Dianhydrogalactitol (VAL-083) has the potential to overcome major challenges in the treatment of DIPG 7V gaue:
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Despite decades of clinical trials, children with diffuse intrinsic pontine gliomas (DIPG) continue to
have a very poor prognosis and dismal survival. DIPG is inoperable and standard treatment is

VAL-083 was active against pediatric DIPG and GBM cells, in vitro.

VAL-083 inhibited proliferation/growth of three biopsy-derived pediatric DIPG and one GBM cell line with varying genomic profiles, in vitro.
SF10693 SF8628

CONCLUSIONS

» Historical clinical activity combined with modern research suggests
VAL-083 may be valuable, either alone or as part of a combination
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