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Abstract

potassium

Adenosine triphosphate ( ATP) -sensitive
( Karp)

metabolism to electrical activity are heteromultimers

channels which couple cell
of sulfonylurea receptor (SUR) and inward rectifier
K* channel ( Kig6.x) subunits associated with 1: 1
SUR

and Kjg 6.x genes come in pairs in chromosome.

stoichiometry as a tetramer ( SUR/ Kz6. x) 4.

e %5 AR ER 52

4

HE
(1) 1./ A v L= 2 LPA.
Vi T 5 5 15 2540 B 18 5

S F 5L MR HER
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Kig6- x subunit forms the electrical pore of the Karp
channel and SUR endows the Kurp channel with
sensitivity to regulators such as sulfonylurea drugs,
K* channelopening drugs, and Mg®* nucleotides.
The characterizations of Kapp channel subtypes are
determined by the combination of SUR and Kz6. x
subunits. The gates of Karp channels are ion- gated by
[ATP]; and [ ADP];. Phosphatidylinositol phosphates
(PIPs) antagonized ATP inhibition of Kyrp channels
and cellular phosphotransfer cascades also involve in
the regulation mechanism of ATP/ADP. Kjyrp
channels are inhibited by sulfonylurea complexes
(SUs) and activated by K* channelopening drugs.
G protein and protein kinase such as PKA, PKC,
PKG also participate in the regulation of these
channels. Kjrp channels play crucial roles in the

secretion  of insulin, preconditioning of cardiac
myocytes and maintenance of blood vessel tone.

Key words
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Abstract  Lysophosphatidic acid ( LPA) is a novel
grow thfactor-like lipid mediator. It can be released
from stimulated platelets as a product of the blood-
clotting process. The number and diversity of the
known biological responses to LPA keep growing
from many years ago when it was first found as an
out-membrane messenger. T he more important func
tion of LPA is that it can induce proliferation of many
types of cells. Several LPA receptor ¢cDNA clones
have been found. LPA influences target cells mainly
by activating special G protein coupled receptors. T he
signal transduction system of LPA includes several
known signal cascades: activating G, to stimulate
PLC; activating G; to restrain adenylyl cyclase and
stimulate MAPK cascade; and activating Gjz/13 to
stimulate Rho cascade, etc.
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