KxXc—19

FEZMREDRERX REARERNE) ARAREESE
VR 2 4% 5 H 2 2 HEUE

HEEES : 23903

EER - ABHAE (O

T HEAR : 2009~2011

FELEES:21590098

HREREER (F130)
FRAIDDLEHIED ) D LF v RIVERETSAKOXKERASEEET
DEE

HRBEER (EX)
Regulation of the dominant-negative-isoform of Ca®*-activated K* channel
Kca3.1 and its role in various diseases

MRRARE

K& i (OHYA SUSUMU)
BAEEHIKE - KERZZHER - A5
HREES : 10275147

WRFERR OEE (Fn30) @ BFEREF L. (1) AT T NEMED Y U LF ¥ 2 (Ke3.1)
D N RIS KIBIE Keo3.1-sp (Kee3.1b) 2N IEF Kep3.1a OFIEBIT 2 E TS K7 b3 T
4 TIRE UTHERET D 2 &, (2) Ke3.1-sp 28 T U 27 SEROMMREESE O FNH EERE |2 B 3E 7o 7
EREZLTNDZ L, (3) T LT —MERA, RIEMKRBIZEBITD T U 738K Ke3.1 FEBFH
BB R 1~ REST NP 532 Z L 2H LT LT,

WFFER OB (J£37) : The novel spliced variant of intermediate-conductance Ca**-activated K"
channel K¢,3.1 (K¢,3.1-sp/Kc,3.1b) has been identified from the human immune tissues, which were
lacking the N-terminal domains of the original K¢,3.1a as a result of alternative splicing. The cellular
distribution of CFP-tagged Kc,3.1a and/or YFP-tagged Kc,3.1-sp isoforms showed that Kc,3.1-sp
suppressed the localization of K¢,3.1a to the plasma membrane, and co-expression of K¢,3.1-sp with
Kca3.1a suppressed IK¢, channel activity of K¢,3.1a in a dominant-negative manner. In addition, the
up-regulation and over-expression of Kc¢,3.1-sp suppressed thymocyte growth by down-regulation of
IL-2 transcripts. These suggest that the N-terminal domain of K¢,3.1 is critical for channel trafficking to
the plasma membrane, and that the fine tuning of 1K, channel activity modulated through alternative
splicing may be related to the control in physiological and pathophysiological conditions in
T-lymphocytes.
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