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Triple Negative Breast Cancers (TNBC)
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induces derepression of PTEN expression via NFkappaB to inhibiell
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Ghosh-Choudhury N et al., Cell Signal, 2011

@induced inhibition oproliferation and invasion involves
a

enuation of iron transport: intérmediacy of nitric oxide and antioxidant defence

mechanisms.
g p.'z
Q.

_Kanuqula et al., FEBS J, 2011
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DDX20/DP103

-E-A-D box family RNA helicase.
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Pesitive correlation between DDX20 expressio

and mevalonate pathway genes

(n=1325)
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Question 1: Can DDX20 be used as a
biomarker for statin sensitivity?




= DDX20 expression positively correlates with statin
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DDX20 is highly expressed in triple negative breast cancer cells
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Question 2: How does statin treatment
affect DDX20 expression?
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Control Simvastatin
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(with simvastatin)
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Metabolic control of YAP and TAZ by the mevalonate pathway.

Sorrentino G et al. , Nat Cell Biol, 2014
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Question 4: Does YAP/TEAD regulate
DDX20 transcription?
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DDX17 interacts with YAP
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Question 5: Does DDX20 interact with YAP
and regulate 1t?
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. DDX20 positively regulates TEAD/YAP activi-
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Question 6: What is the mechanism behind YAP
regulation by DDX207?
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In a dose-dependent manner
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