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An insight into the mechanism of the protection against

tumor necrosis factor-a-dependent apoptosis from an

antidepressant phenelzine in mice’s macrophages
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Abstract

Researches have pointed out that by using different inhibitors of monoamine oxidase (MAO),
such as pargyline and clorgyline (CGE), can protect cells against serum starvation-induced
apoptosis, demonstrating that MAO may play an important role in the pathway of apoptosis.

This work focuses on the protection from an antidepressant and also a MAO inhibitor
phenelzine (PZE) against tumor necrosis factor alpha (TNF-a)-dependent apoptosis induced by a
transforming growth factor beta (TGF-B)-activated kinase 1 (TAK1) inhibitor (TAKI): 5Z-7-
Oxozeaenol in mice’s bone marrow-derived macrophages (BMDM).

The results of this work show that PZE does have protection against TAKI-induced cell death
and that PZE can reduce ROS amount in cells when treated with TAKI. We hypothesize that this
phenomenon is caused by the inhibition of MAO from PZE, resulting in the decline of ROS amount,

causing the protection against apoptosis.
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