KxXc—19

FEZEMREDREEX REARERNE) ARBAREBESE
Wk 2 445 A 1 2 HEAE

MRS . 32665

ZEiER - ABHME (C)

MEHR: 2009~201 1

EEEE 21592375

MERESL (FIX) ERIRICH T DEHERKEZED ) ERIE - B5 1) > BRL

MEBREEL (EX) REGULATION OF WATER TRANSPORT VIA PARACELLULAR PATHWAY BY
PHOSPHORYLATION AND DEPHOSPHORYLATION IN SALIVARY GLASNDS
HERRE

¥4 fEL (SUGIYA HIROSHI)

BAKXZE - £MEREEE - HiB

MEEZE: 20050114

PR OME (Fn30) © 7 v P FIRERIEAZHVWT, —a—rF =0 AB L0 LE
VR Sy A E L, VYT 7 —A T — % W TR & OB A R L, =
2a—BF=UABLOE R AL CRIKIC K DR NI I VS D A F RED E5
IIRAFL T 0, BfifaREE S ZCET 22 8000, DAV T LARICED Y b - il
U U kOB R Sz, —F, T v FEFIRECREREMICS N T, 4 R Y SRR
K71 (IGF-1) OFFETFTHA MEBZ X7 BOREE RENRO SN2 LoD, fHHll
FROHERHZ IGF-1 592 Z LR E N, 51T, PI3 FF—EHEANCLY IGF-1 ©
ESIHIESIND Z LD, PI3 X F—EBIZL DY U EHIEAREDL L Z LRI NT,

WFZERC R OMEEE (Z3L) : The relationship between neurokinin A- or pilocarpine—provoked
salivary fluid secretion and paracellular transport by using Lucifer Yellow was
investigated in perfused rat submandibular gland. Salivary fluid secretion provoked by
neurokinin A- or pilocarpine was dependent on the increase in intracellular Ca*
concentrations, which was linked to Lucifer Yellow secretion. These results suggest that
Ca®*-dependent phosphorylation and/or dephosphorylation appears to contribute to the
paracellular transport. On the other hand, expression and localization of tight junction
proteins was induced by insulin-like growth factor I (IGF-I) in cultured rat submandibular
gland cells, suggesting that IGF-I contributes to maintenance of the paracellular pathway

system in salivary gland. Since the IGF-I effect was inhibited by PI3-kinase inhibitors,
phosphorylation by PI3-kinase appears to contribute to the effect of IGF-I.
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