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Molecular Mechanism of ACTN3 R577X
Polymorphism Influences Skeletal Muscle
Function

HOSC MR OB, ZMESE
JING Wen, CHEN Qi, LI Chuanfen"

W E: ACTN3AFEF ILag L % A (rs1815739, R577X) F 5 A sk A 1510 AL
Ye bk a—4H LB & & -3 (a-actinin-3) ML L X A AT . REEHA B GKFEFH R
ACTN3 & B ﬂ/n\#ﬁ%}% ’7 il ABER ), ACTN3 RSTTX % A 5ia s R A E WAL, A
I ACTNI R5TTX % A WH R F AL /1 49 5T L, 3T a- #r%iﬂw;f’ﬁéz 5 H) . ACTN3 R577X
E R Y ¥ E Rk i) 7'7 IET] B9 R MIAT T 4Rk . AF A I, a-actinin-3 B K 38 T LT 2
B LR R LR Ca™ B AL B R A 15 5 4% F 8355 5 @89 o T LR R a B R
WL 5 A B ACTN3 RST7X % Wi 5B B WL = A R F) & b it i % v 32 50 R I

KR ACTN3 R H ;o3 & G-3; 8 % &b BRI fe ; A i 44

Abstract: A common null polymorphism of ACTN3 (rs1815739, R577X) causes fast muscle
fibers deficiency of a-actinin-3 protein in more than 1.5 billion people worldwide, resulting in
functional changes of fast muscle fibers. The ACTN3 genotype distribution frequency in elite
athletes in different sports is different from that in the general population, and ACTN3 R577X
polymorphism is closely related to sports performance. In order to explore the molecular
mechanism of ACTN3 R577X polymorphism affecting exercise ability, this study reviewed the
structure of a-actinin, the polymorphism of ACTN3 R577X and its correlation with exercise
ability. It was found that a-actinin-3 deficiency influence skeletal muscle function and ACTN3
R577X polymorphism induces different adaptations in skeletal muscle to further affect exercise
performance through molecular mechanisms such as muscle fibrin composition, skeletal muscle
metabolic characteristics, Ca’" release and recovery rate and signal transduction pathway.
Keywords: ACTN3; a-actinin-3, gene polymorphism; musculoskeletal function, heredity selection
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ACTN3 W FR 3 3 B 14, H 4w A5 1) o4 WL 3 25 14 -3 Ca-actinin-3 5 DR X T A
ORI 4, & Z 26 = E sy, i TR gl i 5 52 2 5 RIAE 5481
HEAMEAER. AFEREILACTNG B i — AN WL TE L2 &1 (1s1815739, R577X)
Tt SO I 1542 B B LR LER 4 5 2% a-actinin-3 #5 H (Wyckelsma et al., 2021) .
ACTN3 R577X 2 &1 507512 3 I8 3 R L2 YIAH 5%, RR 26 K BY AN R R 12 3l b R B
HH B (1 T R/ ) B KT, R R R T AN g & 2R H A T A RS L (i I, 2021
John et al., 2020, Ty XX = B B4 A kB % L BE 5 55 4 b gt B2 70 )1 25, 38 3 g 0 1 22
FJ BE 5 AN [F) 19 ACTNS K& [K] 714 % Lt (11 B UL T B 22 53 LA x5 3 ) 80 A [R) 3
Hx.

AH IS A TR L K Fl i N IS BN T H A FE T ACTN3 RSTTX 23515 T &/ 8
JE R 738 2 88 77 18] (A DS M, 22500 1% 22 A5 M a2 3 B ik M 4R R 4R 5 (R S0 %
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2021 BIFAYT, 2019 22 eFF 45,2021 5 779 45, 2021 5 J& Al
v »,2018; Clos et al., 2021; Wei, 2021). L 0% £ B £
T 5 18 B e 70 A O R e B R AR S T A % 3 1 et A
AR S FIVR 58 T 2 TR) 2 5 A7 E R SRR 2R, 38 75 AT AL
FN T REBFF 7E 1E— 5 1 52 A8 S T 7E 49 F /KPR AR .
ACTN3 RSTTX 2 M 583 ge AR AR KR, 18
B BE F1 10 2 5 15 AN 7] R R B 3 300, DA R 7 AR 2 7 (1 4y
FHLEI AR I IR . 3T i, AT 7E 533 T a-actinin-3 (1)
SEH ThREAIAE AR F L LK a-actinin-3 (AN [A] R IA /K T2
Wi i LT BE B 4§ WL 30— 25 [ R ACTN3 RSTTX (12
SUEHERIE KR,

ECK

1 o-actinin

o-actinin J& T ML 5% & H 8 500% , 2 — FilE i 200 kDa
R )~ AT R YR SR AR, 045 N i L3N B 1 45 A S5 A I
(actin-binding domain , ABD) .4 4™ Ifil 5% &% [ #f 5 & (spectrin-
like repeats , SRs) 4 . (1 5 00 25 K9 35 F1 — A~ B A3 2 % EF F
£ C ity 45 R & AR 45 44 38 (calmodulin-like domain,
CAMD) , a-actinin il if ABD 5 W3 & A 4 & (K 1.
a-actinin £5 4 > . & Ca-actinin-1/2/3/4) , H #' a-actinin-2
a-actinin-3 7375 T ACTN2 J [K F1 ACTN3 2 [A] % i1 , /£ F
WL ik, 2 5 A0 T WL/N T Z 2 2 B A5 M ), Bt 58
Bl AR AL 2, ERFL 2 I R &R I SR 2
Z 5G54T 15 A TAEH (Beggs et al., 1992) .

1 a-actinin Z B 454915 (de Almeida Ribeiro Jr et al., 2014)

Figure 1.

o-actinin Dimer Domain (de Almeida Ribeiro Jr et al., 2014)

VE L6305 A N 3k ILEh & & 45 445 #13R (actin-binding domain, ABD) ; 3% &,3[ 5 % #1 3k (neck) ; 4 &3k 5 5 %5 & @ A & & (spectrin-like
repeats; SR1~SR4) ; % &3 5 EF F &L 5 # C 3% 459 5 & 4 25 #13% (calmodulin-like domain, CAMD; EF1-2) ; 3 &4 %74 EF3-4,

N B ACTN2 JE K 58 A7 T Y dhk 1943, & 23 MR T,
M ACTN3 2[R 2 AL F Y ik 11q13.2, 5 22 MR T, i
7 80% It 74 [ , a-actinin-2 A1 a-actinin-3 7] LAE {2 A I
AN TG 1 U5 SR A, 3 WY HL 45 0 RN T e B AR ALk
(Beggs et al., 1992) . {H a-actinin-2 F a-actinin-3 H H A~
[A] {4 33X FF1E , a-actinin-2 33k T FT A & 88 ULULEF 45
1M a-actinin-3 {3215 T IR LA 45 (Mills et al., 2001) . %5
AT 43 A 72 S 2 W W 35 A B B UL o B A A T ) AR A
(Leeetal., 2016). a-actinin-2 {E&-Figah P KIFHEEEH,
1M o-actinin-3 7] fig 5 PLf YL A ) &2 F % (MacArthur et al.,
2007b)

2 ACTN3 R577X &4

North 25 (1999) % 5 T ACTN3 3 [K — AN WL 28 11 %%
T ¥ % & 1 (151815739, C1747T, R577X) , Bl 16 5 4 & F
51 TATALIEARAE C>T 2, AF D 28 577 fr 2 I R
MR Y 1 A CGA (R T AS 2R ) B TGA (& 1L #7571
RAF . X A L 4l (XX AR FE LAY LA 4k oh A R
ik o-actinin-3 , 38 i T 5 a-actinin-2 Y % 3% ¥R b a-actinin-3
[ 8k 2% (Seto et al., 2011a) , {38 JJL2F 4 B A A 8] (1 05 45 4
ML AF IR R A A . A ERY 15 BN A XX E R
A (MacArthur et al., 2007b) , i [# A & Bl a-actinin-3 it =
TBUILPIE B C A B FC R W], AT B 2 5% LA A 22 1)
fit (Alfred et al., 2011) \ /M4 fi# FE (Broos et al., 2015) . &
& a-actinin-2 5 a-actinin-3 45 ¥4 A1 T , (B 7E 5 HAth 55 (i

(A ELAE A B A A 2 S RT e 2 5 TR UL PA) T e 1
K (Lee et al., 2016)

B 58 R BL, ACTN3 R577X 2 & PE Al BB AT I T A\ 2B fn
HEBEREERSEE, WFHZEZEEEEANRKE
Wbt B4R R A K (MElls et al., 2001) . 78 N3N 41
Hh O B B AR PR RRAE 1 R DR ) R R R AR
B ACTN3 e 5 58 75 45 A0 ik 72 i 8 177 7 i 210 10 AR A ik
P, 76 & VAR B A0 S JE A 1 M 77 W] e BE L AR AR AR 5 .
BEIE R I, ACTN3 XX FE DK B ) 73 A 43 26 52 9 X 3R AIE
b6 & 55 AE Y A B 16 3% I i 3 0 CAmorim et al., 20150,
JEE NI JE H RN L8 1%, F A AR 75 35 [ A2
N 3%, R FEM LT N L8 1%, F IR N LR 18%, T
N 234 25% (MacArthur et al., 2008 ; Scott et al., 2010; Yang
etal., 2007) . X 557 & K5 % 78 AN 7] DX 3 ) B o oA
& 25, VI Re % B FBTIR B (K2 W (Lee et al., 2016) ./
TP FEA PR BTI TR, XX 3 IR R L B A 26 4 0 4 v
XA RE S X A5 A R R A T AR AR A % (MacAr-
thur et al., 2007b, 2008) , AJ f Ay 18 i 5 £ 24 &5 47 5 (X
(MacArthur et al., 2004) , A F| T A& 75 & 9 5% 5 7 51 7
15 A A (Amorim et al., 2015) .

3 ACTN3 R57IX £3M5IEshEE @B VIHE%

Yang %5 (2003) & Bl , 7F 1L 75 J4 #i 12 3 51 *h ACTN3
RS7TIX Z B MEME e ) 2 0] B W FH MK, 5K Z
SR I fe FE N BEAR LE , 10 75 6 0 12 2y 03 RR 6 DR 4 03 % T ey

71



T EAA B RHE 2023 4E (BB 596 10 ]

(50% vs 30%) , RX H1 XX K& (R A4 51 % FEAL , 43 5l N 45%
vs 52% I 6% vs 18%,35 B L 75 & FHHIZ3) 71 (7T % 5
T BE 2 i XX AT . R T 7732 3 K XX
I R TR A5 2R T (24% vs 18%) o Ja ST FUAUESE T R & 47
BE DR PR B2/ BN AN [ 12 3 50 H AR 75128 30 5L b
AR Oy A CBRSCAE 25, 2021 223K 25, 20165 o190 25,
2021 ; Cigszezyk et al., 2011; Clos et al., 2021 ; Eynon et al.,
2009 ; Papadimitriou et al., 2008, 2016; Wei, 2021; Yang
etal., 2017 17 465 7 X &5 07 Bk PR B0 RX Jk R B N\ 3 B 3
G MNE 23 WH (2 #dF %, 2021) . Meta 78 HT K
I, RR HE P LA R 4547 ik PR 53 B g 36 I DA R AR 532 3
MIIZENAE ) BB E 46, 2011; McAuley et al.,
2020; Tharabenjasin et al., 2019; WeyerstraB et al., 2018) .
BRI F5 12 2 A, kg 38 8 N B IR A SR TR ORI
R %A & K % 12 B e ) B — € %, R 4 I 251K RR JE
DR 28 K 2 A TR B IRM BME TRM 25358 4 4 £ 7 (R ) 4 7K
S T RXCE AL, RR 2 R B B A S K 7 & 34 (i
w1, 2021) , £ RZEALEE ¥ K % 4 Wingate 6 %0 RE 77
A A Vg Th R 3 T XX R (Kikuchi et al.,
2014) . REAVIZMFR S, RREEF Y L XX HEF A
B SR (R Bk K R 7 0 SE K (R4 g 5 15 XX DR 2 11 9 5 4 2K
AR, LA R I PUIE 55 B8 /1 (Broos et al., 2015) . [i&
W FE 2 B, 5 e A7 A T IIBLILEF 4k o ) ACTN3 RS77X £ 75
PRSI B B UL Th A8 R S50 R DN A R T 0 5 T R )
B, X AR5 AR 1 LA 77 & R A B RE A OR
(John et al., 2020) . ACTN3 R577X 2 21k ] 1 Jy Fil £
F5i 13I8 s R B oy T hrid (B 45, 2018) . H LA
LRI, ACTN3 R5T7X %: K BL 5 i 77 % B 2 [A] 6 W %
A 2% M (5K 2% %5, 20215 Cieszezyk et al., 2011; Migi
etal., 2016). BWL 54 MERiZ3) 7 H ACTN3 R577X 5
A Y 1) 551 22 43 Aii A L (Moreno-Pérez et al., 2020) . AS[F]
MBE LS5 1R v RE S i s i H VN BERI B S5 0%, 18
RIS BN )t 2 H TR, SHEF R AEF T2
BNNZR L I 2 BETRIE AL A8 S 5], B TR 38 A A8 R 5 NS B
FULANEZ B B8 1 0L BRI IR 75 3 — S0 R4

4 g-actinin-3 FREXT BB AL TN BERI 20

7512 2l A ACTN3 = [H] B 55 45 v = DA 47 % 15 38 3 {gk
RN Z AR 3 2 5, R W ACTN3 R57T7X Z &1 5183
B 1 52 AL, {5 ACTN3 3 R L5 1 32 3 Bk 1 AL IE 75
HEATIGAL . AR a-actinin-3 $k 2 R T, ¥R 15 a-actinin-3
B 2 %t B B L T RE I 5 e & nT BE AL I, MacArthur %5
(2007b) F| H [F] U8 3 40 45 R, 72 ACTN3 BF A= B CACTN3 ')
JV i F 40 A H ) neo 25 BRI 7 ic B 4 ACTN3 A1 2+ 2-7, #4)
#ACTN3 B R (ACTN3 D) /N R (] 2) o

R 45 JWLER 25 11 # 8% (myosin heavy chain, MyHC) . !

72

B A [ PR /N BB B UIL D9 4 R T 4E SR T A TTX A
UB. IR NS 4E, R AR E Re &, A 59
95 . NIBWLET4ESRRLET 4, f5E T AR AR BE &, S Tt
A IR B SRS . N RIB JLAF4E 3R IA o-actinin-3,
k Z o-actinin-3 520 1B WLAF 245 Al & & 1B JJLZF4E LA )
o BEFUKI, 5 NFEAIE, /N K a-actinin-2 JFAELE FT A
HIWLETF 4 1 5% (Mills et al., 2001) , a-actinin-2 /2 a-actinin-3
i Z I WL A o M — 323 1Y) o-actinin

Actn3
WT

DO m—
U m—
B —
0 —

=

O
) —

1
LH
8 9 1011

Vector [ neo | i | DTA

Actn3 EcoRI

KO — l neo ——1
1 KO5’F KORS5 8

9 10111kb

2 ACTN3/NRAIHIEE (MacArthur et al., 2007b)
Construction of ACTN3™" Mice
(MacArthur et al., 2007b)

Figure 2.

ACTN3 " /N A F 15 a-actinin-3 , 3 i _F 1 a-actinin-2
8 H KPR #h a-actinin-3 [ 52K , a-actinin-2 B 75 A0 VL 4T
Y e (AR e AR AR N AE B VAT 4 h 38 20k, ACTN3 /s
B T N ACTN3 XX % [K B ff) a-actinin %75 . ACTN3™
INRAETERS B 5 R 55 ACTN3 /N AL, B8 T B IE % 1
VLT, AR & 1B 47 4 1) R % 2k s fH 5 ACTN3 ™/ B AH
Lo, LA PEBE A — 52 22 5%, ACTN3 /N BRI A7), it /7 4R
e 5 TR UL 2T 4 2R 1 UL P Joi 9 b, TIB L4 44 4% ik /)
(MacArthur et al., 2007a) . 8 Ji # 1) ACTN3" /) i [t
ACTN3 /N B8 B 3y P 25 5 iz (MacArthur et al., 2007b) ,
H X Bl Z2 5 7E 16 JE W& I V8 2% (Seto et al., 2011a) .

5 ACTN3 R57T7TX SRS EE S BRI ERRIER

ACTN3 R577X % 2514 5L 75 12 2 032 2 g /1% V) A
K, BB S 2 S ] e 5 AN [R] IR B A A X 32 Bl ) 0
A FIE A K. RRFEF RIARLEHE L/ ) &8 3
KL TE = I BE 77, W] Re s BT RR & R Y 5 88 0% 7 31 i
m MR &, 2017), B Ja R AT RS B 7 &)l
5 U (A5 T, 20210, %ol B2 AN ) B 25 B8 A b &
N (Pickering et al., 2017) . Delmonico %5 (2007) #f 7 K&
B, RR J DAY 55 1 R 2 1R 72 HEAT 10 8 1 B0 g 5 )1 2k
Joi o FAR O T fuft JUL 06 4 T 236 bk XX TR B 20 A 5 K 1 3
HAN LA 12 AR R NG, RR JER R 20 L X 454
e R4 4 5 i K 77 & B % 1 = (Pereira et al., 2013)
ACTN3 XX H: B Y 22 4210 078 2 4R U 25 5 R AR IWL A g &
it 77 50560 2 B R4, ACTN3 RSTTX 2 A VE R RE 5L A
2 i /7 #H 2% (Romero-Blanco et al., 2020) . tHFH #f 7T &
B, B — J5k DR AR S oF AN [] A 8 AT 0 N B o K ) I kR
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S RS A% /N (Kittilsen et al., 2021) .

WEFCR I, ACTNS /N BRI 7 11 5 g 2 30 HE B 47 b 3
R, 23 4 i 7300 25, 16 Ji i ACTN3 /) R B 30 B 8 2 oK
IR ACTN3 /N BRI 3.3 4% , T U1 455 1 ACTN3 /N B
050 B B R R U 25 9 ACTNS3 YT/ B I 2 % (Seto et al.,
2013) ¢ 1E B I i BOA 4 S AL 0 A e, S ) I R0t
ACTN3™* /N B3I DY 3k AL fA) L £F 4 Bb 9] 5% i A% /N, T
ACTN3 /] BB VU Sk JUL AR TIB 284 JUL 2T 4 1 A i AR s 2D, TEX AT
A B WLEF 438 0, 2 TN /311 255 B ACTN3 /I BB D sk
WL RLEF 4 A 1) 02 LZT 4 2 4 (140 7 (Seto et al., 2013

6 a-actinin-3 FR 5 500 8% AL T BE AR BEAL 51
Xt ACTN3 577XX 3 [K B A HE AT ACTN3 /)y LI BF 70
g5 R W], a-actinin-3 R K BE W AL B BE LD BE , LR
7] B8 5 a-actinin-2 F o-actinin-3 2% #4) & T g 2 5+ 0%,
6.1 BT B B ILLF S0 B G AR, F oA B RS LI 48 4 1
a-actinin-3 i 25 T FUVL AW 7 1K 50 mT g 5 AR DL
£ Y 7 28 b 8 A H R AR B a-actinin-2 | a-actinin-3 15 Z 2%
Ab A AR 2 5 K o a-actinin & Z 2k (1) BE4G
M8 B, TR AL 22 4 € 7E Z 22 b (Del Coso et al.,
20190+ a-actinin-3 {X K& T PRALEF4E , 1T ACTN3 577XX
B AR N A ACTNS /I BRI AR WLZF 4 1 a-acinin-3 S 2%
A o-actinin-2 AL R IL FAA A BRILET 2L 1) 2 11 20 R0
MV 4, H RILEE 4 8 UL2F 4 3% A8, 08 T IRILET 4
PSR R, A S A ) R BE RN, U 55 e T4
E a-actinin-3 Bk 2 /N RULA 2 Ff Z 22 8 F 7R TG s A
W KRk B, B9 Z R R 55 PDZ BT A
(Z-band alternatively spliced PDZ motif protein, ZASP) . Il
W4 25 A Cmyotilin) « ILTA] 28 25 1 (desmin) Al y— 41 22 5
(y-filamin) . a-actinin-3 2 1 a-actinin-2 1 A S L&
H o-actinin S B R AR 2 35 AR AL T ZASP L WLEK 2 1 (titin)
& % BE 5 [ (vinculin) Z5 £ 4% 5 a-actinin-2 25 & (Seto
etal., 2011b). [, a-actinin-3 Hft 2k e A8 P LEF 4 7 28 11
B 2H AR S 3R Ry, D N X a-actinin-3 Hit 2%, o-acinin-2
MZ&EARE B, N2 Z4LE A a-actinin-2 55 A 5
& W RE R Z &R IEH B A B SR, % ACTN3
/N BRUL AL 45 K AR A 308 170 5 R A 4 R 8 1L a-acinin-3 dik 2R
SN Z 2t A B K 2 T ALHNE A R T AT .
6.2 Bt BARAE RARBACERE M BOR B R A 1
a-actinin-3 i ¢ 2503 B 8% UL 46 K5 i i UL 4
PR O R UL G A g AR B UL R T O
Ko PRIVET 4 38 % 4 58 T0 Sl i 77 AR ATP, 18 T UL 4T 4
kA HE A AR . a-actinin-3 H e /N BRI AR
WHRR IR R AR AR, 2 5 ST R SR A Bl 9 1
b, 2 5 70 S AR 7 B 05 P P 1IC (MacArthur et al., 2007a,
2008 ; Quinlan et al., 20100 #2&7~ , 7EHL 2K a-actinin-3 )15

LT R TR AR 2T A 1) A AR T AR 0 A ) AU
& A%, AR T i AR TR L AT 4 i 1 L 2T 4 ) i AR L T
MyHC W % %35 3% 5 42 4k (MacArthur et al., 2008) .
o-actinin-3 it 25 U] 51 A B PR (A8 2 ACTNG
/N B BRVLER A robs Jir 5 ik B A 7R /)N B S5 3 1 b e
2 1k fiff (glycogen phosphorylase, GPh) i £ & 1k (Quinlan
etal, 2010). GPh &2 Z S5HE /MM KRBT, 5
a-actinin 3 52 A7 T HLF5 Z 2k (Quinlan et al., 2010) , 5L
a-actinin A F.1F H (Chowrashi et al., 2002) . a-actinin-3 f
K 3 2 GPh 9 J5 2 1 1) 22 S B IR GPh i 1% (Quinlan
etal., 2010) . ACTN3™ /] i GPh i 1 [ 1% 50% , PR i1l L
P oy R B R M R 0, 3 SORE TR R AR DRIVLA 440 T4
J P A7 R s R 30 5%, DLER B 4 BT 5 O B & . a-actinin-3
R 2R AR T UL AR R R DR A D e R SR VR IV R T B AR
A5 i R A AR S D L P WAL 4 4 0t e e, 1 B AR
PEM AL o a-actinin-3 15 0 A 2 B B BX R T RE 2
ACTN3" /I BRI AR A ¥ BE il 1) ACTNGB /1N BUULIAT 4
AR 1) 5 A W] BE 2 SR AR i A i & R . R B, FE R
Z a-actinin-3 1 & & , GPh % 14 ) 24028 7 g & ACTN3 %
BURIAZ Bl 32 B2 0] (1) F A AL
6.3 FBHMAM Ca™ Hacfempiiit & 3R B HIASIL 5 e 7
Ca’' LA YEFF IE RS I REFT L 7 B 5, ILZF
Y Ca?t VR B2 DL S UL I Ca? ™t R TEORH [R] A0k 56 3 2 5 i L
LY IUSCAR R I o SRR P LT 2 32 B AT S 1 o B PR
7, ALY Ca™ IR 5 — F 4 F £E 100~300 nmol/L F4 5 7K
“F-(Chin et al., 1998) s Hl B fift VL2 4 1) 1 22 Ty R S L IN) (7] A2
RMHEWSCAR Al P Ca* 3k 5 71T 50 nmol/L (Westerblad et al.,
1991) , R E AT ILLT 4 1) Ca® " ik 3 v T I AR UL 2T 4
AT B8-S AN [RI 28 Y ILAT 4 Ca B ORN [ S 2R AN [F] 5K
ACTN3" /)N BRLER 2 77 B2 0>, LRI 55 i 1) 1k 55 Tk
JE R (MacArthur et al., 2008) , i AL A 5 4 A1 &7 5K 75 1R
KA FE AT WL N Ca® " R 5O ] Wi id 26, ACTN3 /)y
B SR AR IS % 1 UL 40 B H LR 0 Ca B TSR [ 1AC 3 8 B
R (Quinlan et al., 2010) . GPh-a(GPh [f] 14 fi7 22 % ¥ fik %
A r) s T 2O AR Y LA A UL ) Ca® R TR B i 4
¥ (Hirata et al., 2003) , f£ # = a-actinin-3 fJ1& %L T , GPh
T M PR AG LR W Ca? " BB R . ACTN3 /N BRUEE 1 K
SF I LET 4 L2 WX 45 BS 1~ ATP B 1 (sarcoplasmic reticulum
calcium ATPasel , SERCA1D {1l | i i) Ca " R HOH 2,
T 42 e 7K () 45 45 6 i B LAR 45 B2 M Ccalsequestrin) < 1L
5 Jf 5 1 (sarcalumenin) EL &% SERCAL , jf 3o {1 AL 3% 190 Jis
P B Ca™ " i B O 7 7E UK KSR 3E Ca® [ I UK (Head
etal., 2015) . FERH 45 F WM AERE R E 2, AT RE 2 (2 AL
AHAEMTHUAMAANRBEEELH CBREE. £
ACTN3 /N B BELET 4 b, WL IR Ca R JEOHT [ YA 22
B, SN RIS Ca* R BOE 22 T PRt , {8 L2 4
73
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BATERMBIES e 1.
6.4 BN IRAT AV 2B EEAS F BIE, ¥ e B BE LY fe

5 1 1 22 1% TR I (calcineurin , CaN ) & 5% Ca** Al 45 1ff
# M (calmodulin, CaM) i ¥ [ 22 54 FR/ 5 2 W2 & (1 B 1R
fitg , FH MG A (CaNAD F1 17 JE 2 B (CaNB ) 21 Ji 1 5+
PR AR o CaN W AT fie 3 18 L AT 4 45 57 1 MyHC Rk
% #i (Delling et al., 2000) . CaNA i it 25 i B2 1k 405 %
& T 41 i 4% IRl F (nuclear factor of activated T cells, NFAT),
{4 NFAT £ o0 21 4t i A% , 15 0L R 5 20 T X3l &, ik 4%
PEHL AR LAT 4 B R W Rk, B AL dE
S S AL WLET 4 #% 2 (Ravel-Chapuis et al., 2017) .

0 1 22 19 B2 i AH OC UL /N9 2 1 Ccaleineurin-associat-
ed sarcomeric protein, calsarcin) Z & & — 4> 5 CaN 45 & )
JUL A R S 1 B 1 S0, I ) R B calsarcin 557 K A
3/ (calsarcin-1/2/3) , 7] LA B %2 55 a-actinins LA J HoAth Z 2%
EEHMIAEM . calsarcin-2 X K IA T8 #% WL DL VL2 4
T 5 CaN &5 & 1 #/l CaN i35 P (Frey et al., 2008) .
calsarcin-2 Il 5t 5 o -actinin-2 % & , i A~ /& a-actinin-3.
calsarcin-2 15 CaN 45 & [ & , 5 a-actinin-2 7K P B & EE
ACTN3" /) B 8% UL A 2 o /9 a-actinin-2 K P, kb 1
calsarcin-2 5 CaN [ 45 & , 5 2 fi# B& calsarcin-2 X} CaN 3§
PERH I, AT 58 CaN {5 5 18 B8 (Seto et al., 2013).

T AE WL S BT MyoD 7E PR ILZR 4 o 1) Rk =
T2 LT 4k, MyoD1 il 7 /)N B 1) R JULEF 4k o) 8 UL 2F 4 3%
7 &4 (Macharia et al., 2010) , 177 LA H MyoD 35 4 J&
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