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Glioblastoma (GBM) is an aggressive form of primary central nervous system
malignant brain tumor. Survival rate of patients with glioblastoma is
unsatisfactory and has limited treatment and therapy options. (Birko et. al,
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2020) (Grossman et. al, 2010) (Schneider et. al, 2010) (Chinot et. al, 2014)
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is an essential enzyme of Krebs cycle that reduces nicotinamide adenine 4
dinucleotide phosphate (NADP+) -dependent into nicotine amide adenine di- ] EXP I— O RATO RY ANALYS I S
nucleotide phosphate (NADPH) and helps in catalysing the oxidative de- " ' " p ' "
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NADPH and a-KG. (Mettellus et al, 2011) Furthermore, their products (NADPH
and a-KG) interact with glutathione- and thioredoxin-producing systems produce
a reduced glutathione (GSH) and peroxiredoxin. (Mettellus et al, 2011)
Generation of NADPH by IDH1 is also involved in metabolism of lipids and also
provides cellular defense against a reactive oxygen species (ROS) induced
during lipid oxidation. (Koh et al, 2004) (Mettellus et al, 2011) IDH1 also
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