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対象疾患 悪性腫瘍：現在は肺腺がんを対象にしているが将来的には臓器横断的な

治療を提案。 

アセットの概要  がん細胞に共通する DNA 複製ストレス抵抗性を制御する ATR キナ

ーゼの特異的基質を分子標的として同定。 

 ドライバー遺伝子に依存しない治療が可能 

 様々な臓器由来の腫瘍を対象としうる。 

 将来的な超早期治療（がん予防）薬としての可能性 
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ATR function could be different between normal and cancer cells
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Goal:
By analyzing the ATR signaling pathway that regulates the DNA
replication stress resistance which is a hallmark of cancer cells, we
will identify a druggable signaling pathway and establish a molecular
basis for future novel molecular targeted drug development
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Normal cells Transformed cells

Quantitative Phosphoproteomics
(Total p-site: 5572)

pSQ/pTQ (ATR consensus site: 90)

pSQ/pTQ sites
Higher in Transformed cell (15)

ATR specificity check by in vitro kinase assay 

Functional analysis (Druggability)  

Our Strategy to identify specific ATR substrates in transformed cell 
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Possible applications of Drug A targeting ATR substrate X (Independent of driver mutations) 
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Ultra-early treatment: Cancer prevention

Other options
 Sensitize conventional chemotherapy and radiotherapy
 Work for tumor derived from a wide variety of organs
 p-X antibody as a predictive biomarker for ATR inhibitor
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