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Up-regulation of TRPC1 in the Development of Cardiac Hypertrophy
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MEEREIIRME 2212 X A0 K E 7 )V (abdominal
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) A ORI E LTz 2 A, ET-1
MLE O BFRTZ 6B L C TRPC1 & IEB AN L Tw 7z,
PlE2s, DIEKOFEEE & TRPCL O 5B # 13 %
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DR BMILE V2T A b 7RI Ca™F i A
(SOCE) Z#lsE L7-. MM A~ 7 OffiEix, Ca®t
B AR 7 (SERCA) DFHEZHTH % Thapsigar-
gin (1uM) %My, ML Ca™ % Fura2 OH#IGIHIC
Tils%E L 7. Thapsigargin T Ca®* A b 7 %Ki L 72
REZMED, 2 2 TRl Ca™* 2 A LR A~
WALZC ZMETLEN) 7y Ny 7 7o b
INERHA L. ZoffiR, ET-1 TEAL 720w

Jlg T1d SOCE 134 ZIZH L T 7225, TRPC1 / »
75 PO T, 12T SR L IR £ T
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HTXBDEME$T52 L1 L7, IR 48 e
Bz, DRI R OFFGIERE & L -Gt fa 21w 2
EL7. ET-1 (10nM, 48 ), 7y F4+Fr3 2
(100 nM, 48 B ) B L7z =1L 7Y > (100 uM,
48 5 fH) DOWFT IO KINEIZ L > TH M A S
N7z, ZoMEEmEORIE, TRPCL / v 7 %
AKX DEEICERI SN FBERTLAibIT
WL LARE LB kO~—H—TdhH%ABNP B I
ANF ORBEZBF L2 2 A, I B
WX B EHRIZBWTY, TRPC1 /v 7 ¥ vild-
THEIZIH Sz, %12, 2o TRPC1 058 &
BINAS NFAT #&2#5 L ) v 7 LT Ao e+ 2 HiY
T, TRPC1 D%E cDNA, BILUFFIF Y bATT 4
TRE LT S RIBERMAKE 2B L2 F72
NFAT RO E % FHili 3 2 720D —R—5 —F
F A3 F%M&EL7. TRPCL KIBZE BAROIEHH
L LT, TRPCI @41 N %5 & coiled-coil FEI# T
HETHIEDNbhoTWETYD, KIBLRKLES
L7zF X AVEEKRIERT 2R TERL DI LN
Ez2obN5b. GFPHiEL LY 725—ET vk A1 D2
WY Tz B o7k A, TRPC1 DZEHEH
425 NFAT 1514 & HeBIRIARICH 5 2 L AR S 7z

PUbEns, 7y MEZLHIZTRP BFEHL T b
&, BROLTEZFORBEE WML WL L
TRPC1 DS BIHNIH AT Z v b Lafilao SOCE,
NFAT #%5% % 30815 5 & & TOBRMIIE K & 5% 3 2
ZEDURENT.
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5L, BELKRBERHELLDOAELIZBNTD
TRP OIS EAIEEI L TV AR B W & E 2 5
Nnn. INxEMNTLZEFPE LT BHERDLHIZH
ELTW5 (M4). ET-17% EOEXAEE 7 5tk
HF1x, 2NETNOZHEMERISHET 5. Phospholipase
C (PLC) ft#t#% ¥z L, Diacylglycerol (DAG) IXE
% Receptor-operated D #7112 & ), —77 Inositol tri-
sphosphate (IP,) XML Ca®* A b 7 O HiE % 5] &
2 = L Store-operated |2 & o T, #iEkE o TRPC %
BAEPLLDLCT Ty AV EMILT A T2
TRPCL (I HEM MM I X > T HIEHIL S 2 2 &%
5N TEY, strech-activated Ca®* channel (SAC) #
M $ 5. ZoCa Fx¥ 2 VHEHtA LK C A
NFAT #% #% % {1413 5. BN IZEAT L 72 NFAT (&
BNP X ET-1 ® 7 0E— % — k& L. OB KICELER
a1 5B =123, F 72 NFAT (& TRPC1, TRPC6 ®
THE-F—ICLFE LIRG R RET L. 200,
TRPC L&D 6L %520 Ca Frv 2 VITHCO
Co" MAILL > THEDRHBRZ NS E L L)
RITATTA=FNy 7OFICL) SH128MmL
TWL. TRPC1D /) v 2 7 VIE DRI T 47
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T A = BNy 7 BB 5720, ORI & ]
THEEZ SHICHEE, MMako Ca™ v —
T#H 1, SOCE DEZEZLEELRFTdHh 5 stromal in-
teraction molecule 1 (STIM1) AS-UfiflAa B A2 BE 5
LTWD I EZHELAY. STIMLD ) v 7 ¥ 2|2
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B K % R 3 2. Voelkers 5 12 & LTl TD
STIM1 @/ v 7 %7 AR IZZEN VDS,
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