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normal tissues in breast cancer patients (B).
different

overall survival of patients (C).
subtypes of breast cancer (D). different tumor
stages (E). in different cancer grades and (F).
in the amount of positive lymph node. Graph
Pad Prism was used for statistical analysis and
data interpretation. A student t-test was
performed to show the significances of results.

NR4A2 in cancer cells vs. normal
cells. Graph shows that cancer

cells have a significantly

lower

expression than normal cells with a

p-value of 0.0038.

collected using METABRIC.

Data was

patients with high and low expression
of NR4A2. Graph, provided by GENT2,
showing that genes with low expression
has a significantly lower survival than
those with high expression (p-value of

< 0.001). Data was divided by median

expression.

3. Lower expression of NR4A2 led to a poor overall survival.
4. NR4A2 had the lowest expression in Grade 3, which is more aggressive compared to other grades.

Another drug, 6-Mercaptopurine (6-MP) has also been shown to increase the NR4A2 activity.

A combination of therapy with this NSC small molecule inhibitor and 6-MP could possibly lead to a

significantly better prognosis for TNBC patients.

This research project was supported through the LSU Health Sciences Center, School of Medicine.




