LDH kinetics as a biomarker of disease activity in glioblastoma treated with
porphyrin metabolite activation (POMA)
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® Patients with imaging-based suspected disease progression generally maintained 160
Cellular Cell Abobtosis stable LDH levels despite radiographic progression (Figure 3) PoMA is currently under investigation in patients with
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sustained increases in LDH during treatment (Figure 4) recurrent and newly diagnosed GBM (NCTO7225621 and
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<2, and adequate organ function following washout from prior anticancer therapy
*  Key exclusion criteria:
— Infratentorial, brainstem, spinal cord, or bihemispheric disease
— Contraindications to MRl or 5-ALA
— Recent stroke/CNS bleeding or clinically significant edema
— Significant uncontrolled comorbidities
—  IDH-mutant or MGMT-methylated tumors (allowing for homogenous analysis of
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