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Background — Defining how IMM-101 affects DC phenotype/function IMM-101 enhances DC antigen uptake, processing and/or presentation
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Figure 1. A) Overall survival Kaplan-Meier Curves for the Intention to Treat (ITT) population, shows ‘
significant effect of IMM-101 treatment (0.1mL intradermal injection of 10mg/mL) in combination with IMM-101 activated DCs induce IFNV and IL-17 in vivo
gemcitabine (1000mg/m?) in the metastatic group (p= 0.011) compared to control (Gemcitabine alone)
and a trend towards protection in all patients (p= 0.075). (B) Survival Probability at 12, 18 and 24 months (A) In vivo BMDC transfer model:
for ITT population £SEM. 2.5x10°% DCs injected
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B R vere o Ry~ MM-101 MM101 Figure 4. (A) Mice were injected s.c. with IMM-101 activated or control (media) GMCSF bone marrow
(B) _ (D) _ derived DCs. 7 days later, draining lymph nodes were removed, and LN cells cultured for 72 hours with
Mouse GMCSF bone marrow derived DCs (FACS) Human monocyte derived DCs (CBA) media, 100ug/ml IMM-101, 10ug/ml P. acnes or 16.67ug/ml plate bound anti-CD3. (B) Cytokine levels in
= 400 = 0.201 . 8000, 10000, == E 20000 culture supernatants were determined by ELISA (xtSEM). (* p<0.05, ** p<0.01, *** p<0.001)
D 300{ ¢ B 0.15- [ = 6000 I E o000 2 2000,
S 200- S 0.10 2 4000 g % I o 1500 - IMM-101 activated DCs adoptively transferred into naive recipient mice induced elevated IFNy
3 o EL | o L © 4000 21‘- 1000- - and IL-17 in vivo, with no significant induction of either IL-10 or IL-13 (data not shown)
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Figure 2. (A) Flow cytometric analysis of the activation/maturation and (B) ELISA of cell culture Better understanding Of the ability Of IMM_101 to inﬂuence
supernatants from murine GMCSF bone marrow derived DCs (BMDCs) following overnight stimulation ] ) ] S
with 10, 100 or 300pg/ml IMM-101, PBS, 250ng/ml LPS or 250ug/ml Pam3Cys (Data combined from 3 DC activation and funCthn could help explaln Its
experiments). (C) Flow cytometric analysis or of the activation/maturation or (D) CBA analysis of culture . .
supernatants from human monocyte derived DCs following overnight culture with 10, 100 or 300 pg/ml therapeutlc eﬁlcacy
IMM-101, PBS, 250ng/ml LPS or 20ug/ml heat killed Propionibacterium acnes (P. acnes) (one example
donor from 2 repeats). (* p<0.05, ** p<0.01, *** p<0.001)
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