- HM16390, a novel long-acting IL-2 analog with fine-tuned binding affinities to IL-2 receptor subunits
for favorable safety profile, exhibits potent tumor killing effect in the various tumor syngeneic models
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» In the peripheral blood, a temporary increase in T, balances out the increase in
gy exaggerated immune response caused by excessive immune responses, thus
' reducing the impact of systemic toxic reactions.

levels

» On the other hand, in tumors, CD8" T cells peaked on day 7, while T,
decreased over time. The decrease in T, and increase in CD8* T cells within
tumors serve as positive indicators of anti-tumor treatment, implying a shift in the
tumor microenvironment towards one conducive to anti-tumor effects.
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» The HM16390 treatment group exhibited dose-dependent reductions in tumor
volume and increased survival rates. Particularly, in the vehicle group, all subjects
died by approximately day 56, whereas in the HM16390 group, especially in the
higher dosage ranges, the median overall survival (mOS) was not defined.
Furthermore, complete regression was also dose-dependent, with CR observed in
90% of cases at high doses.
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