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<Abstract>

The purpose of this article is to understand of the muscle adaptation based on myosin
heavy chain. Especially, skeletal muscle dadptation in related to aging, unloading,
training will discussed. @ MHC expression is  highly plastic in muscles of adult
mammals in accordance with the environmental conditions. These changes is called
muscle plasticity. The plasticity is the atility of muscle cell to alter either the quantity
of protein or the type of protein. MHC is both an important structural and regulatory

protein comprising the contractile apparatus.



Aolgls RE 7|#BEL 53 A% AHAE 4F Ay wet rlsd 549 F2F
EAS v e 1/ THE A48t Aok o3 WA EL Ry yeH ate B
Re W gAY F2F TS o] WsE Aoz UeY 4 vt ol wE@e o] g
A&A 7tARLE BEFZT #A4L ADHBaldwin 3 Haddad, 2002). =59 1AL A4
2l FAAAL Al od A uig Jg o2 A XsH(subcellular) AEE¢] Ogd 27
2 zyste gl & 3 halAe F7{F(d, phenotype && isoform)E WIHA = &
M3Eo FEE @3 (Baldwin I} Haddad 2002)

B 8ALE YAoA olx FFET 2o dd A "ol Hste AME F dhrtelth
= &4 get A7 AT, AYgLE, AT7FY EEE 2T I FAR 28 E 225
g, g2 EBoldMe AEe BA FEAAE 2 7)Ad ®o] AAE vy, EYXE 9
Aol of olelg dAFrt wng HAAelth wEA, AVRF Fre iR SFF
AL

o]

o M Eo] ZARFEY EA 9A JFE vA=Xd gL FFHE A2 Yo
B AE g2 EFHESL 53 124 FH(myosin heavy chain, MHC)E FHoZ
59 A& v, =8, AYLE, Lo Ko vAE wgod o m@FstuA gt

l

EHEEY AL Y(force) R E, A2A3, dux dialeg 22 7154 A4 wet
A dFPE BaFEY. g5 FAZT L 59 A EFZ(cytoarchitecture) W3t 5
F3 299 isoformse] T wel stAAdol A e Berchtold (200002 &
Afe ALA HEE dode A3E AFF R}l A(differentition factors), 28, 2l
AAT L gEolgt 89, Fluck®t Hoppeler(2003)e &4 €3RI T7E &5, A4
Z, gxul), 73 Feh(AFEL, FHo| UT), I¥TF, 44 82FHAAF)HL A
o FAZ v ge AL )\114]7-‘4 g5 Wy A3 grho] gk 8% H&F yhgol

3}
tH(SemsarianE, 1999). 7153 AH-$2 ZAZARNAY, Adx=29, AXU A3), £F4%,
drtsEe] wsls 3P HSHE 7 Ao tUd isoformsE LHTOZH
T3 & A HGoldspink &, 1992). MHCS %4 4HE #Ase 8¢ 723 9Hdol
Tz dudz o] 71%A e FRIAS W 98 FeY isoformsE2 TAE £
Ak wmEA, 289 taA AFE sedl ‘A EA(marker)’2  AHE-EtH(Baldwint
haddad, 2002).

u] ¢ A1 F 3 (Myosin heavy chain, MHC)

259 7424 (muscle plasticity) 2 3|3 EHe= ZAXE7F duide & 52 guWlde F/HE

H3lA) 7= S ¥olti(Baldwin® Haddad, 2002). <82 B33 AESH 7[AZ gt &
= 259

A9 71AH d5& FYPFY. FATLS 4P FFES FYPsed, 1 T IR =)
& (force), ¥ (work), 39 (power)e] AAdo] HQslth(Caiozzo, 2002). EAZo] HAUY 5
d3g Ul gEixE 283 9A(cross-sectional area)?] AEx F8A9H(Saltin 7
Gollick, 1983), 7}o] 2.4l Z2(myosin heavy chanin, MHC) A2 % F23tf. MHCE v}
o]2Al Exztel Wy JEoFE dEl Hfe wgdld AAi(cross-bridge) &S ARSI,
o]Ao] ZF&o] £Eolth(Willilams 5 2002). MHCIOE ¥38 3 g+ ZAHH+ MHCI
E EFsix e ZAFES Ad FF £58e &€ 5 Urh(Bottinellis, 1996, Widrick



=, 1996). Aagaard®} Andersen(1997) T3+ MHCH 43 Aloldl ¥ A##AAMT s
S B rlojdl d@L FEIZME JtaAe] E:A YERdTHBaldwin, 1996).
MHC #3daE 259 A 5% £58 98t 3 AAHE AAHeRE A
(Goldspink %, 1992).

ozl ERFEY FHAZL 419 myosin heavy-chian(MHC) isoforms: @“slow” &2 B
-MHC @"fast” HOa-MHC @"fast” Ox-MHC @"fast” Ob-MHC 3}; 3789 myosin
light-chain (MLC) isoforms:D”"slow” MLCls @"fast” MLCIf @"fast” MLC3f& 7+zt},
Oa-, Ox- , Ob-MHCsE Ao A 2&oA FA5 1 o T3 G E45y A
% THAAME AASH 84, TR JAF 8ad o 2AFrH(Schiaffino 9
Reggiani, 1994). Type I MHCE: adenosine triphosphatase(ATPase) &&o] w31, 3%
1 ol &5L e AHeEHe T80 AT =3 £330 FS JHdA 2dEd
. Ox$ OB MHCE ATPase &%F°] ul-¢ £3 #2 7I2et ¥& IS e 25
ol $A3sttt. Oa MHCE t& fast MHC $ Hl2d4] ATPase %] Jidoez v
A&E&Ho 2 AMEEE 28 °ﬂ 98 f tH(Baldwin® Haddad, 2002). Ztzte] MHCE 4% &2
AHE 23ded FF/F I, OA, OB, IDX)7F 2R th(Hamalainen ¥ Pette, 1995). ©]
He ArES © ’5}14«] MHC isoform% Z&3t=dH ol& ¢F AF FF(pure fibre
types)g ok 2702 MHC isoform® 2&#3tE E%(hybrid fibres) A+ 749 &%
AFE Alolo]l YAHQA Aoz AzZtdvi(Hamalainen 3 Pette, 1995). & £, &4
e %A AZFoz ¢s MHC isoformo] slowolA fast2 AT o] T4 FolA slow
MHCS$} fast MHC7} 7 @& (coexpression)3tE 23 B o] T,

Ito 5(1996)2 A8 HAnkv] Ao =259 ‘ﬂ“tﬂﬁl"ﬂ # A+ 2L F9-
ol uAgL AR ZHH FTFHY HsE el IHH7 AR, IBAER
7t A¥ o JAvtn Ay ol Wsle 147.3—“. °] 1d 571 | 3AAAAE E F je
AR TAH AV, 53] 1479 tddel =l @9 ®WuRo] ff A3 FA &
A Ak ole 49 &% HAAM o= HF T T dgolzt Ak

flo

Fejo} 28 A1822 w25 5oz Wgeg 4 Qo
=g o} RuE 50%7A F7HA 21t (Hoppeler# Fluck,
2003). °|Z mitochondrial blogene51si}

ide g 017491 AeH FHE AEE] AFY ¥
24P FFAAFE Aoy, ®

£

SEAFARE FL Wopg HHA A
lﬂlE Zv}(Adhihetty S, 2003). A7

& 8 g
FE & A& FRAIVIE s AFEAE
FTHe vEZ=ol EAAE FUAIIAIR 259 HUE 2dsAE & wd, 29
FAe 2 AF FHd A IFS FAL oMo vEIED} A®E WA A
gohBaldwin ¥ Haddad, 2002). XH&FA3 THol AAE A= thite #add 224
of 1A 2Ed 29 42 2AFS MEZEC 3 St 24E AT

J

%9 A5 9

ERFTE AXEE g5 BE 9¥AL E<tH(unstable)dtty. @RS A& YA H (D
WA gA) A& o2 H3Hdegradation) gtk ©o]E ©¥E 7] (protein tumover)o]i} 3f
i, 9 g7 Hal Alole] #yo] vy £ AFE AAs e ot dE ,
fo| B3 AEHolAY 2 AMFAt] A (bedrest) *§%°ﬂ ATt T FHL Ay

fr



718l AH o2 FHd g3 AAE AXsed AEHE ESE
<ls . @A =7 (protein turmover)e] AL A ZF Q74 wEl AE
A7t Agsted o3 dfA I3 FH Eve Fa% s1de] HiE Ao th(Baldwind

F2o] ®Wizrt 24 @Ad(Baldwin, 1996) BaldWm-‘+
Haddad(2002)& o2& AqME 2R f5S By Foste 34 B #§F5Y
A d& W723HA L}E},_E}JL stdth 2 slow Pl Alo] faster MHC (Ix)Z thA]
Hed A A5 A2 FEHY AR EF(hybrid)dH7F A

MHC(myosin heavy chain) isoform 2# 9] #-§-(adaptations)2 ANAZ &5 4= Y9
gk, AAT %59 7#AE 9] H5EA, LA (immobilization) 3 2 REte) @ Fo] 7
A A, A FA g gL Fate A ALY HEEEEANR £FA
A4 %8 Adse ngFEolT. AAZ FFe #HAF NI HZo dwiAd
mRNA &4 fast MHC isoforms® ®@o] F7hgth. HEFL A4 MHC-IOx
isoformo], €A MHC-IOb isoform®} %531, q39 ALE FE Fol} A o
g} th&vH(Talmadge, 2000). Conjard5(1998)2 MHC isoforms® @& %<l W3 E &
o], MHCIid7} A% 284 MHCOd’F MHCHa, MHCI a2 vixXgoE MHCIBE
d&4oz2 Wglste e ¥ AAA duyA A¥, £33 M2 A/ ATP Q4srt
d2RAA gd Yoz o G dFARC] FHZY YA auA e HEuE A
Hog dojyed, 4F7F9 MHC isoforms%d FE MHC [ @82 H3zld ojd 313 o]
¥ vh(Baldwin® Haddad, 2002). ZZ2 vl HEHEL 7Y olaty] Wi 2429
Z& ul$ wWaA PP F(Baldwin® Haddad, 2002). Dz HElel A AZE o1 F
AA3 W AA = oskAIT, adenosine triphosphated-dependent ubiquitin/ proteosome 73
27F AAH 3 Ao Solomon 3 Goldberg, 1996).

o5o] AAEA HlgaAe AL 7|eHeR W F99 deygdd ¥YE o 280] F4
Az de BT & JEF SV HRoy T, 1985). 714 %‘— stefl g A&
A eRAez ZARIE vidsAE R Yo £5HDGHE MHC 2dE slower MHC

xsoforms7]- A Zoz FAWEHE sAE L (Baldwin, 1996). &9 ]%4 e
3 Z7tst @A slower MHCE 2@t ol2ld gL Zfo] Aozl I3 749
%‘ o ZA BALEE dh(Roy &, 199).
Stones (1996)2 x| 78 F#o| citrate synthase(CS) A3 nlo]o Al ZH(MHC) =&
nae FFo tiE A7 AHFHSE £2 AFE2H AT ThAH| 2o JJr*ro}% ks
EQAT. F 2544 A2 Fo HA vdiZt ARG vidE A7y EFHos ¢S F
HE AT AFE2 e BAAH Hlde 259 CS 4R F/t9 vEEA AT A
T8 FHE F 259 CSeEE FYstAl S/MAAHA G A1s2 A e} v &8
FRHo)AlE Y. =3 FBEE= slower MHCE F7HA 71 (7R 29 type 13 A
=9 types I & Ila) faster MHCE &Alo] Z4A7it, ¥d )78 Fdavto g vy



= 2
& 2ge] ARELYREIETEYS E2)9 F7be wgnAel FA6| Yol
o RS

2

o Fo

g3 R RygEEs e 5o 280 238 EidEls MHC 7Ha4 ¥48& =

dated F838t ERTEY TAZS U MHC 23 & JYehves ofgst d&
T2 Eatelad Aeolt(Allen 5, 2001).

Glass(2003)2 <59 =3 v & 2d3+= 2134 Z7F muscle RING finger 1 (MuRF1)
¢} muscle atrophy F-box (MAFbx)&tx 3tHth. A7ZF& 2859 3 7153 F3x 24
€ 2490, FHEgH FJod FAF JF2E o8ty AF #Fol 2AHF TFS =79
nzE gL 2HE MIARE A139 calcineurin(CaN)o] 8.3 988 3rp= A
S 4gktH(Schiaffino ¢+ Serrano, 2002). CaN<& A& FRAEFA A Hdz ZALZE 7
Aste 24 AE52 Ay AF(d, $58%)¢ FEEY(transduce) & F Jv 4% &
22 Azt o] gkth(Spangenburg®, 2001). CaN 3%+ MHC isoform H]&-& Western
blotting® {7}t 44 Uk ZERWE(type I MHC) & WF3<(¢FF4 MHC
isoform &A)ol H]&] fast(Ixe Ib) MHC isoformo]l A 3tA X8 AZFZoA CaN
o] FstA =Ark. CaN9 F:=v X3¢ vi¢ #A7E AJH(SpangenburgF, 2001).
CaN2 A2 AR/-5F 1A Z2IHE BAGANA 2N 2429 5443 g1 A4

date=,
TARE BEANEY F2d 259 2AAE Ca¥E AHg¥T(Berchtold 5, 2000).
Ca* N3 E 98 71x A5 7IAX Rapd gigd Hgow FAZH A2 vy A
2 #HOlson3 Williams, 2000). Ca™ A& 7|TolM Fa@de] B3 thdAy
(diversity)& 249 +54945 o|gbdde A ARIL. CPiz 77 e
AO2¥ ryanodine £, EE2XY @¥lad B, Ca¥ BE, calsequestrine)th. Ca’-
A% d9¥ae parvalbumin, ZEEY, S100 &3 annexins, sorcin, MLC, ®|E}-H¥,
calcineurin(CaN), calpain®|th. Ca®-Z% 9WA L duld ga}, 235 A3 e 28%F
& 2FdAY EAS AFdA 2FF5A T8 98& dohBerchtold 5, 2000).
Ca® ¥EE $24F 2ok A2AFoAM o £ (Carrolls, 1997). AXY Ca” ¥=7F &
7}slA slow myosin® 2EES Z3AZIcH(Kubiss, 1997). Dunn® FE5E((Q001)L ZE
259 2829 CaNol €3 NFATcl, MEF2A, MEF2D AAFI LS €143 71 A7 850
w2t 23 FFHJA AFHE Gt E 25 AHES Asaddddn s F, 4
AE8Eo] F718tH CaN €14tsh7 7153 BE32 A% 28F F7ie 28 Hie=
7te g Aotk AAeIA NFATSF MEF2 families CaNe] 2Bt} 24 F SF/FE
A3le Az 29 vpx9 2 H o] e} (Olsonz} Williams, 2000).

PN ol

K=h
=
h=4

=3t¢te] B4
Yole} #AHEg oFze ZFRuo #A(Larsson & Ansved, 1995; Linderman & Blough,
Z

2002)9} FtA A o] A (Kent-Braun 5, 2000)8ld dojydrt} 3IAdwA Aol A= @A
& sarcopenia®t ste=H ol 2N A7VIY FA, 9 T T2 Ev AR A HA

Y 4 3t Kent-Braun% (200002 =219 &% IdWE Hi 54 xFo] A1
H &g 23] ¢ ol XgH &S LAY HFEA 2o s AL P&
A e 58S ZAADHWilliams 5 2002). =39 #d9 233 33 243 2



Agye e =3 Hde o AL #AaAIE FLE 240 H(Degens H 7
Alway SE, 2003). =R1E°] A I A A(frailty) 33, 7tede EAE dovn 59
Aol AAEA 3tH(Vandervoort, 2002).
g4 AFPRol @dF FHY FarE 29FE zdsted, Fd6G21A)F =d(77£2
Ayl Al MHC 439 #a7F Jehda, o] vuild JAEL 2599 Zad 259 &9
3 AAEtE 28 (force)d ¢ BA Yo Williams 5, 2002). Degenes(2003)& Yol & &
Erde KA Eold FH(tension)o] TATE AP o 7THA AAwN
(cross-brides) =9 Aot & @99 4 A (crossbridge)7t A ste PO #H4 #HEo]
tHCziozzo, 2002). Degenes(2003)= =3}t #HE ZSF L Polgde 25239 -AA4
Y9 ZAad Ry Fhd 9F S vY Yo ol FEA 2249 Y AHE ¥
o] ZAadtE AL volek #AF X u-AA W] HA, ZAHF @9A FJEY 44, vlole
A Bzpel Fz2 WE g Folth(Well 5, 1996). <o) &xju] HAort AR HE
Aol A= MHC I3 MHC To] &4 283 (coexpressio] Bol=H|, m$ o] & AlZE
(T 88ADANAA o)A e B § 3ith(Andersen &, 1999).
gy, AFEHLZ =159 o] HE ATR FT/E B oYy ZAHFY A
Z 7}t tH(Frontera %, 1988). Degens & Alway(2003)& AR <l A g&Fo] F
g F7HN712 AFEE F/MA7Ied Hold woletz ot Sharman® §&E(2001)
< Q59 WEFZA MHC 283 FAL A3 Fdo] MHC #dd ojd 3g
WA E7te] d AFE dd FALE AY FHAS FIYPT =AES FL2oldAA doAre
A3 o] MHC isoformse] #&A] MHC MbellA
Fiatarone Singh(1999)% =R1E9 944 2§ FHe2Z FALE A& =¥ ¢%°] Foa
At E FS AE HE A =59 DNA £x 23 7|Hde] 28 U3 E &
tH(Hortobagyi®s, 2000). =918 Z2o)d nrla] vwa FJAEo] A9k (Yarasheski 5,
1993), AgEFEH oz @uz | F7t3ted 28e] fo8tA F7H8tAtH(Yarasheski 5,
1995). AEBAHoZE, FAIZL ul§ YolE Agojgt dH TR ‘T3 overload)' o *FA
J 2 |

o)
i

i

B

o

b
ox
1

o]

P

Zo wel gl d FAS FUAE ¢ e 8L K32 o (Vandervoort, 2002). (). s}
gk o]lgdt FHoz A% HSAH WIe FH9 77 AE, ¥R F FFHY O 9
g Wonz $FS AAY v AFE 7ok s

a3 24+

AF 271 gFAdol F7H, A
ol wlo] 4l FH(MHC) L@ W3yt ASS vetdtin sk, ZA-d Arvpn &2
o] £ AlATe ¥AA A (reflex stiffness) S AAoIAA L, 2§ I A WAHo=w
B2 =)o (stiffer) HWF 72 S& AXgHE Fxo WsE v rH(Sinkjaers, 1994)
HAupy] ofg9 IAF Holv AR Fad & #E AndA £F ZA(stiffness)o]
Z718t= 7o) i Tardieu, 1982). ¥+A, Mirbagheris(2001)2 Z a3 Ats}t A& 3
A A AL HEFZA UWAH A (stiffness)e] F718 Rolt AR AE F71%
d
3k

F

tilo

ugth mebd Al e WAY T He AL F4HA 44E e Fe
A A U A AEL 9k A4t Liber$(002e 98 2F T30l
YE HAyE] B FCU 282 dA7ste) ohe 292 Q0. 242 9% dobA



o

AE FCU 259 <4 (sarcomere) Aol= 15 739&13}-‘5 Aoty AEAHOZ
fre AR 4o/t #&otAd UG stuaEtE, A5 5

Friden# Lieber(2003)2 Zd°] = #FApoA %E A

$& BaFed, ol A AR nlasE of Aol

E3A ety E wsRE ved HegdEes Z-va2ag dZsF
Z titin EA7F ded 2§ FFol A& 9 titin EAT HFTol
(2002)2 #<¢ ¥rlelE v R 3 (unloading) 2 149 0] AWF 7FAkn| & -4 —’F%’—q g o] W3l
£ A7 titin isoform HE AR 149F ZHAR|Ze] MHC 4

A 2oz & A A3 (transformation) AT titin isoform =& ]v‘f E“;
# titin 49 #A2E2 27 A (muscle stiffness) & ZAAG5 Ik Granzier I
Irving(1995)¥ titin®] #%3% 7 &(tension)o] ¢}F F 83 84gtn gt FAaA4H HE
A ubgE AAAQJ AAAME e SHAA BAXE 3FE G v FHES wE2H
dett, AFEEL HAviy B AR #-88tH(Damiano 5, 2002).
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259 JtAaAd #E AFF WA ANE AT EEL 309 olAFEH AEHAD
A7) AFE &ZolA R3] AL THE A2olWEA IR A ZHoE HEHA
3o}, fast protein isoforms$t slow counterparts®] A<3Q wgoz Ry ol gz
Wy FEo] WIHE Ao wE K9 715F ¥ste TxF WEst dojdn. 498 &
o}, MHCId7} $-A% Z8%& MHCHOa, MHCIlaZ wshAZe= MHCIBR HA3s 1,
MHCIIb7b $-4% 24&MHCId, MHCIa, 2831E MHCIBE Agdc. ANRF
Eel o)x]8 t}leks MHC isoformse) 943 ¢ wF(exchange)d B7Fx] @A isoforms
& Egste EF(hybrid) AFE FHEHA S7HA171A dh(Pettes} Vrbova, 1999).
FYHez P& Ao M e LY FU(recruitment) 2.2 YAYUL HA o
L Y] YeiMe o E 5990 FdEY. M & £59dde 2 AHEEA
Ak e A HUe 38 e 5w Y th(Pette 9 Vrbova, 1999). ol &
E de &S o, 53 I +F5UHE] 4stE Aotk FARL, &)
Houa 3 o} 2 A FHR o Frtd 2F7] A F o g2 59
S E0] BYEd(HAE2 0 AAFE, 1996). °lHT FHGEY T AAe %
S e ZAFE Jehdg. g&(0]F) ZARE $59S 359 A2 A
LA

ut &2 riu

r

et EEANRLL 2 FEo 4TS rAtKPette ¢ Vrbova, 1999). A7 |AFE &
FAZY EFo] 24+ R %S WA= AL o¥}E V|2 £ Y. AVAF
o7 fdE F8FE B SHdA FAd2Yr AL £53Y T8 F A A
ol AA, A ¥AY F% +FLAE A EFdte A AVAFTE BE ¥
9HE FAC EE5AY. A, FLAAS 2HY AUIAFTeE QoA M & &%
g Ee] T FEE.

A

A71A45E SHAHEE HE delds H$d wgo] oquA diate E4285H% 5FFLY
Helolr}, glycerolphosphate cycle®l 7|53 o2 #HY 249 glycolytic &,
glycogenolytic &4 A 45 7AHE vl 37]4-24 diA} A2 T E nE
Zx=g) o} creatine kinase®t T4 8%F & F7FEtH(Pettest Vrbova, 1992). Z7143 ZA=Z¢ H]
371 ARY g428FY Advte WstE vEZEgol §89 TRV FEEA FUtge=



A ALY Aujd o] o]F o)z &= A o] tH(Mathieu-Costello, 1996).

A49A

Insulin-like growth factor-I{IGF-1)2 AX 4], £3}, 3 AAFE £ /K414 S &
ZAE3E B2 9 dFS £ + Uk IGF-1& 70709 opxibe 7Hz HE=2 &2
& A Ed F3Hanabolic) EF7F At T, IGF-1& olvu|x=4F o] % (transport) S =3}
Tl ol 2F 9 A% E4AQA AHolth(Baldwin® Haddad, 2002).

Semsarian® E2E(1999)& IGF-17 dexamethasone® AMEW Zg4< zddo Ca®/
calmodulin-dependent phosphatase calcineuring @43 A171 12 AAQJA NF-ATclel & A
¢l (translocation)& ZF@A1Z k. CaN HAAE Ag3sd vde dA=HAG. IGF-19 F
dog CaNg AN AAAEE gF o)l glycolytic thrlel W3 E 74L&tz 3}
o AAAAR FLAZ] A2 v giet 2R 29 WSt ZE A wE 2dEa
calcineurin/NF-ATcl A&7 20} 98] ZA zHddn 3. 289 71534 Zole 4
2 3 AT P Yo 2dY & WP RN 2REAY. I59
TAE ESES A&AHoth AA(stretch)d 2L 554 285 944
5 £ F7MN 71 wl$ EFF e olyd AF L IGFE ABAEAA
A, T4, A¥H(remodeling) & £d 3ot F, IGF7t 71AA AF3 FAA &
o] dF4& AF3= Aol (Goldspink 5 2002).
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