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» 2-week rest period between cycles ° GOOd durable SD, With 294.3% after 4
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This first-in-human (FIH) phase 1 part A dose escalation study partial response (-43.0 %) after 5 cycles.

enrolled patients with previously treated advanced NSCLC, pancreatic pationt ved 6 cycles of treatment (36
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(PANC), or colorectal (CRC) cancer, with or without KRAS mutations. weeks) before PD in July 2020 (new lung

Followed traditional 3+3 design, and five dose levels were evaluated. lesion and targets increasing 9 mm).
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Study Design

This FIH study with NBF-006, a novel RNA-based
therapeutic, demonstrated a favorable safety profile
 No DLTs or treatment-related SAEs were observed
 Only 1 patient with infusion-related reactions, which
was clinically well managed
NSCLC disease control rate of 55% (6/11) was observed in
* Radiotherapy to treat heavily pre-treated patient population

* Cohort 5 (1.6 mg/kg) Baseline (05/05/2021)  Follow-up 3 (09/10/2021) Follow-up 5 (12/03/2021)
e 6 prior lines of systemic

treatment

Part A: Dose Escalation

e Good durable PR; continued
through end of cycle 6 scan
(29-DEC-2021).
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hemoptysis in January 2022
(Target lesion 1).

NSCLC partial response and unconfirmed partial response
rate of 18% (2/11) was observed

e Continued treatment until . . )
NBF-006 demonstrated dose-proportional increases with no

June 2022 (PD; new
lesions).
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