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RedTail is a next-generation gene therapy platform that combines systemic
delivery with high payload expression. The platform uses a tumor specific,
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CLD-501: Tumor-localized Expression Of Dual Payloads IL-15 Superagonist and TCEs

CLD-401: Tumor-Localized Expression of an IL-15 Superagonist

IL-15 Superagonist: Proven Activator of Immunity

IL-15 is a powerful growth factor for NK
cells (innate) CD8+ T-cells (adaptive)

In Situ T-cell Engagers were specifically
designed using the RedTail platform to
overcome these challenges .

T-cell engagers (TCEs) have faced obstacles in
the treatment of solid tumors

——

replicating extracellular enveloped vaccinia virus (EEV) expressing a chimeric
form of CD55, providing resistance to complement and neutralizing antibodies
and enabling systemic administration. The viral genome can be engineered to
express immune activating payloads such as an IL-15 superagonist (IL-15 SA) and
tumor-targeting bispecific T-cell engagers (TCE) for localized production within

IL-15(N72D)

Unlike IL-2, IL-15 does not expand Tregs
or induce activation-induced T-cell death
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the tumor microenviroment (TME). Tumor selective viral amplification induces lAVGF lAJZK lAA%R //
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immunomodulatory payloads, such as IL-15 SA and TCEs, directly into tumors, ( I ) Q ——
g E T-cell infiltration and IL-15 SA TCEs

altering the composition of the TME and potentially overcoming long-standing
challenges with T-cell engagement in solid tumors.

immune priming in TUMOrs  (hiL-15(N72D) Superagonist) (Bispecific T-cell engagers)

O Insufficient TCE accumulation in the TME limits efficacy » High TCEs expression in the TME

: . O Low quantity and dysfunction of T cells within the TME » High Recruitment and activation of NK, T cells s /
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Cancer cell
cell

amplification of CLD-401 in EMT6 breast

Novel Extracellular Enveloped Vaccinia Virus Designed For Systemic Delivery cancer model. Single dose of CLD

Intracellular

Extracellular

During infection, >99% of virus is Intracellular
Mature Virus (IMV), <1% the Extracellular Enveloped
Virus (EEV)

RedTail vaccinia virus is selected for:

High production of extracellular enveloped virus
(EEV), which resists complement-mediated
neutralization and is crucial for long-range viral

401 showed selectively accumulates and
amplifies in bilateral subcutaneous EMT6
tumors, as visualized by TurboFP635 (top).
gPCR of viral DNA and IL-15 SA expression
confirmed strong virus amplification and
transgene accumulation in tumors with
negligible levels in the liver and lung, and
trace amounts in the ovary (bottom).

TROP2: A Clinically Validated Tumor Antigen For Targeted Therapies
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Expressed TCE Mediates T-cell Activation And Tumor Cell Killing
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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

human serum
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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 Company's Form 10-K filed on March 27, 2026, as may be amended or supplemented by subsequent filings we make with the SEC from time to time.
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