BCL-3 a ‘master regulator’ of CD4+ T cell dysregulation
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Figure 1: Characterisation of the Jurkat cells lines. Jurkat cells over-producing
the BCL-3 protein along with GFP (BCL-3) and Jurkat cells only over-producing
GFP (Green Fluorescent Protein) were assessed for GFP production using
bright and fluorescent microscopy (A). (B) Quantitative real-time PCR was
carried out to confirm that mouse BCL-3, and not human BCL-3, was over-
produced at the molecular level in the BCL-3 Jurkat cells and was not present
in the GFP Jurkat cells. A duplicate of each sample type was measured. (C) A
western blot was performed on cell lysates to confirm that BCL-3 protein was
being produced in the BCL-3 Jurkat cells and not in the GFP Jurkat cells. BCL-3
wasonly present in BCL-3 Jurkat cells (band at ~55kDa) (left blot). The BCL-3
protein was tagged with a FLAG sequence and the anti-FLAG antibody only
recognises a band in the BCL-3 Jurkat cells (band at ~55 KDa) (middle blot).

An anti-GAPDH antibody showed that the samples were loaded at equal

amounts.
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Discussion: The BCL-3 Jurkat cell line over-produces BCL-3 at both the molecular and
protein level.
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Figure 3: Over-production of BCL-3 in T cells may increase
the production of IL-2. Jurkat cells were given a signal
(stimulated) to produce IL-2. The amount of IL-2 produced

was measured using an ELISA after stimulation for 24, 48 and

72 hours. The results are from 2 independent experiments.

Discussion:

* The stimulated BCL-3 Jurkat cells produce a greater
concentration of IL-2 after 24, 48 and 72 hours, with the greatest
difference being after 72 hours.

e Over-production of BCL-3 causes a greater production of IL-2
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Conclusions

The project has revealed that:
The over-production of the BCL-3 gene has protective properties over the process of cell
death, and this resistance to cell death could contribute to T helper cell misbehaviour.

Furthermore over-production of the BCL-3 gene causes an increase in the production of
IL-2 by T cells, which could also contribute to misbehaviour of the cells.

Future work - further repeats of the experiments need to be made
- further viability experiments need to be carried out for different time periods




