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L

alk between signal transduction pathways and ER signaling in endocrine- =
resistant breast cancer :
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Laser emissio

]ated to tamoxifen resistance
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ILMN_1781155
ILMN_1733042
ILMN_1699772
ILMN_1811272
ILMN_1803811
ILMN_2228732
ILMN_3229324
ILMN_1711894

NM_002350.1
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(Lck/Yes novel tyrosine kinase)

ber of the SRC family of protein tyrosine kinases

lators of several cellular processes, including cancer cell growth, migration, invasion, and survival
ssion of LYN is associated with an epithelial-to-mesenchymal transition and correlates with a
rvival in breast cance

. SINCE 1963
40101 95\¢*

SYK inhibitors
Lyn inhibitors (fostamatinib, PI3K inhibitors
(dasatinib) (idelalisib, IPL-145)

AKT inhibitors
(OSU-T315,

Btk ) (CBINK ) (CAKT )
, | Btk inhibitors o * - &
(ibrutinib, l< PLC ) < mTOR )

AVL-292, ONO-4059)

—— /(b3 )i ca )
QIE }) -3 — ‘ PKC inhibitors
x\gJ)AG J)=p C PKC ) (bryostatin 1,

enzastaurin)

Cdk inhibitors
(alvocidib, dinaciclib,



%, SIKCEISN
“01000018"

parental TamR
M parental _
W TamR (si CTL) - - + + + SilLYN
[ TamR (si LYN) - + ++ Tamoxifen

[
v

Lyn (high) Cleaved PARP

Relative mRNA
expression (fold)
=
S

Lyn (low)

w1

actin

!

2
=
o
o]
o
]
2
3
3
>
°
]

parental TamR

-

0 10 125
Tamoxifen conc. (uM)




~ BCAS1 (NABC1)

east carcinoma-amplified sequence 1 is is amplified in a variety of
r types and associated with more aggressive tumor phenotypes.
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BCAS1 has a protecitve role in response to tamoxifen of breast cancer cells
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mTOR activation by tamoxifen
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RagD is assoicated with tamoxifen resistance
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cancer patients.
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Logrank Test P-Valus: 0.428

#cases deceased median months survival

12 100.62
120.53

#total cases

Cases with Alteration 72

Cases without Alteration 925 103
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Months Survival

B Cases with Alteration(s) in Query Genefs)
W Cases without Alteration(s) in Query Gene(s)

Logrank Test P-Value: 0.00120

#cases deceased median months survival

11 N/A
N/A

#total cases

Cases with Alteration 67
Cases without Alteration 848 57
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R81 (G protein.coupled receptor 81)
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or lactate, a key signal in metabolic regulation.
of lactate transport mechanisms needed for the survival of cancer cells in the

enviroment. insulin
' glucose lactale/_\' GPR81
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