IL-15 superagonist chosen as genetic medicine payload
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»  Insitu delivery of IL-15 superagonists maximizes therapeutic window.

Generation of Tumor selective RedTail virus

CLD-401: First Lead Candidate from RedTail platform

Enhanced Therapeutic activity with In Situ IL-15 Superagonist Expression

Ex-Vivo Signals (Mean Radiance)

A major mechanism of resistance to PD-1 therapy is B2M/HLA loss which prevents CD8 T-cell
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» Targeted tumor cell lysis and immune priming — "y innate and adaptive immune responses to the > Additional payload(s) to impart new biology

» IL-15 superagonist (IL-15 SA) production at the tumor
» Induces innate and adaptive response to the tumors leading to
complete responses

Overexpression of CD55 on EEV membrane protects against complement inactivation and enhances immune

evasion. IMV denotes intracellular mature viruses.

These findings indicate tumor-specific biodistribution and localized IL-15SA expression,
supporting systemic administration with minimal off-target exposure.
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» Immunosuppressive payloads
for Inflammatory and immunologic I&I disease

Legal Disclaimer: Forward-Looking Statements: This poster may contain forward-looking statements for purposes of the “safe harbor” provisions under the United States Private Securities Litigation Reform Act of 1995. Any forward-looking statements contained in this poster are based on Calidi’s current expectations and beliefs concerning future developments and their potential effects. There can be no assurance that future developments affecting Calidi will be those that it has anticipated. Any forward-
looking statements involve a number of risks, uncertainties (some of which are beyond Calidi’s control) or other assumptions that may cause actual results or performance to be materially different from those expressed or implied by these forward-looking statements. Other risks and uncertainties are set forth in the section entitled “Risk Factors” and “Cautionary Note Regarding Forward-Looking Statements” in the Form S-1 registration statement filed with the SEC and dated October 6, 2023.
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