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Biodistribution and shedding analysis following treatment with RP1 oncolytic immunotherapy in the skin cancer patients

from the IGNYTE clinical trial
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Background

« RP1 is an enhanced potency oncolytic version of herpes simplex virus 1 that
expresses the human granulocyte macrophage colony stimulating factor and
the fusogenic protein GALV-GP R- [1].

 IGNYTE is a phase 1/2 open label, multicenter, dose escalation and expansion
trial (NCT03767348) evaluating the safety and efficacy of RP1 in combination
with anti—PD-1 inhibitor nivolumab in a range of tumor types [2].

« Here, we present the biodistribution and shedding analysis from patients
(n=61) enrolled in the phase 2 cutaneous melanoma and anti-PD-1 naive non-
melanoma skin cancer (NMSC) cohorts of IGNYTE trial.
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Objective

To assess the biodistribution and shedding patterns of RP1 from the
patients enrolled in the cutaneous melanoma and anti-PD-1 naive non-
melanoma skin cancer (NMSC) cohorts in the IGNYTE trial.
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Figure 2. RP1 DNA levels in blood

Results

Figure 4. RP1 DNA levels from the exterior dressing
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BQL=below quantitation limit; C#D#=cycle number, study day number; FU=follow-up; hrs=hours; N=number of patients tested;

BQL=below quantitation limit; C#D#=cycle number, study day number; FU=follow-up; hrs=hours; N=number of patients tested;
n=number of patients with VO DNA Virus Level equal to or above the lower limit of quantification; LOQ: limit of quantification

n=number of patients with VO DNA Virus Level equal to or above the lower limit of quantification; LOQ: limit of quantification

Sample and patient incidence of RP1 DNA detection
Table 1: Patient incidence of RP1 DNA detection

Overall
N=61, n1/n2 (%

HSV-1 seropositive
N=14, n1/n2 (%

HSV-1 seronegative
N=14, n1/n2 (%

Blood 8/11 (72.7) 0/42 (21.4) 17/53 (32.1)
Urine 0/11 (0.0) 0/42 (0.0) 0/53 (0.0)
Mucosa 1/11 (9.1) 7142 (16.7) 8/53 (15.1)

17/42 (40.5) 27/53 (50.9)

Injection site 10/11 (90.9)

Dressing exterior 3/11 (27.3) 5/28 (17.9) 8/39 (20.5)
Table 2: Sample incidence of RP1 DNA detection
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Blood, urine, and swabs from the exterior of occlusive dressings, the surface of n=number of patients with VO DNA Virus Level equal to or above the lower limit of quantification; LOQ: limit of quantification with 8/53 (15.1%) patients and 9/483 (1.9%) samples testing positive for RP1 DNA (Table 1-2).  QOverall, the data suggests that the pOSSIbIlIty of transmission of RP1 to patients
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samples were further tested for infectious virus in validated 50% tissue culture infective

dose (TCID50) assay.
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dressings, 9 from the oral mucosa) which tested positive for RP1 DNA were assessed for the
presence of infectious virus by the TCID50 assay and all tested negative for infectivity.

Injection (Figure 3). During the safety follow-up period, RP1 DNA was only detected on the
surface of injected lesions and not at any other sites.
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