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INTRODUCTION
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\around 14.6 months. Therefore, a definitive therapeutic strategy for GBM is urgently needed. It has
A recently become apparent that the oxidative features of GBM make this neoplasm susceptible to
;) the induction of ferroptosis, a newly type of programmed non-apoptotic cell death.

OBJECTIVES

Glioblastoma multiforme (GBM) is one of the most common and aggressive primary brain tumors. - To determine the main oxidative features of GBM cells and ferroptosis.

is very poor, with a survival rate of -> To understand ferroptosis regulation in GBM cells.

—» To establish the main ferroptosis inducing compounds (FINs) that have
been tested on GBM cell lines or murine xenografts.
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Figure 1. Main oxidative features of GBM.

Ferroptosis in GBM cells

GBM cells balance their sensitivity to the induction of ferroptosis by upregulating or downregulating the proteins
involved in this cell death. Thus, they exhibit a distinctive ferroptotic protein profile that protects them from
spontaneous ferroptosis.
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Ferroptosis can be induced in GBM cells upon the administration of FINs. These substances can act triggered. There is a better chance of

through multiple mechanisms, all of them involving an increase in oxidative stress

accumulation, resulting in lipid peroxidation. Here those FINs tested in human GBM cells with

significant results are presented, although some appear to be more potent than others.

—> Still, they pose some challenges when used by themselves.

CONCLUSIONS

**  The oxidative features of GBM are in line with the needed requirements for the ferroptosis induction.

% GBM cells modify their ferroptotic protein profile, establishing a defense mechanism in order to avoid

and iron eliminating the resistant clones.
Figure 5. The three types of cell death that are induced when combining

ferroptosis inducing compounds with temozolomide (chemotherapeutic agent)
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