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Table 6: Comparison of tumor
marker levels before and after
Bria-IMT regimen.

BACKGROUND
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+IFNa). CA27.23 %0 available E 50 HR 0.66 (CP! first to SV-BR-1-GM first) E 50 o
CA 153 17 0 9.7 = HR 1.51 (SV-BR-1-GM first to CP!I first) =
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On going, prospective, phase 1-2 with randomized phase 2 cohort (NCT03328026; 2018-present) using the Bria-IMT Conclusion: Bria-IMT x ﬂ o 0S median 13.4 months
regimen with a PD-1 checkpoint inhibitor (CPI); cycles every 3 weeks; 54 patients dosed to date. The regimen includes combination therapy is able O o
cyclophosphamide 300mg/m? LV., 48 hours prior to irradiated SV-BR-1-GM intradermally (~20 x 10° cells), followed to induce CD8+ T cell o 0 1 . . o 0 T T T l |
by IFNa at each inoculation site 2 days afterwards. Candida skin test was performed at cycle 1 to evaluate anergy. SV- infiltration into metastatic 0 5 10 15 J S 10 15 20 25
BR-1-GM delayed-type hypersensitivity (DTH) skin test is done by intradermal injection of a test dose of SV-BR-1-GM at breast cancer tumors. Months Months
every cycle pnor to_ fl_]” dose SV-BR-1-GM inoculation. Two formulatl.ons were evaluated; with ar.ld WIt.hOUt IFNY p[‘e_ For comblementarv studies on Figure 2: Kaplan-Meier curves presenting available data on progression Figure 3: Kaplan-Meier curves presenting available data on overall
treatment of SV-BR-1-GM cells. Two treatment sequences in randomized cohorts were evaluated; CPI first vs SV-BR-1 P Y free survival (PFS) for patients enrolled in BRI-ROL-001 trial. survival (OS) for patients enrolled in BRI-ROL-001 trial.
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GM first.

Conclusion: No statistically significant difference in PFS Conclusion: OS for all patients is 13.4 months in this
treating with CPI or SV-BR-1-GM first in this interim analysis. interim analysis.

RESULTS
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Conclusion: Clinical benefit was seen in 47% of evaluable
patients, including those with HR+ and TNBC disease

Conclusion: Treatment with the Bria-IMT regimen with an immune

tumor size than the formulation
CPI was generally well tolerated.

with  IFNy treatment (not
shown). The formulation without
IFNy treatment is being used in all
future subjects and trials.

Conclusion: The trend observed in available data from evaluable patients indicates that induration and/or erythema
2 5mm are predictive of an enhanced Disease Control Rate compared to those with induration or erythema < 5mm.
These findings imply a correlation with local immune response and improved outcomes. Further investigation into
the underlying mechanisms could provide valuable insights into patient stratification for treatment, potentially
leading to more personalized and effective clinical approaches.

Mean Change from Screening NLR values through cycle 3,

IFNy. 6 of 8 subjects with
available data had no
progression or death
compared to 2 of 7 using a
IFNyY exposed cell formulation

Asterisk (*) denotes patients
who are actively enrolled in
the trial and are currently
receiving treatment.

Table 5: Overall Survival (OS) analysis using Cox Proportional
Hazards Regression Model

Table 4: Progression Free Survival (PFS) analysis using Cox
Proportional Hazards Regression Model
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PFS analysis Cox PH Regression Model OS analysis Cox PH Regression Model by Sequence Group 100 : 2 3 46 & 7T 3 (Fisher's Exact p = 0.057)
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Parameter Estimat P-value Parameter Estimat P-value RS Change from  treatment was associated
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NLR Basel; 011531 0.0442 NLR Baseli 001221 0.8616 § 0 Through Cycle benefit. Sequencing SV-  Most patients who had failed prior CPI therapy showed improved PFS compared to patient's last regimen.
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(lower), and induration (>5 mm), were significant in data in evaluable patients. * These preliminary results will be confirmed in an ongoing randomized phase 3 pivotal registrational trial (NCT06072612).

predicting improved PFS (available data in evaluable patients).
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