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Interleukin-1f suppresses activity of exogenously transfected ROMK1 K" channel
in cultured mouse CCD cells via PKC and CaMKII pathways
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EBEANEN G 7 0 —= S ROMKL K* T % RV EE A48 S e o e
B IRHIEREA~DEIR K WD O LD TH D, RIEVETA S OA L OBELSETF v XL -
A ARR B R 2 672 L L C~v v ABESE M~ 1L-15 &5 12 %
ROMK1 K*FF < /L, ENaC,Na‘-K'ATPase @ mRNA FEEANE %D LI- L OENH 5. —
b5, A S A2 IL-1 B DBBRICIFAET D K TF v ROEE~RITTEEL LT, & b
NEPRAE A PN 1) & B KT v ROUTEME 2 20 IE L2 & oW E R H 5. BEAE
ROMK1 K* F ¢ R/ UWEMEIZHIHIBNCER T 2K & LT, ZNETT 7% NBE, PKC, CaMK
OAESILTWDAS, ROMKL KT v RWEMEIC T D RIEMEY A R A DIz SN T
WIREARHTH S, AFRETIEYA A ThD IL-15 BEEE~ T ARESEMaT
b5 M-1HIR) ~EEFEA L b ROMKL K*F ¥ R/UTEMEIC RT3 L 2 o E 2 B
BT D.

. #FZERS7e b UL
IZU®IZ, PCR IEIZT M1 ffEICBIT D RIEEY A M A > 118 ZHFETHD 1L-
IR1 W' native 72 ROMK1 K'TF* /L0 mRNA FEELOAH MAFH~7-. &IZE b ROMKI &5 1
2 A L7 M-1 ffR A AV T IL-1 8 @ ROMKL K*F ¢ R /UIEMEIS T 5 B8 T DWW T8y
FU T P ERRW TR LTZ. IL-1 B 5% 0 -1 flaN Ca? 2z oUW T Fura-
2MM & AW TR EITo72. 51T, IL-1 8 Ik B2 F v 2 MBI RBIT 57
IREERR B Dt 21T o 72,
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1. M-1:#IfiZ TL-1R1 @ mRNA 23 LTV 5 Z &, native 72 ROMK1 K'F ¥ R/LDOFEHMN
RN L AR LT,

2. IL-1B #5#%, W1 IS Em B A L7t » ROMKL K* F ¥ R/UIEME I 2K R L,
ZDORJSE IL-1 B Z RSP CTH 2 IL-1Ra A5 (2 CTHIH] X i-.

3. IL-1B8#&54%, M-1 HIFROAIBEN Ca¥ BT —@rElz EH L=,

4. PKC [HEHTH 5 GF109203X A5, CaMKII PHEIKTH 5 KN62 ORI 5-12 T I1L-1 8
12 & D ROMKL K* F ¢ R/UVEVEIR T34 & PHE S v/, BLESKBUM P 5HE 2 M- 1 fifa o
Ca® JBEE 1T < ZAbET, el TG L7 IL-1 BT LV HIBAN Ca® PRSI —@Mic -
ST

5. PLC PHEIETH % neomycin B 512 T IL-1 8 12K % ROMK]L K*F ¢ % /LTEMAR T I FH.
E X7, neomycin B G- EfE< IL-1 B 512 T M-1 IR Ca* SR I 28 L L7232y
7.

6. MIRISNE D Ca* ZBRWZIEEIC S IL-1 B 512 K 5 ROMKL K'F ¢ RVTEME IS S 4,
M-1 RO Ca® 2B 1L —imElC BEH U7, sk Ca? BRI 2 T Ca**-ATPase
FLEAITH 5 thapsigargin ARG TN A b7 Ca* & RET 5 &, IL-1 8512
T ROMKI K'F ¥ R /UIEMEIX (bR, MR Ca® BEIIZ L L2 o T,
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RIEVES A S A U ThD 1L-1 8 1THEE~ v ABEAE ML M-1 fiL) ~&{EEA
L7zt b ROMKL K F ¥ R/UEMEZSHMICIKE T EE5. ZOF & LT IL-1 &K, PIP,
—1IP; 2% L7z store HRHIAEM Ca® "R L5 & Z ke < Ca® “&AFME: PKC/CaMKIT #%
BOREE L TWD EEZ BT,
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AT, (TR RIEMEY A A Th D IL-1 B, ~ 0 ABESEME (-1 7
fa) ~EfEEA LT ROMKL KT RV OFRME I L Z OO\ TRy F 7 T
VAL Cat A A=V TEEAWCTRRE LT b DO TH D.

ROMK1 K" R/ UTREAE FHII ST ET 2 E2 KM WEETH Y, a2 fE\tEy A b
A L DFERZTH T EDBMBIVTND, AWFFRICEVT, 1L-1 8 25 M-1 flifa~E{s EA
L7t F ROMKL K F ¥ /WSS, 1L-1 ZHEEN LTS TRBICIR T S®5 2 8, 20
P L UC IL-1 IR, PIP2—1P3 2% L7- store HGHIIAN Ca 2R F&H- & FaUlfe
Ca? A7 PKC/CaMKI T (B8 ANRE5- L CVD Z & NI L TH LN ST,
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