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Glioma

60% of the brain tumors in adults.

High proliferation rate and invasiveness. 

Standard Treatment: surgery, radiotherapy and 

chemotherapy.

Standard Treatment: surgery, radiotherapy and 

chemotherapy.

Despite maximum therapeutic efforts, the 

prognostic is dismal.

High mortality rate and relapse.
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Combination of SLM with TMZ increments DSB
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SLM in combination with TMZ  exerts a potent antitumor effect
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in vivo experiments
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SLM plus TMZ results in a significant antitumor effect in vivo
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SLM plus TMZ results in a significant antitumor effect in vivo
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High throughput screening on CSC

Adapted from Gupta et. al., 2009
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Molecular mechanism of action of Salinomycin (SLM)

Ionophore for K+ and Na+.
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Salinomycin and UPR

Degrading misfolded proteins 

Increasing chaperones and/or proteins 
related to the protein folding

Halting protein translation
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DNA repair proteins levels in the different cell lines used
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2. SLM plus TMZ increments DSB in vivo
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1. SLM plus NAC generates autophagy and necrosis
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UPR modulation alters DNA repair protein levels
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SLM with TMZ induces a synergistic antiglioma effect

Adapted from Chou and Talahay ,1984.



SLM and regulated cell death

Necrosis Regulated
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Necrosis cell death

Regulated necrosis cell death is the least 

characterized cell death.  

Regulated Necrosis: 

There are not determinant markers for

necrosis regulated cell death, however

several process have been related with this

type of cell death.
Adapted from Linkerman et al., 2014



TMZ/SLM induces regulated necrosis cell death
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