%= C-19
FrmREMDEMTRRBSE
Rk 23 46 5 11 HELE

RIS - 32665

MEiEE  EFHE B)

I HARE : 2008~2010

EREES 0 20791284

MZEERER (F130) ARICE TN KA A T4 0T &N LI-RELEMED AR

HEiEES (EX) Study of pathophysiologic significance of ectodomain shedding
in the cornea

MERKRE
st %5  (SAKIMOTO TOHRU)
BAXZE - EFE - B

HEEES : 20465272

WFZERE R OMEEE (FnS0) « MR CORER % o7 B o Ul & st~ i, st R 2
Ay =T 4 7 TN EEOEM LS U< IERNEHEIZ» b2 B/ 7 A TH D,
ARIZBIT DA RAAL =T ¢ 703, AR ERIZBWTEIZITOI, TACE R ED A X
07T 7 —EIZ Lo CTaliRME INFR1 SRR TIL-6R 72 K& PEAET B Z R E e 72 o 72,
RO AETER-CRIERIEIC BN T, MIfS RAAL vy =T ¢ v TR EERKE 2R LT
DI EDNTRIEE N,

WFZE R B O MEZE (L) @ Ectodomain shedding is defined as the disintegration and
extracellular release of membranous protein on the cell surface. This cellular process
plays arole both in the activation and inactivation of the shedding substrate of shedding,
and can potentially change functional characteristics of the substrate. In the cornea,
we elucidated that ectodomain shedding is mainly activated in corneal epithelium, and
soluble form of TNFR1 and IL-6R is produced from corneal epithelium. We speculated that
this process plays an indispensable role in corneal wound healing and reducing
inflammatory reactions.
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