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Fig 6: Inhibition of Tumor Growth in the CT26.wt
Treatment period CRC Model
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I\ »MTFF2-MSA (mTNX-1700) is a novel fusion protein and exhibits an extended half-

life in vivo in mice.
Y >»In the MC38 mouse model of colorectal cancer, mTFF2-MSA alone inhibited tumor
po: D1o0: growth by 50%, and is additive with anti-PD-1 by inhibiting tumor growth by 87%.
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CRC cell line Average tumor . ;ﬂpﬁgﬂf »In the MC38 model, survival was 90% in the combination treated group after 50
volume=75mm? non-tumored days, with 40% exhibiting a complete response, while 20% survived in the
mice . 20 untreated group.

»In the MC38 model, the percentage of exhausted CD8+ T cells was markedly
reduced in the draining lymph node by treatment with TFF2-MSA alone, and the
combination treated group, as measured by flow cytometry using antibodies against

i . il i i LAG3, TIM3 and PD-1.
: Flg 7: PI‘Obablllty Of Survwal = the CT26.wt »In the MC38 model, the percentage of total macrophages in the tumor
The TME supports tumor growth and CRC Model microenvironment were markedly increased in the anti-PD-1 and the combination

enables cancers to thrive by evading treated groups.
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Fig 3: PK Analysis of mTFF2-MSA In Mice

immune surveillance and destruction - >In the MC38 model, in animals with complete remission, comparison of exhaustion
E markers on CD8+ T cells, LAG3+ T cells are reduced in the draining lymph node in
% Dose: 40 mg/kg i.p. =) the combination treated group, while suppression of PD-1+4+ T cells are observed in
» N = 3/group e o Vehicle the axillary lymph node.
. .g s mTEF2-MSA »In the CT26.wt mouse model of colorectal cancer, mTFF2-MSA alone inhibited tumor
Healthy cell {a:E CD4 T cell » Murine TFF2 ELISA © O 307 Anti-PD-1 growth by 16%, and is additive with anti-PD-1 by inhibiting tumor growth by 60%.
J{ oNn mouse serum r= o mTFF2-MSA/Anti-PD1 »In the CT26.wt model, survival was 60% in the combination treated group after 30
@ Malignant cell “Jgg Dendritic cell (DC) 9 days, while 0% survived in the untreated group.
A S »TNX-1700 is a novel mechanism for suppressing MDSCs and has the potential to
@ Myeloid-derived suppressor cell (MDSC) y) B cell ~ -500-—  E m— synergize with other immuno-oncology drugs.
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