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< Abstract >

Skeletal muscle cells are activated by a-motorneurons which release acetylcholine at the neuromuscular
junction. This results in a local depolarization of surface membrane which triggers an action potential. The
action potential propagates along the surface membrane and also into the T-tubule system. In the triads T-
tubules are in close connection with the terminal cisternae of the sarcoplasmic reticulum(SR). The action
potential activaies T-tubule voltage sensors(DHP receptors), which activates SR Ca* release
channels(ryanodine receptors). Ca** have a key role in skeletal muscle in that an increase of free myoplasmic
Ca’ concentration.

The process of coupling chemical and electrical signals at the cell surface to the intracellular release of Ca*
and ultimate contraction of muscle fibers is termed excitation-contraction coupling(ECC). Coupling of cell
surface signals to intracellular Ca** release proceeds by several mechanisms in skeletal muscle cells.

This review focus on sarcoplasmic reticulum(SR) Ca* releasing mechanisms from sarcoplasmic reticulum
in the skeletal muscle. The mechanisms include DCCR, CICR, and [ICR.
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change) & #argo 24 (Fitts, 1994: Melzer &,
1995) 2% 1% (sracolplasmic retinaculum: SR)¢]
ZuH=Z (terminal cisternae) 2%E 2FAUR Ca™
2 #2lAl71A @t (Catteral, 1991: Sutko®} Alrey,
1996: Westerblad 5, 2000). && M X9te] 383
NZE A7NH A52 AYRAA ZFHE ZFET R
A7l ojey dde A3 E FR-F5F 84
(excitation-contraction coupling)el g @t
(Catterall, 1991). 242, A%, a2y HEZ
M2 & Ca® R 1AL 7Rz o, AEHe
stAg-9]EA Na* 2 K 529 SR A FW Ca™*—F
2] B27} 22% 948&E stz lch(Catterall, 1991).

FA T YolA AT Ca*Es F7le 25%S
fatahzd glolAd HAAR FTS FEA Hed
(Westerblad %, 2000), °lg] Ca** frele] 7|4
F2Z7A 2 717t AAls o] 23 3k

2 d3NE 3429 25 $FdN 5
a7 73¢9l SREREHY Ca* #FEl& GAsIE 7
Aol U3 J27AX 9] FMAES AN E N 289 ¢
Zo| wata] BAYESA - Yl o2 o st
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E-2% ol 31X 1} SR Ca** E2

FA 29 F-4% 92 A& T-A# 2ol AAst
£ AHs+-72A DHPR# SR 9ol A3} ryanodine
£84(Ca® w2 2. RyR)Alolo] vzl 4
T 2-g-(protein-protein interaction) & T¥she 94
714 oj8] dAydTt,

olgig F¥-—4% 94 HYl& RyR(SR Ca** el
%&), DHPR, triadin, FKBP 12, calsequestrin,
calmodulin, junctin £33 & @A Ee] AAsln
Slch(Favero, 1999) (1% 1).

olg gl e B3k g YAl 242 ¢ AAS
o] RS2 A7 3P G Ca* #Eo] 8% 9
85 3§cH(Zhang 5, 1997). FeigE B4
W 53] THF FAZ AXY 42A (triad) F
o] DHPR# RyR-Ca* %27} 9|X18la &) BEl A
t}. Duthunty®] @7(1992)914+ RyRY 20% 3=
7} A=A (triad) HE fA82 5S dAstAe
dl, 2 7152 e X3l
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1% 1. SR Ca* felof ofst= el 2E(Guo &, 1996)
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RyR ©¥jd e F¥5% AN s 88
74 aoltHiTakekura 5, 1994). EfFolMe Al
712 Feje] RyRe] &elA sledl, 2429 RyR
1(Takeshima %, 1989: Zorzato, 1990), 4144
RyR 2(Ostu &, 1990: Nakai ¥, 1990), 28|12 3
g3 9] RyR 3(Hakamata 5, 1992)7F ¥3i#] 3l
o}, 3439 TA2E EA8he RyR2 4 subunit®
FA49 ¥R FFAEA (homotetramer) 24 &
2w 9 2o¥(quatrefoil)d] =& 71 dog
(Radermacher 5, 1994), @3] ©ia-2 5 03571¢]
otu|:zAte 2 FAHo} 9lr), o]& Ryanodineo] tisl
=2 A& 2= vf$- 2 cytoplasmic domaing 7}

A3 Y& Ca* £Z2A(Franzini-Amstrongd
Feliciano, 1997), T-A1##¢] DHPRe 2j#iA d#e]
zA9}(Layer 5, 2000). o] &9 3842 Ca*™,
Mg*, ATP, 18] pHet 22 A X9 B AR E
X = GgS Wt (Meissner, 1994).

DHPR a1, a2, B, 7, 09] 5 subunit® o} Fo]#
+dl, e-DHPR 4 transmembrane domain( [ -V)
& 7L A - E8 Na* 29 72He
2 fAMEa, Z+zbe] transmembrane domaing 6
membrane spanning segment(S1-S6)2 7= ol 31
tHMikami 5, 1989: Tanabe %, 1987). S47} ¢t
A J&5 she Aoz AdA ded), o Hie gH
2 g ot 7t EAske BARM HIH
o] o] i3t g0 2 RyRE B4 I AEE Y
AA 2F5S FEsA doh(Beam §, 1992:

Tanabe ¥, 1987). &, #7713 &2 ] ¢1-DHPR
subunit isoform® [-I loopE ¥4 Ca®* £34<
7 RyRE Aggozy o @A Ca* #e7t d
ojulA] ®rHAdams, 1990). 183 e1%} f-subunite]]
= Q43 #9171 248k Ylch(Favero, 1999).

Triadin& A2 599 9148k 95-kDad| 2
224 DHPR# SR Ca*—frel §& Alol9] 4328
o #sln Qe Aoz A= ot FEA A4
o} a7 Kim 5, 1990).

FKBP 12(12-kDa FK506 % @) Zzte
71%% RyR¥} #HE AEA= Rz gz ay,
FKBP 12 99 A& AA AYM & 715 9%
& MXE AR Holxgt o|DA T2 FFE
(gating)dl #odstexe GAA GdrH(Lambst
Stephenson, 1996).

Calmodulin® E2 ¥4 (troponin)# FAHE Al ¥
Ca* &4 9iA 22X (Cheung, 1982), 22l
SR Ca® #2le] &A3sls} oAd] Bojshe Aoz B
H(Tripathy . 1995).

Calsequestrin SR W7ZH(lumen)el] $1XI3t1 I=
Ca”"ﬂ el Be A3 2 5 439 5AE /M

a2 -2 @l A 2A RyRe] obd triadin® A3t
Al-9-91 (Guo %, 1996), SREZHES] Ca* Rel& 24
sl #4953 ek (Donoso 5, 1995).

Junctin SR =He] U1ZE-9 e Atz AUx,
triadin, calsequestrin, RyR3} E3AE dA3ld 3
24291 Ca** Falol #odtm gick(Zhang 5, 1997).
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2. Z¥OERHH Ca* walol #4s 71H

1) 2AY-2]&A Ca” fr8](Voltage-dependent
Ca” release)

AQHez 449 Ca® 8 (Directed coupled
Ca?* release: DCCR) 7|4 224, Schneiderst
Chandler(1973)¢ll &l&) Az =2 AA =K. o] ]3]
A T-N# oo EAshe @94 DHP #8471 3
stel MzlE ARAshe Aoz Ay, F g5l
DHPRS 7z& W3 Z# sl RyR $28 dd=
& 3= A3 E WA (Fitts, 1994: Melzer .
1995). ol2lg DHPRel 723 W37t o|g 7 RyRE
Ads e Yy WA gA %o, RyR# 3
A3 33242 & Aolghe she] 7ol AAHA
t}(Tanabe %, 1990: Tanabe 5. 1988). o4& 28
£ RyR 522 4372 DHPR(L-type) $2&
o= A7} #aslo] gUch(Sutkodt Airey 1996). viF
= B3] 2242 A ¥4 a-DHPR subunit isoform®]
I-1 loop(Glué66 - Leu791)7F DCCRell £]3) =%
2R EE Ca FelE YAt AY At o
7AE @i Lu §, 1994: Adams, 1990:
Beam, 1992: Tanabe %, 1990).

223 AR FE-F 92 AN 28F
2l ato]i& DHPR¥} RyR Ateld] 2&ahgol slojAel
Aololtt, BAZAM e A71H olFo] AAHYGE
Ca®* AF7} =23 FH(Tanabe ¥, 1990). 1 AF

£ AY 99 3 A3 & ojF 3, FE-F 4d A
& A X9 Caol EAEA g 2UIME FAH R
o] £0]At}, SRERE Ca?o] frejsle] Ashe Ca®
A7 A A M3 (transient) & a3, Y-
229 sA¥e AFIHM o2 veldti(Tanabe T
1990). 822 DHPReIA Ca™ A {7 A vehile
{1912 24 e—subunit®] 2 isoformo] ZAY e
Aztlejxim gleh(De &, 1989).

2) Ca?*off 2|8t Ca?** ®el(Ca* -
induced Ca?* release; CICR)

AAZM € CICRe] SAIBZHE Y Ca™ relol
ololA] dztF el &4 7Aoo zA 28| (Fabiato,
1983), T-Al#9] utol] )8l gli= DHP 84, &
Lrtype Ca** $271 25AY] os Asle]d AL
9] Ca**o| SR Ca** B2 A3 292 fgldx, 0|2
3 SRERH AXU Ca”9 AT F7HE AT
(Wier, 1990). o] #Ae] Ca*o &l FrEHIAE
Ca®* §8 713(CICR)°It}. CICR2 ZZIoMx= &
25 9Ed (Endo 5, 1968: Endo %, 1970: Ford%
Podolsky: 1968: Ford$} Podolsky, 1970), CICRel
9lojA Al AZ9] Ca®ol W a3 (Tanabe 5,
1990), 242 Agd 559 MEY Ca”& 8=
37 gette Yol ztelst AUk (Sutko$t Airey,
1996: Xiangyang %, 1994) (29 3).

C a2+

c a24- [ ]

Ao

a3 3. EE-4% oido| ot 2 (Meissner, 1996)
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3) InsPsol] €13 Ca®* &2l(InsPs-induced Ca**

release; 1ICR)

2o Yo AXEL FEA-FAN dsd
(receptor-mediated signalling) 714 22 o|at A&z}
(second messenger)d] 9l&] #Azdth(Favero,
1999) InsPs F&4€ AEW Ca* AZREZHFH

& frElsle 98-S 9235t e RyRst 22 Al
SElH 2223 MY (sequence) D A 227t &
AbaltH(Nixon -, 1994), H&2t A4 AolA = Ca™
9] %8 714224 InsPa7t B4 &S 32 e
], o] %9 d7o|A InsPa7t 229 Ca* /2 IF
& z2A8SF Utte AFAEo AALE v Unk
(Meissner, 1994). InsPs& AH2A G334 A=
o] SR Ca® ]9 3184 g4AAZ At} et
(Hidalgo$t Jaimovich, 1989: Vergara %, 1985)
IICRY] &4 2 384 & o}F] =49 AAE 7]'7~] 3l
o}, 2420 InsP3-9 &4 Ca* /8 529 X ¢
o ol i3t Fo] 8 7€

A
=

I. =

FE Sz A4F}A 4N SRERE Cao] frEHe
@AdE RyR, triadin, FKBP 12, calsequestrin,
calmodulin, junctin, DHPR# 22 ©jz Eo] E3}
AL BAsl] 45448 Foan FAAA Ca* 7
73L& ZAFA7]A 9t

kﬂ.’Bﬂ Ca® 8 7|dozA @A $Ag-A9EA

a** #2] 7]A(DCCR), Ca*dl 93 Ca* & 71A
(CICR), 283 InsP39) 9§ Ca** 2l 7]1A(IICR) ]
AA o]l glev} ryanodine 817} InsP3 $8A K
ot} A X% (conductivity) 7} 71 W&ol F429 FE-
F& AR} o] B Ca®9 WE fej/l 875
£ 4%AME DCCR 717o] 715302 ¥& A
7|Aoz wolgaxq glovt FAZMY CICR 2
[ICRe] 714 tigt 712l A7 279t
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