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| +&31d 2979 sarcomere (f80)2] Zol7} Z A AP A FolA

E 4 49 &, thick filament (myosin filament)¢} thin filament (actin
filament) A}o]ol]l M2 u]lZo]R] Eojzte dAo] dojUA He Aol EZHIL H
5 g ojghdelol ot o E of ABAFA A &S A ot ol
FZolghe] AL XYY Ca¥"5E] AL EaA AojHH, o]gA o] HEA
el Ca¥*5xe 10°M FE9 2o Ae2 $xX80 o] fo] RE] Ca¥ e MY
o] ARFAQ ZTAXA (/) K82, sarcoplasmic reticulum)ol] &5 0] ot 33,
250 58 vt ZAEA WY Ca’ #7 channel2 $E Ca’'o] AXAYZ f2
o] HEZY Ca'EEE 10'M AEZ Foldrh. Ca'sE9 F7te 2559 FHXA
ol H&d, o AHL thin filemant’dol] EAsE FEH52HGWAQ] troponin}
tropomyosing F3jA] o|Fo ). F, Ca¥te troponin®] subunit®] 3}1}<1 troponin
Coll A%3t=t), o] A&7} tropomyosing 5319 thin filamentF 9] actin® 2 g5
o] actin®} myosin®] 4324 O AAM actind]] 23l ATPase@ o] EZ 5o 2
8 #2357 2. 24X THo| BUYR Ca¥'e A 24 EA A 850 AX
4 39 Ca¥ EE Al 28 olFEAl "ot o]F $£F ArpPEF U
AZIAFTL ZTAFUe Caoles AXUze HWES 2H3e= LSR (light
sarcoplasmic reticulum)7} A 7|AF o 935t 7] &4 BolA], L EAZHEH
AZUYZ Caol dAo & W& 5 A myosind} actin®] ZA¥d g FAT 259
420l 2]3F actomyosin toughness7} 453174 Ho], BAse] TAL ARt a9
22020 HIPAH( $AY DA o] Fr1stA ot o]9f o), A3 st AZAHe 3
L 93 o]FIFE S Pgo 2 HIH7| YEd SEE M7 A dH A
T7F AL Tk &, SFAS Qe 259 AHE BAATIE Y, ASFeS
H3lA 7= Y, A E AR Fodtd & T AFAY FHE STUAT= U
L HAASo] o3l FAoje] SFS QM WH ToE, of WHELS o559
actomyosin toughnesst} background toughness& &3Al7le WHECITh F, ALF &9
background toughness& A 3}A|7)A] ¢t 3l actomyosin toughness& F7[A|AH A HoZ
FA9 MAstmA 3= Aotk 22 g, B dFoMe SAYe] dEoz ATE A
282l gdo) AR A KM 2FEuIIUES SHuA 2L /S AZRs
ATPase@4-g& SA3IAT-

As R WY

7). A8As

YX(HIAF 7008, AN E =T FAHFAIA F9T LA)dA Gof duz AP
$uksle], AF-9] Fgolla o 2417 Ax HEZE FEAZ F ALY

Bl L5 & 125CE 130 FAAZEE 258, 5802 Hed & 5TolA H3s}
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HA ZL71E Perry and Grey(1965)9] & 45 /NFstq 2AgH o, F&5L 9
g RE 2 dHxe dFo] fle § 4TolstelA AsA .

2) 294 % ATPase 84 &3

U4 ATPase AL 25ToA ©Ed 22 xRez Z2HIPed, =
Mg™*-ATPase @4 & 5mM MgCl, 0.1M KCl, 20mM Tris-maleate buffer(pH 7.0), 2mM
ATP, 0.5mg myofibril/ml 2 0.25mM CaCl,, =+ 1mM EGTA (ethylene glycol bis(A
-amino ethylether)-N,N,N’,N'- tetra acetic acid)9] ¥F-S-Ho g =3¢t Ca®-
K'(EDTA)-ATPase #4& 25mM Tris-maleate(pH 7.0), 2mM ATP 0.5mg
myofibril/mlell Z+z} 5mM CaCl; ¥ 0.05M KCl, =& 1mM EDTA ¥ 05M KCl& 3
7V g Aol FAIY ATPE 718ty 287 WA & 2mi¥ S 3o
15%TCA ImlE 7138t ¥k-g-& FAA|F T} ATPase 842 g0z 2y {8 v-F
7114H& Fiske and Subbarow(1925)9] Heio] wa} A3l A4rsly o

At % @}

1. 4% 92 29479 Mg”-ATPase 42 0.35Pi/min - mgh 0.5, 255 I %)
Al & 0.39Pi/min - mg, 5% FAAolE 043 Pi/min - mg e} 2.2 Balel £
o HAF Ro] FAe vlete] & ATPase 84& UellAUTH AAA 7t w}e}
ATPase 842 M 3] Zastgon, 258 FAT X &L 3470, 58 I A3 g
%2 5A7 ol %] WA AssHATH

2. EGTA-ATPase 242 54 2 A2 B &qo AAA2HE 258, 58 A3}
A& z+z} 0.10Pi/min - mg, 0.18Pi/min - mg, 0.14Pi/min - mg Uelhd Z4td) na}
o A& Baldl goo] PR Re] Mg™(-Ca’)-ATPase B4 Eten 25% A=
A2 Aol 714 BTk BE 5Co] AY 5 ATPase $4< AWML A7), H& B}l
4o AAN A AL Aase ABE nPOV, ZHL A4} JF v
o Aol zol® ey ekstok

324 % AL mael S PAAXE 25%, 5% Azstned 2
0.23Pi/min - 0.25mg,Pi/min - 0.33mg,Pi/min - mg & Z43 A& B2 £ A
A&k 7 Abolell & Aol& Holxl ghto, 5% XA P& B40] 7hg &%
o}

4. gx ZPHFY Ca-AFAd e AL B §o4 AR A
Aolth. AL BEl L0 G Yx 29449 CaF-1%
nskod & 2polg Holx gtk F49 A AR wx =
€ Holx @ou, AL Held IAA dHKY Ca'-HAFALe BAast.
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Jemg, AL 22 gee Ax0 oo TAYRE CFgaAol Aol U
Bz glemg, e Bl fdq 3 zHAGH AL ko] acky B}
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