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[BACKGROUND & AIM]
ADAMSs (a disintogrin and metalioproteinases)
aro responsible for the ectodomain shedding of
transmembrane proteins. The activity of
ADAM17, also called tumor necrosis factor.
converting enzyme (TACE), is known 1o increase
in the colonic mucosa from ulcerative colitis
(UC) patients. However, the biological function
of ADAY
this study is to underpin roles of ADAMI7 in
pathogenesis of UC.
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Systemic deletion of ADAM17 develops.
severe inflammation in response to DSS

D8S-induced colitis in AADAM7_MX!

[CONCLUSIONS] [MATERIALS &

ADAM{7-EGFR signaling plays a key role
in opithelial regeneration and barrier
maintenance during colonic inflammation.
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ADAM17 is predominantly expressed in
regenerating epithelial cells
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