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1. Introduction

Recent studies on human fibroblasts showed that
production of reactive oxygen species (ROS), mito-
chondrial mass and oxygen consumption increase
during replicative cell senescence”.

These changes are also known to appear in DNA

2. Methods

Young MRC5 human fibroblasts were seeded in Seahorse XF24 plates, X-irradiated
with 20Gy and kept for: 1 day, 2 days, 7 days and 14 days. Two independent
repeats of the series were carried out.

At each time-point measurements of the oxygen consumption rates of the irradiated
cells were performed, at four different respiratory states:
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After each run the raw data was corrected by the actual cell number per well and the
respiratory parameters per cell calculated.

3. Results
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Figure 2. Time of appearance of mitochondrial
changes during induced senescence

4. Conclusions
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e These findings suggest that the increase in oxygen consumption might be brought about,
at least in some extent, by mechanisms other than increased mitochondrial mass and
ROS production.
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e The capacity of mitochondria to increase respiration upon stimulation does not appear to
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