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Abstract .
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There are strong relations between MSTN, MyoD1, MyoG genes and development of skeletal muscle. The

single nucleotide polymorphisms ( SNPs) in the exons of MSTN, MyoDI and MyoG genes of Gaoyou duck were detected,

and their influences on proteins and population genetics information were studied. There were nine, four SNPs and seven

SNPs in the exons of MSTN, MyoDI and MyoG genes, respectively, among which, eight, one and five SNPs were moderate

polymorphic. One sense mutation detected in each gene changed the protein physico-chemical characteristics and second

structure.
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BT RS i) MSTIN FE DR A1 1 (4 L 278
SECTHURILIA R R KIS FE 2011
AEXTIIRG ) MSTN JE R AM b 1 #4777 SNP fifi ¢,
R I —AXF TR A AT S 2N ) SNP A7 A5

e HIRFRS Ja8 PR B HE FH R My i i, 260 24 3k
B, Bl RS #E At pe O AR e, A iE
HLE PCR J5 ¥ %t 2 BB WS B K 19 MSTN  MyoD1 il
MyoG 3 MFEH S F 4052847 T SNP s, 343
B i s A X A8 30z H R AR A L B % 28 1 o —
DRAEHE B Sy v IS A A J 00 1 2 A L S
IR LS AR
1 MRS I
1.1 Rz

e FISBRE 32 65 FF A Sh VIR Y A e M S 4 AT vk
A AR P BE L BE 8 30 AN i i 25 A/
RIS
1.2 FESEMKA

FEANAAT : PCR {L (%5 . Gene Amp PCR,)

#R1 $t3f MSTN MyoD1 1 MyoG EE 5B FX51& #5140

Table 1 The primers for the exons of MSTN, MyoD1 and MyoG genes

% : Norwalk, CT. 06859 USA ). Hi vk 1 ( & 5.
JY600+, ] Z . b U B AR Ik & A RAR) |
2 [ EEANS A] WAr Are E ( 5 . FR-200A, ) K .
R AR ABRAE) APk BIR 5 R 40
()%, b5 AR ABRAR])

FEEGR A PCR 519 (1 B 7B TR
B FA B, PAGE Zi4lifk) \PCR W ARFI (1
B TREA A AL |
1.3 DNA BJ$REX

XoF 30 A4~ i MG > (A0 F F R 1, FH 13- 5805 125 Fib
2 DNA JfiTalizk, o DNA J5K 1 < 100 Fkef:
AT CEE AN, OD {E} 1.85 ~1.94,
1.4 5|¥n&git

S AITE MSTN 3£ 3 AN+ MyoDI [ 4
AHNGETF MyoG FEH 5 A G F X SR T B A
H5148, Horb MSTN \MyoDI F1 MyoG %K 43 5% 3+
T44M3X51, BIRFEEIE 1,

K T I/ B2 IHITF)(5'—3") BKIREE(C) P (bp)
MSTN LT P1-1 F:CCTTGGAATATATAAGGTACACCAG 56 600
R:CCTGAGCAGGAGTTGTGTG
AETF 2 P12 F:TTTGCCGTAGAGCGTAAAGC 56 691
R:GCAAAGAGCGAAAGAATTGG
HNETF 3 P1-3 F:TGATTTGATAGGTTTGTGTCAGAGA 56 816
R:TGTTGAAACCTGCGTATGGA
P14 F:TGTCAACCAGTGGGAAAAGA 56 828
R:AACATCATTCTTTTCTTGTGATGAA
MyoDI AT 1 P2-1 F:CATCGTATTCCCCATTTGACA 56 385
R:AACAGTGACTCCTCCCTAACCA
AMETF 2 P22 F:GGGTCTGTAGGTTGGGAATG 59 838
R:GAGGACGTACGCCAGCAG
AT 3 P2-3 F:GGAGGGGAGGCAAGTTAAGA 56 474
R:GCTGTAACGCATCCCCATAC
HNET 4 P24 F:TGTCATAATTGGCATCCTTCA 56 922
R:GCACAACAAACCAAGCAACA
MyoG ShET 1 P3-1 F:GATGCGAGGAAGCAGCTTAG 62 973
R:GGGAGGGGCACACTTTTATT
AhEEF2 .3 P32 F:ATGGCAGTGCCCAGCTAC 56 454
R:AGCTGAGCTGCCAAACCTC
ST 45 P33 F:TGGGCATTGTGCTGCTGTGA 59 1084

R:CGCCGGAGGGATAAATAGGA
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1.5 PCR =¥ E5NFF

PCR KW AR ZR 20 wl, Hod (45 . 1. 0wl #EAR
(50 ng) .2.0 wl Buffer ZZ2& (1x) 0.6 wl £ &1
(2 mmol/L) 2.0 pl ANTP(2 mmol/L) 0.2 wl Tagq
(1 U) 2.0 wl 5I9R-EW (0.5 pmol/L) , X FH
H,0 #ME . PCR S 55144 .95 °C FilZE 14 2 min ;94
C 30 s, % MFE 1 PR KRR K 1 min 30 5,72
CHEfH 30 s, 3 40 DMER; &5 72 °CJ5 LEAH 10
min, PCR F=¥ 1 3% B B W858 15 i bk a2 47 Az DU
PIROR . S Jaxt Yk T a4k, f3% i BT A
N FHAE I HARA B2 W
1.6 ZitoHr

k
1.6.1 % &84 F(PIC) PIC=1_;pL?_

k=1 &
> X 2PiP; Hb PP AR A SRR A

AR n RS RSB
1.6.2 Ha¥mhBi NE=1/3P Ho P Ry
S5 B AL IR AR 0 Sk S A L R
ML
1.6.3 Hardy-Weinberg -F #7436 {5 3 3 REAR 1
TSN N A B PR, LA R 43
B pLgo EBERILRNAIA AA AB BB 3 Fh, 3L [H
RUSRAGE R D H AT R, KR40 W00 21 iy 35 PR
AR AT LATHET S50 HE PR

p=D+H/2 ,q=R+H/2

FR A5 JE PRI AT AT B ) 3 R AR

D'=p’ ,H'=2pq,R'=¢’

HRHEAE A 1 UL 5 [R]85 23 T L s 56 PR A
A AT LA Sl AR O I s R A R S i [
RUEL, RO

x =(D-D")?/D'+(H-H")*/H'+(R-R')*/R’

G NN N R B B Ry R (RO VAL R N
0.05, 8 2 7] LA Ay iZ% &5 i £ P 4b T Hardy-Wein-
berg “FHPIRZ
1.6.4 a4 FIH ExPASy B
) ProtParam AR 55 %% ( http://web. expasy. org/cgi-
bin/protparam/ ) 7E£& 115 MSTN  MyoD1 F1 MyoG &
H BT e LS oo IE R A S B R E |
NGV AR S WS [ R R R
PRAEPERT

1.6.5 HGR—RLMeyIAn AR HRLEH
ST LR RN = R AR Z (R Al 2 o — 2]
ZER TN = 2 45 4 O BE AL BRY X MSTIV,
MyoD1 Fl MyoG 3 X () A1 d F 2 A8 1 L #E 47 1 1
LRI 3 NIRRT LRAZ T T Z AR
#9754k, SSPro 4. 0 (http://scratch. proteomics. ics.
uci. edu) 1] DU #2225 5 [6] J5 50 BT iR & 9647 25
P RS R TN T A 45 R Ak o T
PR A X6 {7 A2 IR 55 1 Ay 2 1 B — 2 2 g
TH,

2 BRI

2.1 MSTN MyoD1 F1 MyoG 3 M EEINEFRI
=2 iy

Poya =Y M X, MSTN A1 . F v & B
9 4> SNP v &5, %5y SNPI-1 ~ SNP1-9, H Ak (%
HWZ 2, SNPI-1 ~ SNPI-5 fii T CDS X, Hi
SNPI-1 FE T HAMR(G) B Z AW (S) Ak,
HA UG4S . SNPI-6 ~ SNP1-9 i T-9E CDS
X,

MyoD1 #h o Tt 3 4 4> SNP i s, 4 5
B SNP2-1 ~ SNP24, iX 4 /> SNP i /&5 ¥4k F
CDS X, Hrr SNP2-1 BT HEZA MR (M) 17 58 %

W2 (L) By %% A% HoAtl 3 A~ SNP 7 a5 2y 0 8K 58
AR
o

MyoG Fh i+ 3L R B T 7 A~ SNP i 55, Fi
5N SNP3-1 ~ SNP3-7, X 7 4~ SNP {if 1 ¥4 &b
T CDS X, Hitp SNP3-7 WA XL RE, SEAA
M2 (E) B RAZR (D) A, K4t ol 3
2.2 MSTN MyoD1 F1 MyoG 3 P EE 5B FHIiH
R R

Xt 30 A~ MRS AR MSTN  MyoDI F1 MyoG
BE PR 0 5 R AT A8 L R Bk PR 43 0l 64T T S 1T,
Gt R HIILER 3 4 FIER S,

HRAE A~ SNP A7 sk i) 5 A U 2 A1 17 D, XoF 44>
{7 5347 T Hardy-Weinberg -7k 56, 45 5 WL3% 6.,
MSTN 5& K A1 2 it A 98 728 i 55 19 4k T+ Hardy-
Weinberg “F- IR 25 ; MyoDI SR 58287 15 SNP2-2
SNP2-3 F1 SNP2-4 B ANRE T Hardy-Weinberg Pk
A s MyoG JEH €25 (3 55, SNP3-2  SNP3-3 Fl SNP3-5
YJIALLF Hardy-Weinberg R4S
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#£2 MSTN MyoDI 1 MyoG ERE =L &
Table 2 SNPs of MSTN, MyoDI and MyoG genes

P SNP {37 15 T AETFIHA HIEMR AL W FOIE AR PRFBEE
MSTN SNPI-1 SR 1 GA GGC/AGC(G/S) 1 26 A
MSTN SNPI-2 INEF L GA ACG/ACA(T) 3 43 A
MSTN SNPI-3 AT 1 CT GAC/GAT(D) 3 108 C
MSTN SNP1-4 AT 3 AG GTA/GTG(V) 3 327 G
MSTN SNPI-5 INEF3 CA GGC/GGA(G) 3 334 A
MSTN SNPI-6 RT3 TC 4k CDS X CT
MSTN SNPI-7 ShET 3 GT 3k CDS X G
MSTN SNPI-8 RT3 AC 3k CDS X A
MSTN SNPI1-9 SNEF 3 AC 4k CDS X C
MyoD1 SNP2-1 AT 1 AC ATG/CTG(M/L) 1 4 A
MyoD1 SNP2-2 ST 4 GA GAG/GAA(E) 3 190 G*
MyoD1 SNP2-3 ST 4 TC ACT/ACC(T) 3 207 T
MyoDI SNP2-4 SABT 4 TC CCT/CCC(P) 3 247 T
MyoG SNP3-1 P! CT CTG/TTG(L) 1 43 C
MyoG SNP3-2 SAET 1 GC GTG/GTC(V) 3 79 G*
MyoG SNP3-3 BT 1 CG CGC/CGG(R) 3 132 c*
MyoG SNP3-4 AT 3 CT CAC/CAT(H) 3 157 CT
MyoG SNP3-5 AT 4 GA ACG/ACA(T) 3 187 G*
MyoG SNP3-6 SAET 5 GA TCG/TCA(S) 3 203 G
MyoG SNP3-7 TS GC GAG/GAC(E/D) 3 222 C

RIERE AR PG T 0 TR OR IR TR O, 355 P N FREROR ERERR AR AR DL 5 b AL A BT RN IR T R
Az G E (AR B ¥ P AL B, JE CDS X FRIR LI ATE CDS X A s A BBHE F /R 78 5878 (0L (14 2 AN A5 (L BB AR A 1A ot WA 2 K Ay
F * FORZA AN 2 A BIEAERE AR T ) A RS A Hardy-Weinberg P47,

&3 MSTN E[F SNP L HHIB R

Table 3 The population information about SNPs of MSTN gene

SNP {if £, S o7 F R B AT R S HE R AT R
SNPI-1 AA AG GG A G
0.63(17) 0.33(9) 0.04(1) 0.80 0.20
SNPI-2 AA AG GG A e
0.67(18) 0.30(8) 0.04(1) 0.81 0.19
SNPI-3 cC CT TT C T
0.96(26) 0.04(1) 0(0) 0.98 0.02
SNP14 AA AG GG A ¢
0.14(4) 0.43(12) 0.43(12) 0.36 0. 64
SNP1-5 AA AC Iole A C
0.43(12) 0.43(12) 0.14(4) 0. 64 0.36
SNPI-6 cC CT TT c T
0.29(8) 0.43(12) 0.29(8) 0.50 0.50
SNPI1-7 GG GT TT e T
0.46(13) 0.43(12) 0.11(3) 0.68 0.32
SNPI-8 AA AC cC A c
0.46(13) 0.43(12) 0.11(3) 0.68 0.32
SNPI-9 AA AC cC A C
0.21(6) 0.46(13) 0.32(9) 0.45 0.55

55 BT 7R 1% S (o D] B AEAG I TR T O i, LIRS A SCRZE
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#*4 MyoDl EF SNP i SHIBEKIZ R
Table 4 The population information about SNPs of MyoDI gene

SNP fi it S ar R R B A% AL DA A
SNP2-1 AA AC cC A C
0.90(27) 0.10(3) 0(0) 0.95 0.05
SNP2-2 AA AG GG A G
0.29(7) 0.04(1) 0.67(16) 0.31 0.69
SNP2-3 cc CT TT C T
0.08(2) 0.13(3) 0.79(19) 0.15 0.85
SNP2-4 cc CT TT c T
0.13(3) 0(0) 0.88(21) 0.13 0.88
55 BT 79 1% 2 D R A T TS rP A A, MR A URAE
FR5 MyoG EE SNP L S HIEHEER
Table 5 The population information about SNPs of MyoG gene
SNP fi S FE R B A A SR R AR
SNP3-1 cc CT TT c T
0.86(25) 0.14(4) 0(0) 0.93 0.07
SNP3-2 cc GC GG C G
0.10(3) 0.34(10) 0.55(16) 0.28 0.72
SNP3-3 cc GC GG C G
0.45(13) 0.34(10) 0.21(6) 0.62 0.38
SNP3-4 CcC CT TT C T
0.33(7) 0.33(7) 0.33(7) 0.50 0.50
SNP3-5 GG AG AA G A
0.87(13) 0.13(2) 0(0) 0.93 0.07
SNP3-6 AA AG GG A G
0.07(1) 0.40(6) 0.53(8) 0.27 0.73
SNP3-7 cc GC GG C G
0.40(6) 0.27(4) 0.33(5) 0.53 0.47

55 BT 7R 1% SR o i DR B AEAG I TR B L B, LA R A SORE

R A 485 o7 R PRI A T3 LR A A A R PRI 9 AR of
HBZ SR E& 2 (PIC) LR A R HE (3=
6) . PIC{HAT 0.25 F10.50 Z[a] Jy i fE L 2%, Al
Al MSTN FERANE FBR T SNPI1-3 A1, HAl A7 553K
W 225 MyoDI1 L5 4 AR 119 1 ASRARE S
SNP2-2 W EZLZE MyoG KK RAL A 5 SNP3-2
SNP3-3 SNP3-4 SNP3-6 Fl SNP3-7 K £ 23 ; i

A AR SR Z A X T AR RN

B, MSTN 3£[K SNP1-3 {37 i, MyoD1 F£[H SNP2-1 fif

1 SNP2-3 5 s5F SNP2-4 {3 15, , MyoG FEK SNP3-1

AL EFN SNP3-5 i s A 3 B A A T 1.4,

Lﬁfﬂﬁsz:uﬁﬁléﬁz 2.0 ARORZES, R BEf 5t

FEAS AN AR AN LB A T 6 R 5 2 855
QQE@%%*HUO
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%6 MSTN MyoDI 1 MyoG 3 N~EREH)E L SH#M
Table 6 Genetic diversity of MSTN, MyoD1 and MyoG genes

MSTN SNPI-1 0.271 8 1.480 2 0.99
MSTN SNPI-2 0.256 2 1.4322 1.00
MSTN SNPI-3 0.0357 1.037 7 1.00
MSTN SNPI-4 0.3538 1.849 1 0.94
MSTN SNPI-5 0.3538 1.849 1 0.94
MSTN SNPI-6 0.3750 2.000 0 0.75
MSTN SNPI-7 0.341 1 1.773 8 1.00
MSTN SNPI-8 0.341 1 1.773 8 1.00
MSTN SNPI1-9 0.372 1 1.977 3 0.95
MyoDI SNP2-1 0.090 5 1.1050 0.96
MyoDI SNP2-2 0.337 4 1.753 4 0"
MyoD1 SNP2-3 0.218 1 1.3318 0.05"
MyoDI SNP2-4 0.194 8 1.280 0 0"
MyoG SNP3-1 0.120 2 1.147 3 0.92
MyoG SNP3-2 0.3197 1.665 3 0"
MyoG SNP3-3 0.360 0 1.889 9 0"
MyoG SNP3-4 0.3750 2.000 0 0.31
MyoG SNP3-5 0.116 7 1.142 1 0"
MyoG SNP3-6 0.314 6 1.642 3 1.00
MyoG SNP3-7 0.3739 1.991 2 0.13
HRZRA LRAE
i 1=

2.3 HMEARBUERINE

MSTN MyoD1 £l MyoG B A= Rl # 1 Jifi J 28 7% Hd
HE AP A e R WL 7, MSTN 2845 /Y
0S5 AR AR SO L R T A T Ak 2 b,
HORFAE ZRB0TE AR (1 44. 80 75 0y 45.83) , 3K 1
AR (ER K PEFE R —0. 40575 J7-0. 406 ) , HoAth T 3t

RK=Z~F

AT LA IE SR R R R i 0 1 R R A
b, MyoD1 ZRAZTULR H Jit 5 WP AR T 8 AR EL, 20
FHARAR/N, R AR 585 (B K PE AR ROH -0. 917 28
-0.910) IR REE K, MyoG RAATE H RS
WA RV AR L BR T 0 AR N Ah B A
LA ANERE R B AL/ BR MR BA 2L

®7 BAREAER
Table 7 Protein physico-chemical properties
HEH T Pia s BUEAERL IEMALEE foRALAE ARERE BOFBEUKME IRWRRE

MSTN-RAW 42 817.1 6.27 46 48 44.80 -0.405 80.83
MSTN-SNP 42 847.1 6.27 46 48 45.83 -0.406 80.83
MyoD1-RAW 28 133.1 6.94 29 30 74.85 -0.917 56.15
MyoD1-SNP 28 115.1 6.94 29 30 74.85 -0.910 57.70
MyoG-RAW 25793.0 5.19 27 36 67.37 -0.640 75.68
MyoG-SNP 25779.0 5.18 27 36 65.93 -0.640 75.68

RAW F/REFAE R SNP /R 2 7AF R
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2.4 RESHEARZREMAITK

2.4.1 MSIN & & fFi =B s#eh T MSTN HH
Hhi 1 A B AT LR ST 26 f st
% H H R 2 22 R A8 Ak, 38 3534, MSTN
HEATRIES ~ 8 i B M AT &R T IR NE, 76 17 ~ 18

MSTN-RAW: CCHHEEBEHHHHHHHHE@@CEBEECCCCCCCCCCCCCCCCCCCCCCCHHHHHHHHH
MSTN-SNP: CCHHHHHHHHHHHHHHEBCHEECCCCCCCCCCCCCCCCCCCCCCCHHHHHHHHH
MSTN-RAW: HHHHHHHHHHCCCCCCCCCCCCCCCCCCCCCCHHHHHHHHHHHCCCCCCCCCCC
MSTN-SNP: HHHHHHHHHHCCCCCCCCCCCCCCCCCCCCCCHHHHHHHHHHHCCCCCCCCCCC
MSTN-RAW: CCCCCCCCEEEECCCCCCCCCCCCCCCEEEEEECCCCCCCCCHHEEEEEEEECC
MSTN-SNP: CCCCCCCCEEEECCCCCCCCCCCCCCCEEEEEECCCCCCCCCHHEEEEEEEECC
MSTN-RAW: CCCCCCCEEEEEEEECCCCCCCCCCCCEEEEEECCCCCCCEEEEEECHHHHHHC
MSTN-SNP: CCCCCCCEEEEEEEECCCCCCCCCCCCEEEEEECCCCCCCEEEEEECHHHHHHC
MSTN-RAW: CCCCCCCEEEEEECCCCCCCCCEECCCCCCCCCCCCCCEECCCCCCCCCCCCCC
MSTN-SNP: CCCCCCCEEEEEECCCCCCCCCEECCCCCCCCCCCCCEEECCCCCCCCCCCCCC
MSTN-RAW: ECCCCCCCCECEEECCEEECHHCCCCCEEECCEEECCEEECECCCCCCCCCHHH
MSTN-SNP: ECCCCCCCCECEEECCEEECHHCCCCCEEECCEEECCEEECECCCCCCCCCHHH
MSTN-RAW: HHHHHHCCCCCCCCCEEEEEEEEEEEEEECCCCCEEEEEEEEEEEEEEEEC

FE 19 ~22 78 i 45 it 28 i T IR TE, 7E 136,190
frEmEMERTE(E D), 8 185 Sl
Fb 5] Fh B A2 B A 26. 13% (15. 73% 58. 14% 43 53] A%
AL ZEAE R 25. 87% (18. 13% .56. 00% |,

(1~54)
(1~54)
(55~108)
(55~108)
(109~162)
(109~162)
(163~216)
(163~216)
(217~270)
(217~270)
(271~324)
(271~324)
(325~375)

MSTN-SNP: HHHHHHCCCCCCCCCEEEEEEEEEEEEEECCCCCEEEEEEEEEEEEEEEEC

(325~375)

RAW FR SR SNP FR RASH , RETT R IR KA G YA TR A R R ASWIRIA 2L, H R IB0E, B ZRPERINIT B, C #R

Bl 155 P BTROR BT IR IR R A TR AL

1 MSIN HERSRTREAR_RLEMIELE
Fig.1 The alignment of wild-type and mutated MSTN protein secondary structures

2.4.2 MyoDl &8 i =B M TAL  MyoDI H
RIAMNE T 1 h A L BT 56 4 @SR N R
BIRB) T AR LA, 3 B A7 Hr, MyoD1 £
JAE 4 ~5 {or B ph B A R A6 A8 i 5 A8 AL R B

MyoDI1 RAW: CCClCCCCCCCCCCCCCCCCCCCCCCEE

ICCCCCCCCCHHHHHHHHHHCCCCC

FE 30 o7 FH BT AR TR AT S AR 1 S AR B ) 4 il (B
2) ., Yrd IBE. B i E ] i B A LY 2. 78% |
26.98% . 70.24% 43 il A8 ff 5% AE LAY 2.38% |
27.78% .69.84% .

(1~54)

MyoDI1 SNP:  CCCHHCCCCCCCCCCCCCCCCCCCCCCEELCCCCCCCCCHHHHHHHHHHCCCCC (1~54)

MyoD1 RAW: CHHHHHHHHHHHHHHHHHHHHHHHHHHHHCCCCCCCCCCHHHHHHHHHHHHHHH (55~108)
MyoD1 SNP: ~ CHHHHHHHHHHHHHHHHHHHHHHHHHHHHCCCCCCCCCCHHHHHHHHHHHHHHH (55~108)
MyoD1 RAW: HHCCCCCCCCCCCCCCCCCCCLreeceeeeecececeecececececcececececececececececececece (109~162)
MyoD1 SNP:  HHCCCCCCCCCCCCCCCCCCCCCCCeeeeeceeeeccececececcecececececececccecec (109~162)
MyoDI1 RAW: CCCCCCCCCCCCCCCCHHHHHHHHHHHHHCCCCCCCCCCCCCCCCCececeece (163~216)
MyoDI1 SNP:  CCCCCCCCCCCCCCCCHHHHHHHHHHHHHCCCCCCCCCCCCCCCCCeceeeeee (163~216)
MyoD1 RAW: CCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCEEEEC (217~252)
MyoD1 SNP:  CCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCEEEEC (217~252)

RAW FIRBf A7 SNP SRR R, BT R 28 B 5 2L RUEE 11 B — RSl 220k, H KRR, B JR P A & i, € 2R
-

i, 55 TR R E—

TJE MR MAEE AP AL E

B2 MyoDl FARERTREFR_FEMHLLE
Fig.2 The alignment of wild-type and mutated MyoD1 protein secondary structures

2.4.3 MyoG ZOR_BREMA TN MyoG 3
KIS 5 Ah 11— b 58 48 3 156 222 {2 2
TR AT TR B R A 2 TR W el A2, 3 i B AF 43
MyoG & [ B 7E 149 200 211 {37 & ¢h B A= 5 (%) B2

T2 LS AR R sty (&1 3) o SRR AL AT & i
e 0. 88% B A 224k, WRIE | 4 i 14 LL 451 53 3] DB
AT 30. 40% L68. 72% 7% 1 5 AE B 29. 07 % |

70.04%
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MyoG RAW: CCCEECCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCC (1~54)
MyoG SNP:  CCCEECCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCC (1~54)
MyoG RAW: CCCCCCCCCCCHHHHHHHHHCCCCCCHHHHHHHHHHHHHHHHHHHHHHHHHHHHE  (55~108)
MyoG SNP:  CCCCCCCCCCCHHHHHHHHHCCCCCCHHHHHHHHHHHHHHHHHHHHHHHHHHHHE  (55~108)
MyoG RAW: CCCCCCCCCCHHHHHHHHHHHHHHHHHCCHHCCCCCCCCiCCCCCCCCCCCCC (109~162)
MyoG SNP:  CCCCCCCCCCHHHHHHHHHHHHHHHHHCCHHCCCCCCCCAOBCCCCCCCCCCCCC (109~162)
MyoG RAW: CCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCTHHHHHHHHI;‘CCCCC (163~216)
MyoG SNP:  CCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCCOGHHHHHHHHHHECCCCC (163~216)
MyoG RAW: CCCCCCCCCCC (217~227)
MyoG SNP:  CCCCCCCCCCC (217~227)

RAW F/R BP0 SNP ORISR, BRETT SRR A S P E R H PR A MR 8k, H R IRIE, B FR PRI &M, ¢ R

Bl 55 PRBT RN BT R I ZE R AR A U A AL
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Fig.3 The alignment of wild-type and mutated MyoG protein secondary structures
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