Genes

OxPhos Insulin PI3/AKT ERBB TKI Resistance

o 0.12 0.10 0.15 0.15
o 0.09 0.08
g 0.06 0.06 0.10 0.10
35 0.03 0.04 0.05 0.05
0.02
KIT EMT Cell adhesion mTORC1
~ 0.20 0.16
o 015 0.15 0.12
s 0.10 0.10 0.08
=] 0.05 0.05 0.04
UMAP 1 UMAP 1 UMAP 1 UMAP 1 UMAP 1
. . Hallmarks: MBM
MBM: Top overlapping drivers of D.C.1-3 ECM: Top overlapping drivers of D.C.1-3 OXIDATIVE PHOSPHORYLATION T )
EPITHELIAL MESENCHYMAL TRANSITION e
AP INTERFERON GAMMA RESPONSE °
EEFIAL HYPOXIA ‘e
2 REACTIVE OXYGEN SPECIES PATHWAY | &
Fri INTERFERON ALPHA RESPONSE | @
Bom XENOBIOTIC METABOLISM |@
B TNFA SIGNALING VIA NFKB |@ FDR
nBUG P53PITHIAY |@ R
NAGS APICAL JUNCTION |@ 03
HSPOGAB] COMPLEMENT 02
FINT ALLOGRAFT REJECTION 01
PGcod ADIPOGENESIS E
203 PANCREAS BETA CELLS |o
ygaez FATTY ACID METABOLISM @
1008 HEDGEHOG SIGNALING |o
PTPRM ANGIOGENESIS |
oA NOTCH SIGNALING |+
ozt COAGULATION |@
DA UNFOLDED PROTEIN RESPONSE |@
8 HSPOOAAT ~ P S
GC) H%;Ez NN
S BR FDR
CDg3 E
ACTG1
ZBTB20
S Hallmarks: ECM
SHgals MTORC1 SIGNALING [T o
SEd EPITHELIAL MESENCHYMAL TRANSITION
ST OXIDATIVE PHOSPHORYLATION
RACKT MYCTARGETS V1
PPEIBET FATTY ACID METABOLISM
PLEKHAS PI3K AKT MTOR SIGNALING
NEATS UNFOLDED PROTEIN RESPONSE
mé;éé% HYPOXIA
GLYCOLYSIS
LIN%Z?%‘; COAGULATION
LGALSS COMPLEMENT
et MYC TARGETS V2
FRIDS UV RESPONSE UP
L] CHOLESTEROL HOMEOSTASIS
o PROTEIN SECRETION
e TNFA SIGNALING VIA NFKB
ATEEETE P53 PATHWWAY
MYOGENESIS
6 8 0 2 4 6 8 HEME METABOLISM
APICAL JUNCTION
# samples # samples
MITF  SOX4 RELB TEAD1 NF1
Pgﬂﬁﬁ * Inferred TF 1.00 {p <2.26"|[p < 2.26|[ p < 2.26"9| p < 2.2679|[ p < 2.26 'I\Eﬂgllx\lln
e SeEN
H
o “Bos
+
TBX2(+, 0.2 0.75
STAT2(+, 0.1
MGA(+ 0.0 s .
NF1 B H
ZNF394(+ %] B
NPAS2(+ Q2 050 ;o
CERS4(+ Qo H i
RELI B
NFATC2(+ w
:
H
EWSR1(+ 0.25
SALL4(+
ZMIZA (+
CD59(+
ZNF148(+
BACH2(+ 0.00 —— —
CREB1(+
HIVEP3(+,
SOX4(+,
NR2C2(+,
TEAD1(+,
ETV
HMBOX1 (+
ELK3(+
BNC2(+
MSI2(+
STAU2(+
ARNT2(+
CHD1(+
BACH1(+
PUM3(+
FOXN3(+
TRPS1(+,

MBM ECM



