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Decreased mitochondrial respiration in chronic lymphocytic leukemia (CLL)
cells from patients on ibrutinib treatment compared to pre-treatment
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Figure 1. Ibrutinib has similar effects on
mitochondrial respiration profiles in CLL
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Patients with CLL progression while on ibrutinib treatment show increased
mitochondrial respiration
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Mitochondrial respiration of CLL cells is similarly altered regardless of ibrutinib dose in
responding patients, supporting the rationale for dose reductions based on the use of
a novel biomarker and mitochondrial respiration. The increase of mitochondrial
respiration in patients that have progressed on therapy further supports mitochondrial
respiration of CLL cells as a biomarker of active disease. Mitochondrial respiration can
serve as a preclinical tool that can help identify novel compounds in the future, which
can be used in parallel with standard available tools.

Reference: Chowdhury SR, Peltier C, Hou S, Singh A, Johnston B, Gibson SB, Marshall A, Banerji V (2021) Ex vivo mitochondrial respiration
parallels biochemical response to ibrutinib in CLL cells. Cancers (Basel) 13:E354.

Text slightly modified based on the recommendations of the COST Action MitoEAGLE CA15203. doi:10.26124/bec:2020-0001.v1

O2k-brief communicated by T Komlodi and L Tindle-Solomon
Oroboros Instruments

yr'!""‘ Supported by project NextGen-O2k which has received

/.. ‘,'.-‘”;i‘;\ funding from the European Union’s Horizon 2020 research

NextGen@ and innovation programme under grant agreement No.
859770


https://wiki.oroboros.at/index.php/File:EU-logo.jpg
https://wiki.oroboros.at/index.php/File:NextGenO2k_logo.jpg
https://wiki.oroboros.at/index.php/O2k-Publications:_Cancer
https://wiki.oroboros.at/index.php/O2k-Publications:_Exercise_physiology;nutrition;life_style
https://wiki.oroboros.at/index.php/O2k-Publications:_Exercise_physiology;nutrition;life_style
https://doi.org/10.26124/bec:2020-0001.v1

