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Figure 1: Lollipop representation of all ARID1TA mutations found in LUAD patients (TCGA, 2019) isa TS Is an OG

PRELIMINARY RESULTS

NCI-H2009

o L . o (8) Scr i-A1A-1 si-A1A-2  si-A1A-3
Resarzurin in A549 after silencing of _ N — Resarzurin in H2009 after silencing of s F s = 7~ Figure 8 Colony
12 ARID1A - k. N ARID1A | formation assay in
I <10 ' H1373 cell line
10 = ~with ARID1A-
§ 8 g | knockdown after
o 6 o 5 15 days of
® 4 B ~ | transfection.
- £, il &
E ] é 0 E | O 1 1 1 1
' ' ' ' ' 2 days 4 days 6 days 8 days
g i 2 days 4 days 6 days 7 days ne: y y y y
< . . < emnSCR  e==si1-ARIDTA e==si2-ARIDTA Si3-ARIDTA
= | ==SCR ==s5i1-ARIDTA -=si3-ARID1A - B ;
N ' Figure 3: Cell viability assay in A549 after a single o~ B Figure 6: Cell viability assay in H2009 after a single A h A |
| transient transfection. ! transient transfection. iy NI ANl s A Ihe S
< 4 < < = = 3 = =) - ; e
a | 2 days 6 days a ! 2 days 6 days (9) Resarzurin in H1373 after (10) 2 days
x Scr si1-ARID1A si3-ARIDTA  Scr  si1-ARID1A si3-ARID1A x| ah Ser  si1  si2  si3 Scr il si2 si3 silencing of ARID1A Scr si1-ARIDTA si3-ARID1A
ny  ARID1A . g . ARID1A e - g ARID1A e
@ (250kDa) ~S— e » L osoioe) S g 6 esoca) | AR
- ARID1B P— — o ] BRG1 5
<I 250K03) o= - - - <'( (220kDa) W o— — i, W W—— % . (gﬁ)l::)H
= BAF155 gy s wme SR S s = BAF155 B i s 75 2
ne: A (155kDa) ne: 5 (155kDa) | T W—" ——y | - _— = 2 ¥ Figure 10: Western Blot of
T BACH ey G GE® S e Quud < B-Actin | | J— ol ~ T HI373after20f ARID1A
5 | (43kDa) s B / b . ion D D e e D > GED = 2days  4days  6days 8 days knockdown.
Figure 2: Colony formation assay in A549 cell line with Figure 4: Western Blot of A549 after 2 and 6 days of Figure 5: Colony formation assay in H2009 cell line with Figure 7: Western Blot of H2009 after 2 and 6 days =—SCR ==siT-ARIDTA Figure 9: Cell viability assay in
ARID1A-knockdown after 15 days of transfection. ARID1A knockdown. ARID1A-knockdown after 15 days of transfection. of ARID1A knockdown. w5 2-ARIDT A ===si3-ARIDTA H1373 after a single transient

transfection.

Resarzurin after 6 days of NL20-2 days NL20-6 days
Scr SiT si2 Si3 Scr SiT si2 si3

Volcano plot for Asa9 si-ARID1A vscontrol - ABAQ 'H2009 and H1373 are ARIDTA wt and KRAS

N : : . =) . . .
R mutant cell lines. Do KRAS mutants have an - transfection with siRNAs a1 - .
s 9O = 3 ARID1A-dependency? S S against ARID1A (250kDa)
pendency’ 2 K s W - - —— - -
. el ey- o < © a
KRAS-mut—>ARDI1A inhibition—>Cell death < 52 B-Actin (s GNP TP S W O o e
_ i 5 S 0,8 (43kDa)
= KRAS-wt>ARIDTA inhibition—>Cell growth SCR si1-ARID1A si2-ARID1A si3-ARID1IA = & o6 NL20-TA-2 days NL20-TA-6 days
Es a mmt— Gl ; = § g ! ARIDTA Scr SiT si2 si3 Scr sSi1 si2 si3
S Enrichment plot: HALLMARK_MYC_TARGETS_V1 Enrichment plot: HALLMARK_APOPTOSIS < = 0,4 - . ' e ™ .
0 oo = 5 S § 09 . (250kDa) — < aE o -
g, (< xS T\ E TR —
3 S N CLIIED GEEED o &———— ——
£os : R g g 0 = ‘ ' (155kDa)
éoz g = é £ si1-A1A SiZ-ATA Si3-A1A B-Actin -—— e
» | - N mNL20 mNL20-TA (43kDa)
m"“m!““ NHHHH ”H” H“HHHL “ H‘ H‘ H“HHHW N“ ‘H H ‘H ““H ‘W | Figure 11: Colony formation assay in NL20 and NL20-TA cell lines with Figure 12: Cell viability assay in NL20 and Figure 13: Western Blot of NL20 and NL20-TA after 2 and 6 days of
5 E) | 5 S| R i ) ARID1TA-knockdown after 15 days of transfection. NL20TA after 6 days of ARID1TA knockdown. ARID1TA knockdown.
log,|FC

Zero cross at 0404

. GONGLUSIONS AND GURRENT WORKING MODEL REFERENCES

7.500 | !
Rank in Ordered Dataset

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