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Alternative activation mechanisms of receptor tyrosine kinases in
inflammation-induced cancer progression
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Receptors with an enzyme activity called tyrosine kinase are involved in the
progression of cancer malignancy. It is widely known that these receptors have a role of
transmitting signal into cells by utilizing their enzyme activity, and the development of anticancer
agents targeting them is also progressing. We have found a new activation mechanism for these
receptors that does not require enzymatic activity. In this study, we obtained new knowledge about
the mechanism of its activation and applied it to new therapeutic methods.
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Non-canonical activation of EphA2 induces cell migration via Rabll and Rabl1-FIP1.
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Regulation of cancer cell malignancy via MK2-RSK-EphA2 axis.

79

2020

SOX10 PD-L1

24

2020

p3s RSK-EphA2

24

2020

Regulation of cancer cell motility via p38-MK2-RSK-EphA2 axis

43

2020




p38 Cetuximab-EGFR

141

2021

p38-MK2-RSK EphA2
141

2021

TABL

141

2021

PTEN BRAFV60OE
141

2021




SOX10 PD-L1
141
2021
9,10-PQ
141
2021
GIST RSK BI-D1870 KIT
23
2019
CDK2/9 Dinaciclib BAK
23

2019




Phos-tag

EGFR

2019

2019

STAMBP

SLUG

28

2019

2019

2019

EphA2

Rabll

78

2019




RSK BI1-D1870 KIT

131
2019
SOX10 PD-L1

131
2019
ErbB2/3

131
2019
RSK-EphA2 Rabll Rabl1l-FIP1

42

2019




2021-030391

2021

(YOKOYAMA Satoru)

(90613498)

(13201)

University of Pittsburgh

Harvard University




