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32X I AL A R ARy Yy —L LTI D
CENTE, TOMARKTH S C AF v 2
MRS B Ol A MR ROS AT 5 b T v A
Fa—HF—OREZIHSTVWBENVZEEA).
Ca®* i AF v AL, BRI EMKREET v
IV (VDCC), V) H ¥ FIRFEWTF v 2V, &S
F v 2V (ROC), A b T71EEEF ¥ 2L (SOC),
W EE R T v ROV, MRS LT v 2L (SAC)
RSN BY. LA L, VDCC U D Ca i
AF X RVIZEL T, #0505 T EEC TR IS
KEFLDIHEBE SN T W2, 1989 4, T 5
VDCC LAk o Ca®* AT ¥ A VD4 TfEm & LT
transient receptor potential (TRP) 7 v V& FA3E R,
ANV, 20k, BEICWT S THE  OFF R E
PHRESNTETWVDS.

22T, INE TR D o 7 I EHIE T O
TRP 7 v A VIZHE T A2 A EZM/MAL7zwv. B,
TRP F v )V, [[ UG O0Figsk, o #hk,
JUsER, wrma 77— JICHEEL, RERTIER
B2 b o TWAED, ZNHICE L CTIFEESH T
W&, FICHERRRSRE - mE ) ETY VT - &
MEPE IR % & .05 TE & TRPV4, TRPC1 7~ ¥
ANV E DBEITK > THHT 5.
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DY a2y Y a NI TIEEDOLEDRT L) 160 E
B —EMET, MBS 0 Ca FEADTHES LT
Wiz BREBENIGE, S tp 5 787 E (TRP) I,
TavYa uNIHHIE OB ER LIS A 4 T v
ANVEBRLCTWDL I EPMHRS N ZOH%k, %<
O TRP REQ ZFAFE R &N, BAE#FD TRP A — /85—
7 7 ) — 3R o FE D 5 TRPC, TRPY,
TRPM ® (%% TRPN, TRPP, TRPML, TRPA & &7
DOHTT 7 I —IZRBIEN TS, Ths TRP
X, EHORMBIILSEILTBY, ToEMEKED
LML CTH DL, T2, TN D% 1T heteromulti-
mer £S5 CF XY ANVERKTLEZEZOLNLZ En
5, TRP ¥ 37 O REK ENBAF VF v AV D
SREVEASRIE X 5. TRP IZME 6 M E®EE O F v 4
WVERT, ZOHRARMN %5 FREE BB AR A 4
YTy AV EFEULTEY, MEMICN, CKigss
HFAEL TS, LaL, BEEMKEET v v e B
0, HEARRICE 4 EEBEICET L o — 2T
N, CRMIZ) v MALE 2/ 5. 2F), Fv 4
WOTEMALICEBEM OBLE LTEE L&) B
Wb,

COZFEBIZ NS T v 3 IV DR TORERERFHT
eI, TRPVI F ¥ A V3 H TH A 2 v 51K,
TRPMS8 7 ¥ : VS A ¥V — VS 74k, TRPMS F v
AIVHHREZHERZ KL Twb 2 &, TRPVL, V2,
V3, V4, TRPMS, TRPAL F ¥ # VL, ZNhENnFE% -
7o imE R % R D I E O MBREZICEE L Tn b 2
&, trpp BIET O R E R EZ RN O 5
WEmoTnbI bk, RONPDOELREFHENH
Lk eoTEl. INHDOFRRE LB, 1EERMEHE
BB L COMBDMICHFZE D Sz, Bz, O
FALIC B VT, BEZTOEZAEDOHRL &
%, TRPC1, C3, C6, C7, TRPV1, V2, V4, TRPM4,
M6, M7, TRPP2 DFEBA MR I N TWE, 72721,
BB 2 S HEIRAE 12 BV C TRP O3/ 8% — V1
B oTBY, »DOFN5I1E homo- H 5 i hete-
ro-multimer & 72 > C—2ODF ¥ ANV EEKT S &
o, TEBRAEFERE R BT ETO TRPF ¥ 2 VD
SRR - BRI S LB

TRPV4 F + x )L & MEREH#ERE

SENZ U HIZ 51T 5 TRP OFHIZ DWW TR T
&7275, WEHIEC HE ML 2 & o mERRIC b %

8545 % 3-4 5

COTRP AL TBY, 21 s b EE L ETHGE
FHOTWBE I EDBREICHL P E o TE 2, HE
TN MEEETH 5 —(kEHR (NO), 7uARs
A 7 1), platelet activating factor 7 & @ on demand
72 FEHE %P tissue plasminogen activator (t-PA), von Wil-
lebrand ¥tz &k, 7EFray », 95
T7 E QMBI Ca*t A #FI &2 L, Ca®*
KEPEDOMI > 7 F U ASIEEAL S B R 2 - 72
RIETH2Y. BIEFTOE I AA% < LS TRPCL,
TRPC3, TRPC4, TRPC5, TRPC6, TRPC7,
TRPV4, TRPM4 F % )V DFBIAS, Bz Ml CHEsE
ENTBY, TN ERRONEEREICE D> TW5
EEZONDL., TORTOERDBEICHIEEZIT- 72D
TRPV4A F ¥ AV TH Y, ZDETIZZDIHHALEES
AR EFRICOWTIRARS.

2000 4E FA YO V—=TI2L ) ru—=rr7sn
72 TRPV4 X, W=t A F (I THA V) ZHED
TRPV1 & [i] U TRPV subfamily (2)& 3 % JEFRIRIER; A
F v F v 2OV, MAENE, O, B, BRI LR
ZERE, = SLARED 2 &4 B OFE & DI LT
720 M, ZOMWEIMEKEEERE LI
LG, MIRAERKOMKZEMNT2H MDA /)
Y — (SACs) & # 2 5N Tw i HER,
TRPV4 % # % 388 & & 72 HEK s & T, Ca*
IEFERE Y AT 2L BIHEIWE DR ) —= 0 T
AT o7z, ZOFER, 40PDD &\ RIVAKR— )L FHE
25 TRPV4 T % 2V OIGHALWE CTH 5 2 L % 5N
L7:" . 4aPDD 132 KA (pPECs 6.7) |2 TRPV4
F ¥ AVEREHEELL, MIEA Ca®* B E & BN &
7z, F7:, single channel ii#k (inside-out patch) T
MBI 2> 5 40PDD %455 L7z & 25, @5 <
60 pS, BRRM TS pS DAY F 2 5 v A EHT A
TRPV4 F v 2V O EHEALAFER SN2, 2o bn
O, Byrh /s ko —LE2ZHbNhTWiZD
TRPV4 F v V25, 923 ¥ FMKEMETF v + L T
b b)) FHENYNE o722 TRPVA F v b
I TWE~ 7 AMENEMBICBWTY, B
MR & MR O EA IR % # - 72 40PDD 55
1% TRPV4 7~ ¥ A VIR O AL & AN Ca®* i
FRAPEREE S IEARERE L OBEAURIZE I N, L
L, 2OF ¥ AVOEBNEEZEZ %) 2 TlX, £
DERNT T=A SDPEAET 2 0ED0S, JFRICEE
ZMETH -7z, F 2T, FiEL 40PDD O baifikiE
CHM LA RNE R A ) — =y L, O
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&L LTT7F ¥ %3N, 2-arachidonoylglycerol (2AG)
HEDTIYRAYFEIAR, TIXRRUBMrLE L
Do, ENOEENWEOR R L TRPVA % #E 5
Bl e Heoid Lz, 2oR, 74
Y I, 2AG, 7T F FUERIZTRPVAF ¥ 2 VE
T LS, MABA Ca? iREEBME gz =
DOFOBE, MREEES Y AN T LR SN
XOIZFDOEWL AN = XL FFRMCHRE L2 2
A, TFUFINF, 20G, 7IF FUBEIE, Tho0
R TH % epoxyeicosatrienoic acids (EET) #% #»
WL TCTRPVA F ¥ ANV EEHAL T2 2 203 E B h
o2V BRSHLZEICINSHRMET T2
MIFRERIETH Y, L TWRARIE IS PER 5SS
EHERIITWHEE L TMONR TV DTH - 7.
FNFETTF U F<A K, 2AG O MAEPLE KIS I,
MEFPEMERRBTON THA LY v ZHRMA
(TRPV1) OFEMHALR S ¥ F ¥/ 4 FZFRE L
TR E B I N TE7D, —HThH TV AV U ahE
R0 v F ¥ A FZFRGEREEZ T, BT
HIMBWRIIERH S EbMbN TV, £z, [H
2 EET OIIEPBREOGIE, M5 0 Ca*t-acti-
vated K* channel DUEHALR Z DT & Z 2 51T w
7oAs, FAE IS L 2o A LREUG A 1 = X A b —
AT A2 EdMEIN Tz, INHERFEAHD
MEPFRUS O F M & LT, P TRPVA F % F L 7S
IR FEI AR T7I5F% KU EETO
molecular target & 7 V), {GMAL % 5 U FBL & Ca®*
MAZBI &I L, NO FEEZE L CImEILE I8
WCWALZERHELNIZHR o7 FDH%D Kohler 5
DI L B & TRPVAK.O. ¥ 7 ATk, YT A b
L A2 X B M IRRFUSNHR L TB Y, FaEO IR
WIFEDRE R A SZHEL TV 5,

TRPV1 8 43C DL Lo Bl i b g, 2o
MERBZERIZFS L TWAE I Lidbhro T
AL TRPVA F v 40U b IR0 X 0 i
ML bZE%dHESH,ITL 7. Voltage-clamp
TR EE AL 2 —50 mV 12 [ 5E L 72 IKREET
TRPV4 % @383 X &7 HEK MBI 282 I 2 %
&, NI &I & SISHEA Ca?t B O EASED
itz BN & Z & |2 temperature-current plot 2°
5572 TRPVA F % 1 Vi b oML, 24T &
TRPVI & [t L KW EETH - 72 TRPV4A T *
FNEFEHL TV A Yy AMENEZMETY, FEFEE
OIMEERII & Y B oOWEML L, Zhics & ki<

C*" MADNELLZ L EMHARALZ. IS0 ES
HERROE & BT TA B &, lE O LEANRET
TRPV4 F v A )VIEICHIILTB Y, WEMBOE
1IEE Ca?t BEZHELTWAEELZLNS. D%
D LIX TRPVA F v RV ASERIRIED NO A D
A5, HMBOEEEAMHFICOERETHL I LR
LTV 5, &5 I CFAEIZ IR ARSI 25984 T TIL
ML, REGHET TGRS % Lo ARG E & <
BB 275, 2O L) RIREELY TR T WILEER
W IMA 12 BT, N2 TRPV4A F % + )b 1 warm &
cold sensor & L CH) X, WE ML Ca® IR % il 5
THIEILEoT, KMESZHE L TWb L0
EHERI SN S,

SHIZERICEESITTERLE, Tr¥FrT 0¥
V11 (Angll) (2 & 0 MENERKEDSEES N, L=
TyEFTT YR (RASKR) oHHIC L) HEE
N MEPEARREDS U ET L2 b Tnh, fA
EOREIRP AR B E B S Ach FIMEBIRILIR
FIBOMGET T, Angll Z 2R PUIE % PAE MR 5
% Z &2 K1) Ach TREFS & L7 AR AR AV 5 8 IR 1fi
TOMMAERE SN, ZOMIN A H = X 4 % fif
W5 -0 ER T2 25, e MEBIR
N EAE LS Angll % #5974 2 L 12 L 1) TRPV4 D%
BT L THB D, RAS RO MNEHEAEREORRT I
TRPVA O ¥ v L F¥al—a PS5 LTns 2
EDIREE N

Z O, TRPV4A H3E, KEMWME % & Cikib
NDFEMEZ LD &M s, FEHEHIMCRIM/IMEE
BEESND LA —BUR0GE IR 5 Il i P Rz o 8
EITHEDE 2 2 2N G5 EE RS, JOE IS FE D i
EIERTAMEZ o TV BUMENES 3 v 7 70 K OJRTE
WE LD > TV LIRS H 5 .

TRPC1 F+ X)L EMED ET YT

BRI O 3510 T, BIRTEILR> PCI 2 A28 R 45 12
BWTHIENEME 2 ICBRE LINE Y £7) v 7 en
IIRENTEIL END Z & % X R 5. BREMICIE
W F DR E B D HNIE RO SIE %2 B CEET
BEETHL. ZOME)EF) v 7 2L <L THh
ThbE, FOIEREZRL TV O MAE T HHE
O E e L WIETH 5. ME RIS 3 &
D &9 MR T G A B R H A% A B At
ZFORUGZ ML Ca® I OIS LETH 5.
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FERS, MEEG PO Ca 2 ¥ L — 5 LM
THAHE S B2 b 2 Eh b b Ca¥t i ADEEMEA
REENE Y. FIEL, b N EEIREE A v
72 in vitro EERIZB W T, Ang I 2SHIFLEK - B85 %
BZ3 2k, ZOKIEIENFB % %\ L7z TRPC1 ®
SN e A - 7 EEE Ca*t i A (SOCE) #§in# i
L, FEmiiaER O RET 2 Z & 2502 L
729 oML, BRI NFB 7 1 %
HEEIRBENICI 53 5 2 & TRARZO TR % & 72
538 W) BEEZEOIET 76 bHHFEN TV D,

Z DM TRP F % A v & SEE A AE & o R
2DV ClE, TRPM4 & i JE PRI - 56 B IR 5T
TSt RE O RS, TRPP1 & KEDHR % HE - BhHRE 5
HEOREDFE SN TV DL, WEZIEMEICEORT
o Ty,

TRPC F + IV / /M@K Ca?t = —
(STIM1) &/DBEX

FIE M ER Z & CREd 5N A O RIZEE I
WA EEZ SN TWE, ZOMBHRE D
W) REBOHGRNENTIX, 777 A0FEI»S
BANLEREA N LADPEHIEIC L YVERT20%
Bi {701, BERIEC (JR) LTEBERA b L A% A
SHTWDEFHHSNLD, LIERAE SISHEFTT 5
EURERRENRIEEN DD, ERIZE o TREA
GRBREL ST D RIGER). HWIYGBRA
DMEREROM:L L -fEmRFTh Y, LEEDOT
BEBEESELIEELRNTTHLI LI, £ OKH
BHRAB CIHEH I N TWE, 2F ), OIEKkD X )
Z A LWL E LIRRDIERZHE3 4 2 21, O
M AR M EERED SETFROWEIIOLI DT
EEBEIRL TS,

1998 FE LK Y 7 VTgE R K& (B EE 5
Z &k 7 HWFBERL A A Molkentin 512 £ V) s &
721 B S AR L 2 DIE R OMIEN A B = X 208,
FAEA Ca*t LA & 0 G £ 4172 calcineurin (Ca**
[TINVED ) ) VR LEESR) AT NFAT (Nuclear
Factor of Activated T Cells) & M-iE1 2 x5 K % I
PAL (B »BeMk) 5 &, NFAT %% GATA4 L #&4
LA KB E S (m O FEB 2 TotE, SR LIRS
BEEINDLEVILDTH o7z, ZOWRHITEH Sz
DI, ZTOBROWIFEETRENRME% 7 » +, Dahl £
W MEIE S v b TOOLEKRERE, HHERTFOARZ
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59 MATSAARN (BRAERER) 12X 20K
2B WD, calcineurin/NFAT 2SJE KGO B 74
TFNTHEHIEIRENIZZEIIHL. 2F ), 1%
MO R T b & b1k > 7 F )b calcineurin/
NFAT %% H\wb, Stz % & calcineurin/NFAT %
IRk KRR DA 7 7 L= — L LTRERLT
WL bokEZOLND.

Calcineurin-NFAT 3 7" )V OWF%E1%, NFAT O % F5
DIRT XN HFERER P I Je 3L 6 IR O 43 B THEAT
L Cw/z. ZZ Tl calcineurin %% T filg D x5 K 1
Td A NFAT %4 L CTIL-2 DB~ L TWwb 2
EWRDPDIIRAT, THBEE L& L7z n 7 e
HRICEELREE N T LB ONLIZE -7 T
WCHUERIB D Db 5 &, 1 Lo @ oML
Ca®* EHAI Y, ZRITHv TR 4 O GE G >
TrEVBERINDL, BKHE LI, ZOBETE
RG22 Feke D %2V (high amplitude, transient) Ca®*
TN NFAT 2L &85 2 e CE T, RGO
FEIEIR VD3RR R D & v (low amplitude, prolonged)
Ca®t I JZ EH O A DINFAT % iG AL S5 2 &5
Lolzsnz, 2%y, THIlETIX, Mgk Ca®t =
- OIRNERCFEHRE ] DT, B 7k o 7o G W AN
HLEN TS, ZoBERS, LIRREERIZBIT S
L A B A Ca®t & NFAT O i 1L % Wit 3 % &,
Ca®* FADIRIEAKE < 2228 H ms TPHET 2 Ca
induced Ca release (CICR) I& NFAT i PEAb 12 5 24 72
Ca* 7 FnEidvzd, ZNLILRL o 72 KIRIE
TEBIET 2 Ca® MADDIEKRIISIZ b b Z &S
MEENL, THEICBWTIE, EIEED> 2k
Ca®* AL, SOCs DFEMALEZ AL TR 5T,
SOCs 1%, 7 T=A MHUIZ X BHRAKRY 78—¥ C I
AL, EAUTHED TP; A, /MafEh 5 @ Ca?* it (IPs
induced Ca®" release) OFEH, /MNMafk (A M7) 29k
BLIzZEDF &L o TiMb S N B MR A o+
YFXANTH L, LHAIRIZBWTS SOCs DFETE
7% Hunton 5 12 & V) #is5 &4, SOCE 7% NFAT O#% A
BT LU TIOIERUGICES A 2 EREN.
EOWIETH, = kY ¥ (ET-1) &5\ id Ang
MHEBLCIER L 727 v MERELHAE <L, Alem
F&EX° BNP 05BN E L b2, & 727 —F VAL
B o/ Ca® Ailiig TiEMEAL S Ui A L 72 SOCE
ARIE O 2.5 I L CTw7z, S 512 S0C D4 T
FR L AE SN D TRPCL &S, &EAKH 2R
LA, BRI TIZSS BB N AR & 72w,
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DOWT, FAFEIFITRPCF ¥ AV 70y —Thb
BTP2 (pyrazole #HEAK) OLMIEABIEIZ /20T 5%)
REMEFLEZ A, BTP2 X ET-1 TS S LM
fa KM BNP 388 2 F IR L7, & 512,
sIRNA # FHHWC TRPC1 % / v 7 ¥ 7 v S 7-Mijg T
1, ET-1% Ang-THHIBIC X 2 O IE KBS IEA 2
WITLTwiz, &5, TRPCLIZZFDTOE—4 —
FABGIC NFAT #E G2 o720, O Al
BB AR IZ B W T, NFAT G %1k & 2 @ % @ feed-for-
ward 22 A 1 Z ALK ) ZOFHDSE SN 5
CEERHLPICIL. IS OfED S TRPCL D%
Hiahne, #o# s LTo SOCE 8k, LBk
FOGIZBWTIRFICEEREEH LT L TnE 2 e
IR E N7

DIERZFHETHETIIETKELHITT, Ang I %
ET-1 D& ) Bl 7 &, KRB0 5 EATE
WA T O 2 00H 5. 2 F CHRIERTICE
% KA H & TRPC1 OFEIHIEIN O BIHEIZ DTk
TEH, BHYRATCTHESNLGERICBELTD
TRPCL {GMEALDSBES5- L CW B D725 9 A7 in vivo
DEEH S, FAEL Dahl IEEZMET v b RMEEEA
BRAEZE 7 v b O GHMEIZ B TS TRPC1 O
BEAWINT L2 EHLMIZL TS, F /2,
TRPCLIZSAC T bbb AN /o —L L THEL
EmBEENTBY, S% BWMEEICX S
TRPCL VAL & GIERTER D A 771 = X L3S 5 (12H]
Lk o T EHEHISND.

BER AL, AL B W THULORMEST 4 Aotk
filZ ANP, BNP, skeletal o-actin 7 &0l VR E
THOFREBET A ERMONT L. BENT Y Ml
FEEMAETO TRPC1 DM A FHR7- L 2 A, TRPC1
EIEAEMICS CBEBL, #ra R S i 2ir <
WA LT ODHE R ERTF oMK E A LT,
#%it ANP, BNP iz O FSEIRE I CimEiH o L
A ¥ b (NRSE ; neuron-restrictive silencer element)
14 AT A ER G ENH] ] 7 NRSF (neuron-restrictive
silencer factor) ASEERBEEZ R/ LT 5 2 L2
Lhe otz ZES 0L LS L NRSE-NRSF
system (O ClEOF s Ve BB AR 7 58 3L & 3040 L
TWDH, R, AEbIIBWTIEZ O FEEE
EALANP, BNP & 5121, TH Ca** F ¥ 2 )L, If F v
AN DOFEHF T S F T WY, BREWZ L
TRPC1 & 1 >~ b1 > 4|ZNRSF #E&#HEEEZ L H, A
FEDRFFETIL NRSF & DG A DD 5T 5 2

& 512, NRSF ¢ dominant negative 25 544K % SR Z6 31 L
NG AV 2oy r=y AT, WERELOAE & B
TR IR TS, EOLHIZB VT TRPCL A3 L
TW>72. TRPC1 & NRSF (2 & » THII Sz dss, oL
FEEMBERL DS E 5T 5 L EZ 5N 5P,

INSREOFERLEFIRL T, BANO V=T
5 TRPC3 & % \» & TRPC6 H3-0 LK KIS 2B 55 %
LV R HVOVTHE E/A, TRPC F v %
JVASH N Z hetero-multimer & 72 - C SOCs, ROCs &
BHWILSACs 2T L TCWAZ L2 EETLHE (70
TRPCs #lAGbE S MBEICHESINZbDTIE L
W), ERGIZB W THE D TRPCs ¥ > /3 7 F8HL)s
TLHEL TV LA RENH L. 20X KDL VIZ
AL T TRPCs OB, D EN IR
eI HEDS, THEEH L Y b Ca®" OB NEKE)
DHRE L e BIERANCHIEAN Ca #mx b 726 L,
PLIRILO S b — X A LA, triggered activity D &5 58,
Z OMfE % DML EE S 7 F IV D5 X 427 BB
P 5.

¥ 72 % @ 1% stromal interaction molecule 1 (STIM1)
LV g vy RSN, FEDOTIZERES S
STIM1 & TRPCs & T L2 Ol =2 S Al i o Bk
JOBIZEG LTWB Z EN S E o TERY,
STIM1 (&/NEEBI BTE T 5 — ARG @M 7 oo
7T, MR Ca2t LAV OIR T 2 AT 5 1 v —
ELTHEREL T b, STIMLIZ UV ¥4 AIZEH L
TBY, VSRR B HmERIC D EELME L2 LT
WA ORI, EAERIEAR AER % Tubular aggregate
myopathy O F K # 5T CTdh b Z L oHms s i A
FEX, BRI v MR E W2 gE T, Ang ITX°
ET-17% &2 X 2449 4 XoBEk= BNP 7% DR
PO 5 T 38825, TRPC1 / v 7 & v & [k
STIM1 D/ v 7 5y ThEiflsng 2 &2 oH
WZL72%. STIM1 %/ v 7 ¥ > &% 5 & SOCE @
FEEZ L) Ca®t A B L U Ca?t o L& 25, 1E
A LE L CHfl S Tw/z, & 512 STIML
A7 KO. ¥ A (STIM1+/—) % H\v 7z in vivo @
FBT, [~ 7 A TIERENRMEZ 1 X 2GRS0
FHEAL ST S LT W2 Z o X H Iz, OIBEARIK
JGI2 BT S TRPC F v A Vi L o7 % STIM1 &
DAL AL NI > TETWS, ()
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(14) TRP 5 % 5 b & Ll
ET-1, Ang 11, PE Stretch

SACs (TRPC1,-C6)

§§%§§--_uagss§5«s m- ;%’ o
1 23, s
qullm_?. gl ) nml & soc. (TRP1,-C4,-C5)
IP3
ca:.
Ca*

Up-regulation of TRPCs

!

Ca*1

!

Calcineurin/NFAT activation

!

Hypertrophic response gene (BNP, etc)

X. Angll, ET-1, PE 7 & OWPER TR HE AT 72 & OMMHEIL, TRP 2> 5K 415 ROC, SOC, SAC
L ED CT AT ¥ ANV EIEEAL S, FREA AP Ca*t i 125, calcineurin/NFAT SR iG 4L % 25k
SEORERIIGZ#ETSEL, TNHDO—HED LI BT, TRPC F ¥ 4 VI fk & 2 B # 0
polymodal sensor & L C, calcineurin/NFAT (X% 415 @ integrator & L TV T2 b E 2 L.

nabe, H., Hoenderop, J.G., Bindels, R.J., Droogmans,

N Volz
B G., Penner, R. and Nilius, B. (2002) CaT1 and the

TRP 7 v AV DL IILE R RE~N D 22 b 1) 12
DOWTHES L7z, LA L, TRP F ¥ & )V OiE A bHE
W2 OB MHFZNEEIIIZEr D), F72,

calcium release-activated calcium channel manifest
distinct pore properties. J. Biol. Chem., 276, 47767-

47770.

MR Ca A v HED XS At h v R Ay 2) Watanabe, H., Nishio, M., Miura, M. and Iijima, T.

LUV —=THIHIT NS, FNEOBEMIIEM T, (1995) L-type Ca** channel block by highly hydro-

HEFSICBW T EZBEAO—T L 2L - T philic dihydropyridines in single ventricular cells of

W, LaL, R, ESHIZTRP F v AV OJRRE guinea-pig hearts. J. Mol. Cell. Cardiol., 27, 1271~
ABZEESH O PR 5728 &, TRP F ¥ & )b 1279.

(OB - AR OH L\ iGHes §o0-T & 7 2 T Retk 3) Montell, C. and Rubin, G.M. (1989) Molecular

ERDTW5 characterization of the Drosophila trp locus : a puta-
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