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1. Ca**

B HEH R

F L & [

By s A G v (CatOB, BRI, LT, TPE
a3, BE-IFEERE (excitation-contrac-
tion coupling) WAADFAYETH 5 LI1LH
HMOERTH%. ERTERIRCIRS &, LI
B & IRER, A Ao b — % A DD,
B e &1, +_CINgEHEG actin & myosin @
BEHAHERIGC X5 0T, & ORIGH B #EHR
LT s02, fMlaA () o Ca*t &
B (UTF [Cali &329) THhA. LT #IE
B [Cali (x107"MLELF T4 b, actin & myosin
PHEREEIH I hTw5. BE Ly [Cal
107 ~10"" M B4+ % &, actin & myosini
ATPH 1 Fic &8 G LIUES Fe AT 50, &
DOIWFIHAEh B Ca2t oKERML, Hi ki
Foirz bt wicCat o iiitic X 5. LTI
Wi iad s b oCa gy, HBHEMD TS b —
HTEEZN L CHATLCETNE sl s T

Bl ¥hpn (Catr-induced Ca?t-release)?).

[Ca? 5 HT | &\ 5 TR, —EANC IR O
fafEs 35 Ca*r o A(Ca* B % fHIE 3% ]
LWHERTHGbRS. AT, EEAMEE
O XY, Ex i+ 25Ca 08X H LN
BN > TE L phics b, AFERE
s [Cafifil oF &L BRI DOWTE LT
AT\,

1. D slow channel (Ca®** channel)

X 1 1% Beeler and Reuter®ic X 2 O ZE 5 5EH)
BEOBREF L2, EHELL A+ VB

* RO BERREEFRERYHE

Lo 4B

H R E N

Ttk X O [Calio %t % computor(Tandy
TRS-80) ik b, bhbhNFHLLELOTH
. ORIy, LDEHOEETL EA Y M
CO M ix fast channel % /3 2\ Py [E X Nat&E
W Grast, FAAL inefast) KX BT &, DWW T
slow channel %/ L C#E\W A [ & & i (slow
inward current (isiow 72X is) 2k, T
NEBEBMOSS b= GE2MH) T2
L2345y 5. Slow channelyf fih O 1 4+ » Na® =
K+ i L Ca?t w3 2 G EEAE D TES
(i< EH100f5)9, “Ca?* channel” O£ %

%. L L, NaoAf+ vBEEMBEA-FE&D
Cat i BRELL BV e, EEIE AR
SE Gs) OHAE S (F30%) 1: Nafic X -
Th#Eh 5P, Slow channel %4 LTHAT %
Ca** &, Zhw X b fihlatks bl &h sCats
DOEHHZBC L -, [Cal &aBuwsEmL, [Cal
WIS Cre Ui 2 64T 5.

—77, HAZER o RIEEMZOLICKET S
K* BTH D, ix EBEELEREIC X » TEME
fbens K #FH LT rMEERTHS. &
DX 5 IO IIE iNe, rase & S HNICOEHEL s I X
o THABT %2, REHICX D s 2 L
O sbm & B ix AEM e L) #ind s &,
ERBHANAZE LS5 P =3 T L, EH
BALILTESHE 5.

Wb p [Catt FEHA X, < O&v HRE
B (o) % FEAGER OIS 5 2 2 Tab
NTW5B. 22 THEME G 5 DX, WIEATFA]
fE7e Ca*t FEEHFNT isi DAMT ina,fast ZdH 5 T\ &
ME LD, smE K Bie b Zibrx 52578
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=90 mV

Islow

ifast

200 msec

1
=

- —5x10°¢

— =0

uA/cm?

— 10°¢
410" M

1. Beeler and Reuter & FAD I X HIEEIEMLOTER (F) &1 AV &
W CF) 3B XOMIRatERE Ca® BE [Ca® i Dbk

HHTHB. Ao Ca¥t HEHiH & LT, HE
Verapamil, Diltiazem, Nifedipine D=7\l
REGCIE v bhTw 5, EEOLEA 4+ v
La’t, Ma*, Co**, NHicd REEDIERZDH 59,
Ma2Hi% slow channel #[Hi-34%—5C, BN
slow channels —&5@ % U fif OE A S 72 b
5 % (Ma2" B0,

2. B9EIC & B fast channel OFEME(L
& catecholamine (C4& 3 slow channel

DEMEAE

K2were v bOBEAEG DX bIICTED
B DOEFEFT. DI, AFEREEHCEEEES
EOEIEBAOFR\ MM (slow fiber) ZERIFIE,
ATRETZ &L BIEBALIE L (—80~—100mV),

CEH, R : RFER)

iNe.fast X BEWIT B B A & E (100~200
V/s) &b - iGBIEAA A FT 5 (fast fiber)1D,
N KT BEAHNT 5 &, KFOREBAAI
T 5 I DBII A 525, & DL EEHELMD
HRIZHENDEED WD T H(B). T hix#ik
B OWA X b, fast channel 23— ML
EhaXs., b BHmEEL & fast
channel XFEECTERLI N, PI—BERERE
#4:5 (C). Lal, T isoproterenol %
whnd 5 L IEFHEM/AFMT5(D).  huk fast
channel 73FEL£EREMHILI D —50mV X b &
WEBRER.TH, slow channelix NEMEAL E uigis
C LaET 5 (X 3). Catecholamine % slow
channel OF|HE % &d (iR, £1T3 % iva,ase
L, ZUND i X AEBHEMLORAEY T
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A B

0 J100V/s
L } (a)
40

30V /s

™
[N Ty

—80 mV

EAEy VOEHIEHEMLONME KMEE X584k, &7 TREHEMNE, L
bi’EfAﬂz O VAL EEBEMO—REHWEY (TiRh 77 A) &7

A : [K*]p=5.4mM
mMiZ isoproterenol 5 X10~7M#ZE/M.

Vmax
(V/sec)
Fast channel 200
——== Slow channel
100 WFast
conduction
- 20
\\\\ 10 |Slow
- conduction
1 1
—100 —60  —50 "o 20
RP(mV) t

critical potential

Bl 3. Catecholamine Z3F1E Lig\W5& (5
B LHEETAHE () OFEERE
fir (Wil & ISBYEAMR KIS EAs D H
B Gt oBIfR (BRD

BT a(M3). Tebb, K2BEDTHEITHE
BEALL, LIS UTh5B2, iLb Yo
A+ VEF AL Bicn (Bix Nat &iff, Dk
Ca>*Eif) C EIEBTRNETH 5.

7c¥s, X2 B OEBREMMAWELL 2 2D H
MBI D LIIER RV, BT OBEE
fast channel o, %507l 413 slow
channel @E#AL I Bk L, BIRO L fast
channel #54§i%|(Tetrodotoxin <> Lidocaine)z. X
Y, %I 4rE Slow channel #5##](Verapamil,
Diltiazem) 12 k& » T, FhFRBFERHH S
3D,

Ca*+ channel D&% HE 3 5 1o, slow
channel o Bk & BRS04 Reuter o= 7 19

D& C : [Kto%5. dmMo H4A0mMIT R I3 % & ik

D :[K*Jo=40

BM, &R kFER

CEWEXRWC R T ER4ADTEL D, TDF
5 % slow channel iz Cat o3 @ikt L3>
ORI %AE L, -2 HCa jE IRk o S-filter,
Wi X - CTBA< g-gate, channel ZZF DY v
Ee{tic X » CTBH< g'-gate L 4% . Catecholamine
VAR B-Z B H A LT cyclic AMP % 5
mXeATPHEAETIC g-gate & V) YB35 DT,
giBiZ (p-g, TR3) slow channel (37| fi &
s,

Isoproterenol FE T T, ineras ELIC islT &
LHIEHEMA L bR (W2D) OREDDHT
»%. T h, catecholaminei slow channel
OFIAE (availability) @& ia ZIENE €%
o, CalEHiHl LR OIEFREZHET 5.

3. Ca BEHAIOERERLL & ERBF

Cafipigl o MBI EA L, lsx 52 &
XFENTH B, BB 2 ERAIBAL & (R
Fix Ca H##figlofEEic X - Th B b, Mz
FETHS. 7ok ziE, Varapamil 3 plasma-
lemma » VU HEANE A L Ca®t activated
ATPase# [HEF 513, F Ok B3 mH OfE 4 Ca
A L, isARADTHAEEESS L. L L
Diltiazem % plasmalemma O NI ILis & Lis
WL, Fic Mot fElapERmEmchE < fiA L, Ca
= o ARFHIES S & Wb TR D IDERIE—
Tlolo.

—ji% 1z slow channel # it 51 4 v EH (is)
%,

isi=gst d*f(Em=Es)--+-+ (1)
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1. Ca* HipioEn 255

out

in

Ca?*channel
blocker

g(open)

s : Ca?*selective filter

g : Voltage-dependent gate

g’ Phosphorylation-dependent gate

K 4. DB BH Ca®* channel {3

Ca2+ channel (slow channel) 1%, @ Ca2?*t ZHPED filter S, @ EBELIEFMED gate
g, @ VyB(tick > THL gate g DOBFTEAETS. ATIR g 23 YERILICX 5 THWT
WAHDT, B (BEE) X gl Coleikh, Ca?t X&EEMLS. L
L, ZOIREETY Ca 47 (Ca2* channel blocker)iZ X T s g & b & Ca2t (XEE
M es. BIRgnBvTd, g BPELTCwHIE Ca2t ilibia\ 2 & & &3, A
cyclic AMP 0, 3X0Y ATP ORZFck 2ATRm) T BORENAETL, s b SIRIEFR

e LT Ca2t BHRIIFENILL .

TmREN B, T T ga EEKBRFIA A EE 7e
slow channel o conductance ##E+H3. d & f
VEEEAL & B OEE T, dRBioEe X b 05

B1Am, X1 0AESTEIERTHS.

EmlLJ4E A7, Ea (% slow channel oERIEG & 7x
544 v (EELTCP) DFBEEMEEDT.
FTTerRBNZ &L, CaE A OFRIILT L
3, slow channel BRI T T . L2 L,
Verapamil¥), D600®, Diltiazem!®, Nifedipinel6
CHEBLTEABNREE - & HEERL FH X gu
(Lt o Tge) DWATH A 5. oo 25 HIRIEHE

DN BIL EBIR D B DT B HD T
WS, gea DA EH 4 DT ARDTULDS &,
filter sOB%E (M4 D) & 2 DD, FEERFEFE
CHEREW EBbRs, ThbhbE4DO &
<, CafihiFlcEAZE & hic Ca*t channel Dt
Wz 53y, BAREHLICHVBEEL 5 % channel
FrBATAr Licin ), Zea EEATH. &1
wNifedipine @ i IHIEAIL, 21X 5 g O
4 X 5% o, channel o kinetics (d & f @
[ETEAL & BFEMRTE ML) WIx B AR b ia 16,
—J5, D600TIL ist A DT0%1% 8ot DA IT
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HEL, 75 D30% 2 EHALEE OEIE(cdDIER)
I, ThbbR4 AN CEBITT L8R
fRE (g-gate DOBIFCEE OFE LWEBIEIC X 5 iu
DAY BEARL T3 &2 5. Diltiazem i@
DN TIRIRE D 7oy, MoradS g, » =
ADEM T, Diltiazems i OFATIZFHHAO
ORI G OB b b L X, KA
Misbt oFmoCattifgl (#ik o Na-Ca ex-
change 4 Ric%) #AETLEEL T 5.
PR b Cat R o fEREALAS, & -
ESHMRECH B ETHERTH A, ThicH
L, Ca* A nEL@EL, MENTERY R
BT A2 LaTBT L0 ONDHREND L. 2
r 213, Verapamil & Diltiazem 3.0 {5 #1fa P ©
BRI N, WY v oER (Lo RmIRET
HETLB) REsTHLEI F2v ) 7oE%
BEEBIET2EVI®, 20X 5 rCa i
MlaEm TS, MRANTLHRELRETLETH
i, chbHOfEAE —ERCH AT 2 R
DTHA5n? Millard 5D A X b
Ca iEHiFl o8- I (ER A, MRaME, Mg o i
Zww AT 5 Cattsz w7 calmodulin % /3 %
AREMICER LT\ 5.

BEEAL (mV)

4. Slow channel FAEDEE i & BRI GKHEY

CafE#i#lic X % slow channel pHZE% Nifede-
dipinel® 2 & < & 51X Hga WA X %75 b,
EHEAOREHERPLRTIENOREC X » T,
chennel HEOCRENENT S XV T
»%H. Lh»L, Ehara 52013, % a.0EHT(—)
Verapamil @ is A ERADFIBBEEKREKETH
D, BBBEER S\ RS E B EDbR D
CEERLIC(SE). Z ofEIXRKEIR OB
#Jk# Quindine?’ X Phenothiazine RFFiE(k
Chlorpromazine?2) 73 fast channel »[HE3 2 &
xoieEr X< tlt\w5. Ehara %1% (—) Vera-
pamil OIEEHREWED ia MWENL, £F2, O
slow channel OAFEM:ALS B O BIE % BT X ¥
%, @ MBFEAMUZER (3% 5 < glycocalyx)
CfEE LT3 Cazt pislow channel iz i &)
THREYEEIRHLDTHHIELT VS,
# 0% McDonald 5291, D600 X % isi & I
Do R, B RIEE A E < &E%ET
5T &, EMFRRDOWEENFATRIEL OEE
AL (=50~—110mV) E{KIEfio E& (3 ~300
sec) IR L, BEAAE W EE, B2 E v

FEERTHAHZ LR L. T
b, Verapamil % D600 1, @D
slow channel 23 {5 ¥4k X 11, open ik

L8 oL E (K4C) e channel &

FECHE EER (A)
{

L

5. (=) Verapamil 1€ X %38\ A & B () PEE

TERDRIBIRER N TH B & L &R T.

———— (—)Verap.

wisE LT vkl (K4D) 35
75, @ B OFHE XY RS
& 7= channel 7513 41,

® #ILRRB H B channel ([X] 4 A)
2B EEC B U, BRI
FT5bDEELLNS. Tiebb,
Ca** Al X 5 Mz Rix, slow
channel DF|FEELIH, FIH
S mvE E B fEA i E 5
(use-dependent)2®), Diltiazem T
b, IR EofahmpEE (0. 05~
0.5pg/mD THRMOEHO ia 121
SCBHES L, T OERIZIT b

FE#uE (=) Verapamil JE(EMH T CRISEHEE 30/50%

206 /oDREEETHL R Uil & 755) S
Verapapamil /T CRIBEERE30/2(O) & 6/4(@)
DL HEENKLDIEEBVWAMEERORY HFHE
oo LICHRE.

(Ehara and Kaufmann2® X hgfZ)

L REALCARTET B &\ 52,

Nifedipine LI#} o Ca*t E:HiFlic
X5 D X5 TR KO HIE
fERE, HHOBEEN K BRE,
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1. Ca®* FEfio4n 257

6. 4 2DLBIAFMHOMSBEAREBEEKE (LB &, Thiewdds
Verapamil (6 pg/ml, 205M1ER) O%E (FE)
BB, TBLG LORFIEDENL, FORFIBEEROKE S, TORLMIE

BYBALO WY,

F B X AR ORRE 235 3 £ channel
FREG RN TN EXER L TR D, TRIREE
DBEEPLIXFHERMETHS.

X6 ORI, 4 *OEAFEINCHEBE RN
THrMamURR Y5 2, HEELEYRD (Ko

B SRl BT BBREMKELRT.

ZDY S REMHKENL 4+ VEEFIL, A€ v
bR RLEHT R B I h TR, @
HBLO BERAM L <420 —60mV X b B\ BT
BB &, @ overshoot 23\ D Ca* i 4k
HT 5z L, @ catecholamine i X » Tsi < &
HExhasz & b, slow channel » 44 %
Cofi A X pBEE L BR S, K6 TRILZ
hoiex3 % Verapamil (6pg/mb 204 %
DFEFETH B0, BEREKREORE, FAHE
NEBLFELLIIFI T BT &5, K
7, ARTERCKCCHBREE ELTH
LT 5 ETORPEEY, RER (D &L
T () & DBARTH D TH 5. Verapamil
TER®, KEoREE &b I BHERYINIEE (8
EoEA) 352, £OFAREEMAI/ERVIEE
ZHThH BH. T /b b, Verapamil o slow
channel [HEFRA ORBIL, WEHE & EER
NEETHHI LG5,

CEME, B : AFER

° I Cont.
S Verap.(bug/m{) 9min
X : Verap.(6ug/m/) 15min .
X
v
T
= -~
3 x~
e
3 10
P -
©
3
Q\
\\O\\_
T~—o
RP : —85mV
0.5F
1 J 1 1 1 |
—70 —60 —50 —40 —30

Max. diast. pot.(mV)
7. A *DLEILIEF O B BRE MK E R GREE) &k
AR EAL (i) DBIR CEHE, B : R
5. #lAA Ca®" BFICL > TELZEEL
e L Ca FEHEA

Slow channel % /32 Ca** i A (isDiC X 515
BEMIX, W 5 slow response TH H, mE
B & —JF R Y & e L 5 {, reentry
X BTEROFERAL 752, i, K6 TRL
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fed O i HRFEHBRORBECLESTHD
T, BRFMHHBEC I ATNEROFEAELE LTHLE
BEThBH. LrL, ThBIEDWTLGIES?
# 0, & & ¢k slow channel % & L7c\» Cat
OB S ERAEFIC O\ TIRN5.

DfFOBE I WL, Y5 P—HTHE AL 2
Ca2 1%, BHHNIIs K © Nat &5 ol CHl
AP I h s &b TR D, &k
Na-Ca exchange mechanismD tIE8. = i,
Na*t o fifast O E2E% KB & LicfifaCa
HORHE LR CTH Y, ATPOYE=F 13—

WCILEEERE Lt A\ Na-K-pump 13 B7 5.

#t3k Na-Ca exchange 1%, [EEA. (En) IKILA
HInTF, 2o Nat w1 Elo Ca** »5fn LT
EI D, BRIV O A (electro-
neutral exchange) ThH B EFEz bhT\wic. F
s, MA@, LMkt (o) o Ca*t & Na*
REL*ZhZh [Cal, [Cal, [Nal, [NaloT
Fbh3 L, EFERBCIRA2RILOD.

[Calo _ [Nalo® ... 2)

[Cali [Na:®

L2 Lz opFe X » Na-Ca exchange 13
electroneutral ¢/ <, 1D Caticdicl &3
3L (3~4ME) o Nat2 win LTk dh
% (elecrtogenic) ¢ % b BICHE » f-. Mull-
ins?i X g, IEHOLHOLCali 2»H# 2 TNat
tCa¥r =4 1 DfEAEELZLONS 5 b %
HTHY, ZOHEITKRRNDHLD.

4

fod = (N o (555 oot
Z T, EmlifiEAL, Fix Faraday =%, R
i3ogas B, TRHHNRETHS. T7b b,
Na-Ca exchangeic X %[ Cals ®F itz Nat oy ps
AL E Em TEKET B . ABNEM T [Nal/
[Nali=10, En=-75mV Th B2 b (3) R b,
[Calo/[Cali= 4 x10° #8%. Lih - T[Calo
=2 x107*M & FhEEEm b, [Cali=0.5%x107°
M&7ss. Lo, filaicii#Eic Ca®to leak
8% DT, REWIEIERO [CaliizZhigd
HEL 7267, 1077 ~10 Mt fR 7o %28,

—J7, BEOMRE I, Mg E o
Ca** 7 load T 7kpecix, Milam o Ca*t frfig
wH (ELLTHhag SR » Ca*t Tl

+ overload DIRFEE 2 b, HIFDOELW, 1k
SERIRIHT SR 25 Cat v E Lk S 1,
ChMWEEM OB LA BT A AREEISR I T
WA, (3) XTRTZE L, NaCa exchange
A, F MWL 4 © 1 © electrogenic exchange
ThIUE, 1E® exchange icoX 2 HDOEER
2 Natiw X » TRifaE g s o T, Baxlis
BIT2THAS. L, BHFEDOEEMFEEDOR
BT, SR 23 Cart e it v
L, ZFoMIE D Na-Ca exchange 23E®) L,
Ca?t Pz 32 L C Nat 2\ A L—iBi: ol s
BAELRC Licins (K8). [Cali DignEE
75, O Kt FRiagnEe s EnabhT
W52, Lal, Na-Caexchange 5% electroge-
nic Th5 &, [EEBHECH AR Th,
JREMLEEL 5 20T, TEIROFEET L S
ThHEERLFERY D,

L OERE G SME KT oXBrik, Na-K pump
DM X B [Nali OIn% ML % 7 catechol-
amine, #hk Ca®t BEE O, EHEERMZL LS
DOEfEEE T [Cals RN &, MigAwcCa**
SBEPRAEAE Y 32, 20X 5B T T
VOB E OEBNEMAREOBEHIL, LIXULIXS~15
mV OFEGE s A iR E) Bz (transient depo-
larization) B35, 01 A+ v EFE+4
b Tlow sy, Nat o523 % 5 2 L I3fEHS»T
» b, Na-Ca exchange iz X % Na*{fi Alc X 57
(2Ch B AIEHENE 2 H R B2.30, £ ¢ transient
depolarization M [HfHICET % & 1 ~$EOE 7=
IEEEM A FEA L, T hw triggered activity
LIE 529, Goshima 53D XiuE, BEFwROLEIT
#\1Ti%, ouabain AEW X »[Nali% 7it[Cals
DEFGEE & 1. 5~2. 0f5ic i€ 5 &, B
DOAFANINFEPFBT B E 5. Ler-T,
Digitalis rpFEECRIMOET & b b TEIRFEA
DFERELT, Thb [Cali DRFIEINC X K
BMNZEFHPEASE LTS AEEEEETE L.
O X5 laicEin L -Cathiy, EREY N
LTHATANEDOC kT A0 b, ZTDX
5 e BB MET 2 IHI T 510k, lakiHd X
¥% Ca #EHFIE TRV EBBER B,
HELOLE ) TH 520323,

HlboEbc kb, CafbHfiflix Car 2 Ewo
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Sarcolemma
out

4ﬁ5;======f

(1) Resting

(Ca overload)

1. Ca®* HEfioLHE 259

©.% o°,
0%%5%% %"

(2) Ca-induced

Ca-release

(3) Electrogenic
Na-Ca exchange

8. MRER® Ca? 2NBERABCH % LM TA LI 5 REESIRZEROBF
£ LD BErCa et 1:H/Mak (SR) WCEBREICHK St Cat, 2:&TERE
AT X - THA L7 Ca?t, R XV SR 2L & iz Ca?r 23H SR 726 Ca?*t & it
X5 (Ca2t induced—Ca2* release). 3:[X(2)ThiH It Ca2t 1 A4 {Hd Nat &7
X RNBEEE, MR EMT &M (B 35 (electrogenic Na-Ca exchan-
ge). BEANHE S Ca?t TR & & b il AANEE Y, Fioid SR RICEREX

RTECRES.

k& 70 o THRET HRFELILIS (slow respo-
nse) X EFEIHI T 5 D&KL HF, [Cali
¥»Hro bk, electrogenic Na-Ca exchange
a0 REBRSEHS (transient depolariza-

tion) % b HEANCIIHIT 25 & LIRS h 5%,

L7chis T, SHBULHRSBELORYE (TR
CHEWT [Ca il #Ex iy, A
2O0D%E, Tihobb, HESHRE (a0l &
mEs R (Na-Ca exchange DEA) @ 2 HH B
Ex HULERDHH EEbLIS.

E3 & 2}

DR s Cart i o = 1F %, slow
channel % /3% Ca**" B M €5 Ledh
5. L, £OERBEFXEM CE—TRKS,
ORI S, BRIRINCHIREIRIER, #1
PeOSEMER, REEMER, RO HREER R &5
2 DBEBEN ISR BIoR, Mildy ikt
HUEABEE LT LS BELATRWE FIL, IR
IERMNERER22H B Dp Ca EHFIOBRED

BTHHH. D, MERLED, REHEH»LO
IR IRAOTTSE Y, BRAFZEGE & A # 2
T, SHBBAEDLR LT ER/HELI.
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