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WFZER RO (3532) : IPsR type I (IPsR-1) was phosphorylated by PKA and this causes
the potentiation of carbachol (CCh)-induced Ca-release from IPsR-I. In the presence of
IRAG and PKG I3, IPsR-I forms a complex with these molecules and this causes the
loss of both the phosphorylation by PKA and the potentiation of CCh-induced
Ca-release. IPsR type II (IPsR-II) also be able to form a complex with IRAG and PKG I
B . However, the phosphorylation of IPsR-II by PKA and the potentiation of carbachol
(CCh)-induced Ca-release from IPsR-II were not inhibited by forming a complex. In
this study, we identified the regions of IPsR molecules, which were required for
interaction with IRAG. In the IPsR-I, the region was much close to the phosphorylation
site, while it was far from the phosphorylation site in the IP3R-II. This result indicated
that the interaction of IP3R-I with TRAG spatially did not permit PKA to access to
phosphorylation site.
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15765-15770; Yule, D.I., et al. (1997) J Biol
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M., et al. (1998) J Cell Biol 141, 135-142;
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SLERIZ K % T IPsR RA7ME Ca2titH o1
FRANHR LT,

®IRAGAE12 & PKG IB OH:fFF Tlx
cBIMPS THLEET 2% Z L2k I 7% IPsR
KA Ca2hig tH AN 58 S iz,

@IRAG & PKG I B » 4 F T
Forskolin/IBMX LBz LA THIIPsR D Y
VEE b Il S vt

(3) II % IPsR 78 IRAG/ PKG 18 L &K%
B LTH PRKAIWC L B Y Bk & I IPsR
IRAFNE Cazt it D BETRIZITRE L 720,
DcBIMPS (2 L W PKA 2iEMHA b2 & 11
U IPsR R 17 Ca2t it S R S vz,
@IRAG & PKG 18 AT TH cBIMPS
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o Lf:ﬂ%f“& n—=7 0Lk, TNENLD
Wr A & IRAG(GFP) » % W X
IRAGAE12(GFP) % COST7 fifia iz LI HL
. #1 GFP &/ 7 u—F L HiiK CRiZit%
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COS7 fifalcHFEH =+, HL GFP €/ 7
0 — VPR THRE LR S W R
IPsRA4627-4662,4712-4750 DRIk S
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PLGFP € / 7 v —F VPR THREILRK S &
ToRE,IT R T USRSt ic b sn Tz
o T,

(7 1711 % IPsR & IRAG DOfEAfEmE &
PKA 2 X % IPsR @V R LERAT & D BEfR,
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U 5937 FH) & —RELHI L UL T C R
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