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But… ARID1A is not what it seems…
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TCGA data: ARID1A with a 6.5% mutation rateß
ARID1A is defined as a driver cancer gene in LUAD8ß

Few experimental evidences of its tumor suppresor roleß
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Figure 1: Lollipop representation of all ARID1A mutations found in LUAD patients (TCGA, 2019)
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PRELIMINARY RESULTS
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Figure 2: Colony formation assay in A549 cell line with
ARID1A-knockdown after 15 days of transfection.

Figure 5: Colony formation assay in H2009 cell line with
ARID1A-knockdown after 15 days of transfection.

Figure 3: Cell viability assay in A549 after a single 
transient transfection.
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Figure 4: Western Blot of A549 after 2 and 6 days of 
ARID1A knockdown.
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Figure 6: Cell viability assay in H2009 after a single 
transient transfection.

TIME-DEPENDENCY: Normal and tumor lung cell lines (Dual model)
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Figure 7: Western Blot of H2009 after 2 and 6 days
of ARID1A knockdown.
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Resarzurin in H1373 after 
silencing of ARID1A
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Figure 9: Cell viability assay in 
H1373 after a single transient

transfection.

Figure 10: Western Blot of 
H1373 after 2 of ARID1A 

knockdown.

Figure 8: Colony
formation assay in 
H1373 cell line 
with ARID1A-
knockdown after
15 days of 
transfection.
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GENETIC-DEPENDENCY: KRAS mutant context
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Resarzurin after 6 days of 
transfection with siRNAs 

against ARID1A
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Figure 11: Colony formation assay in NL20 and NL20-TA cell lines with
ARID1A-knockdown after 15 days of transfection.

Figure 12: Cell viability assay in NL20 and 
NL20TA after 6 days of ARID1A knockdown.

Figure 13: Western Blot of NL20 and NL20-TA after 2 and 6 days of 
ARID1A knockdown.

A549, H2009 and H1373 are ARID1A wt and KRAS
mutant cell lines. Do KRAS mutants have an

ARID1A-dependency?

Figure 14: Volcano plot of RNA-seq data in A549 
after 6 days of ARID1A knockdown.

Figure 15: Enriched pathways upon ARID1A knockdown in A549.Figure 16: Pathway scheme from Huang H et al.9

KRAS-mutàARDI1A inhibitionàCell death
KRAS-wtàARID1A inhibitionàCell growth

CONclusions and current working model

Figure 17:ARID1A context-dependent role as oncogene or tumor 
suppressor (Adapted from Sen et al.)10
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ARID1A has a context-dependent role in lung adenocarcinoma.
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ARID1A: The Good, the Bad and the Ugly
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