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3) In vitro co-culture systems

Although there are no significant differences in ROS levels, healthy individuals have higher GSH levels compared
to symptomatic ones and this could represent a protective mechanism (p value: *p<0,05; **p<0,01,;***p<0,001).

NEXT STEPS: Seahorse analysis to study bioenergetic parameters (Glycolysis VS OXPHOS),
since the normal process of ETC is perturbed in ALS patients, causing less production of ATP.



