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(BE] B# A A FH RNAGIRNA) T K R E B USRI i L6 H & B-4 15 RNA 4 % 5
(GlyRS) ,#£ 4t GlyRS #F L6 sm oLk & a €45 [ b(MHC-II b) 2k 8 Hvh, FHiEx Kt 4 R 3 & GlyRS-
siRNA & 7] (GlyRS-siRNA1.2.3). % %1 4 % L6 @ #,qPCR # M GlyRS mRNA & ik, /it FH A E % &
GlyRS-siRNA 7], %I L6 @, AL A EF 20 M2 (CRBAEAT A 32 N 20) | A b s B2 (45 3 PR P 4 BB 5 51,
NC #1) % GlyRS-siRNA-24 h 28 .GlyRS-siRNA-48 h 28 . GlyRS-siRNA-72 h 48 .GlyRS-siRNA-96 h 284+ GlyRS-siR-
NA-120 h 28 (3 4 F . 8 F 2 5 09 GlyRS-siRNA 55 F-3& Fx A8 5 8 1)) , 2 #) J2 48 52 64 B 1] 5 0 & &-28 16 4m i -
3 #.42,qPCR #= Western blot 2314 M GlyRS.MHC-1Ib #1 mRNA A= & a A &N, R  GlyRS-siRNA1.2.
3 5 A4 GlyRS mRNA £ K-F FHET 90.4%.62. 0% F= 78. 7% . £ ¥ ,GlyRS-siRNA1 F#H# £ F H(P <
0.001);GlyRS-siRNA1 # % 1.6 0t 24 h. M- FH ARB NC AL A R EH . 4 48 h# 72 h.L6 @mi-F 3
H 2% NC A A (P<0.001), % & L& # 3 K ; GlyRS-siRNA & 8 14 % 28 GlyRS mRNA % ik K F
NC 483 B4 (P <<0. 05, P <C0. 01), & ¥ 24 GlyRS-siRNA-72 h 21 ¥ 1& % % 2 ; GlyRS-siRNA-& &F 9] & 4
MHC- T b mRNA # ik K-F 34 NC 284 % (P<<0.05,P<0.01) , & % ¥4 GlyRS-siRNA-48 h.-72 h,-96 h a4}
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[EgA] BBIELS; HRB-(RNA & &8 FH RNA; LR EG 4D

[hEZEDES] R322 [X#iRIRE] A [XEHS] 1671-8348(2025)12-2759-07

Effect of glycyl-tRNA synthetase silencing by small interfering RNA on the

expression of myosin heavy chain [[ b in L6 cells”
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[Abstract] Objective To silencing glycyl-tRNA synthetase (GlyRS) in rat skeletal muscle myoblasts
by using small interfering RNA (siRNA),and to investigate the effect GlyRS on the expression of myosin
heavy chain [ b (MHC-1b) in L6 cells. Methods Three GlyRS-siRNA sequences (GlyRS-siRNA1,2,and 3)
were designed, synthesized,and transfected into L6 cells. The GlyRS mRNA expression was detected by qPCR
to select the most efficient siRNA sequence. Another L6 cells were randomly divided into the normal cell
group (no treatment, group N) and the negative control group (transfected with the negative control se-
quence, group NC), the GlyRS-siRNA-24 h,-48 h,-72 h,-96 h and-120 groups (transfected with the GlyRS-
siRNA sequence with the highest interference efficiency and cultured for the corresponding time) , the average
diameters of L6 cells in each group were measured at the corresponding time points respectively. the mRNA and pro-
tein expressions of GlyRS and MHC-[[b were detected by qPCR and Western blot respectively. Results Glyrs-
siRNA1,2,and 3 decreased the expression level of GlyRS mRNA by 90.4%,62.0% ,and 78. 7% respectively.
Among them,Glyrs-siRNA1 had the highest interference efficiency (P <C0. 001);the average diameter of 16
cells transfected with GlyRS siRNAT1 for 24 h showed no significant change compared with the NC group. Af-

ter transfection for 48 h and 72 h,the average diameter of L6 cells decreased significantly compared with the
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NC group (P<C0.001) ,and then gradually increased. The expression level of GlyRS mRNA in each time point
group of GlyRS-siRNA was lower than that in the NC group (P <C0. 05,P<C0. 01) ,among which the reduction
was most obvious in the GlyRS-siRNA-72 h group. The expression levels of MHC-1I b mRNA in each GlyRS-
siRNA time point group were all higher than those in the NC group (P<C0.05,P<C0. 01) ,among which the in-

crease was more obvious in the GlyRS-siRNA-48 h,-72 h,and-96 h groups. But there was no statistically significant

difference in pairwise comparisons among the three groups (P~>0. 05) ; The changes in the protein expression levels

of GlyRS and MHC-1I b were basically consistent with their mRNA expressions. Conclusion Silencing GlyRS

can up-regulate the synthesis of MHC-1[ b in L6 cells.
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W AR R TR A K BERILESTT . BEILES
AIBLE AT 3 BT AR A AR i 5 A e TR i
DU, UL i b ok i T 0 2 A UL 2T 4k R L
221y L3k & . Hop LB & 1 4 (myosin heavy
chains, MHCO) LI E4E [[ b(MHC-1I b) Y 2T 4k & A fa
ELIEM R E MHC- 11 b s e B 5, KRR Ak
B E S S HEE K ULA GlyRS #il MHC- 11
b R B KT AR R IT IR, A R KE L
VAL LZE 4545 B 0 3% L 7R GlyRS fl MHC-11 b ) 3
KK T AT RS LZE 4 A . SR, GlyRS 23k
HOETFRER S EESS MHC- 1T b A s i 5158
WLZE 45 H R AT .

A5 P00 E S A O 0 2 R AR T AR GLyRS 1
R /N T3 RNA (small interfering RNA, siRNA)
FBL Y 16 40 ML, DUER L6 400 GIyRS 23k, il
7 L6 i nF-14 H A2, i qPCR 1 Western blot
FARKMUTBR GlyRS F£ikaT.J5 L6 41l N GlyRS il
MHC- I b # mRNA Fl#E R IE K DWW E A S
L AR UE S B LS 45 R AL
1 ME5FE
1.1 ##

L6 2 A bk R BRI ULt D 1 [ v [ ) 2
Bt LAY 3% 55 W) DR 2 B S AR . SR AR IC Y
GlyRS-siRNA J¥41 | B 4 % B ¥ %1 &% GlyRS, MHC-
II'b 1 GAPDH 4§ 5 [ 51 ¥ i b 52 5 R 9 B B ik

skeletal muscle atrophy; glycyl-tRNA synthetase; small interfering RNA; myosin heavy

A MR AT 4 . TRIzol, Lipofectamine 2000 g H
% [# Thermo Fisher 2y #), HiScript Reverse Tran-
scriptase (RNase H) .5 X HiScript Buffer,50 X ROX
Reference Dye 2.SYBR Green Master Mix ) H 5 &2
T EE L W) RLE B A R 2 W AW A TR i 4 ) 5 1
Adtm 22X & =M ARAR A A, ANTP, Taq Plus
DNA Polymerase,DL 2000 DNA Marker ) H X4
R LD A RA AL AL % A B A TaKaRa
A H ,DMEM 8537 & | i 4= 1L 55 % 2R -8E 5 R WL
VTR TR 1S L 20 . Opti-MEM® 85 357 3L 1l 1 3¢
Gibco 24 7 . BCA 4 kB2 I il ) & W B3 = oK
W E AR By A R A Fl, & 1 Marker (10 X 10° ~
250 X 10*) Ity H 25 E Promoton A ) » BIRH L1 (pol-
yvinylidene fluoride, PVDF) &Iy H 3¢ [E Millipore 2&
A, B 290 GAPDH Hiuikil A bu sl Bt 2= A YRk 4 A R
AL bt MHC- 11 b $T4A M A 56 Thermo Fish-
er ANHE] L, RZHT GlyRS itk [ ®N =& A P4 R
AR A R o A ) B AR 0 B SE BT ZHl B R
DU 78 A4 ) TFE A BR 2 A, WAk 52 &t Celectro-
chemiluminescence, ECL) JiE ¥ W W B b 5T 5 il 3k I
HEARARAH,
1.2 Fi&
1.2.1 GIlyRS-siRNA F#H A EH#ME . Fith £k
%28

AR NCBI 2 A A ) K B GLyRS 2 [H (Gene
1D:297113) , 34 B 3 %% GlyRS-siRNA ¥4, W,
T 1, KIFH0 5 B G L6 40 i o 47 T P & SR i ik .
SIS A3 2 - 1E H A0 A AR AN AT A b B, N 41D (B
PEXT BB ZH AR B 5 9% 99 14 X BF 81, NC 4D L GlyRS-
sIRNAT 2H (21 Bl %% %« GlyRS-siRNA1) . GlyRS-siR-
NA2 2H (40 ff 7 44 GlyRS-siRNA2) . GlyRS-siRNA3
2H (B % ¢ GlyRS-siRNA3), 4450 24 h {5 &
FE WA A M 1T qPCR A
1.2.2 GIyRS-siRNA FT#H A B4 4 L6 tmfn 5 55 i
!

T T 4 &k R B 8 GlyRS-siRNA ¥ %) #5 4t
L6 4 i1 #F 58 T 40 GlyRS By & A xF MHC-11 b 1y 5%
M), S5 4> 2H B L6 4 LB BL 4 O IE R 4 M 4 (N
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) FAPEXT R (NC 41) . GlyRS-siRNA #5 4t J5 £ 37
24 h(GlyRS-siRNA-24 h) £, GlyRS-siRNA #& |5
3% 48 h(GlyRS-siRNA-48 h) 41, GlyRS-siRNA #%
P 545358 72 h(GlyRS-siRNA-72 h) 2 .GlyRS-siRNA
BEL S 5 3% 96 h (GlyRS-siRNA-96 h) 2 #l GlyRS-
SIRNA # 4 J5 15 3% 120 h(GlyRS-siRNA-120 h) 41,
e 7 2, 25 AR A L R B TD A 4 4 R i AT S R

1 A B GlyRS #E mRNA #J siRNA ¥ 5l

B Jithl F#31(5'—3"

GlyRS siRNA1 EM GCC CAA AGA UGA CAU CGU ATT
i UAC GAU GUC AUC UUU GGG CTT

GlyRS-siRNA2 EF GCG CCA GCA GGG AGA CUU UTT
Jm] AAA GUC UCC CUG CUG GCG CTT

GlyRS-siRNA3 iEM CCA CCU GUU GAA AGC UCA UTT
i AUG AGC UUU CAA CAG GU GGT T

EEf ot iE UUC UCC GAA CGU GUC ACG UTT
K ACG UGA CAC GUU CGG AGA ATT

1.2.3 @wfass R R 43

L6 40 A & 10 % i 45 1L 75 19 DMEM 5% 4= 15 9%
e, F 37 C 5% CO, AN B 55 14 19 40 e 15 3= 46 b
K%, R A M 2 B 3k 3] 80 Yo Bt o FH IR 2 1 G 9 1 4 i
T SRR IR 1 2 3 40 L E AT AR AR, B
FXPEOH . A KRS R4 L6 4ifd, 1 DMEM 15 %
JLA Y A B L e 5 X 10° /FLG A M B S R & 6
LA, F 37 C 5% CO, AR BE 5% 1 85 37 0 7%
EEUURT 2 ho 4 R TG IE DMEM #3523, X T4
Pebn A, B4 T A R HESS 90 pL JC I Opti-
MEM® 8 5% 343 % B 10 L. GlyRS-siRNA FF 41,
R Sk BB AT E I FFE 5 mins U5 pL A Lipo-
fectamine™ 2000 # # T 95 pL Opti-MEM® 1, 2 i1
#E 5 min; JR G Lipofectamine™ 2000 11 7 7 41 #i
B CRARFL R 200 pl)  BRIR A IR E E IR H E 20
min, HUME 5 4F 19 40 M. B A 55 55 LR & | 200
p Lo TG R 40 o0 40 355 5 0, (TR 5 W5 B 9 A
KSR WOR AT s T 37 °CL5% CO, AT FE 51
WA TR R 6 h 5 W B Qe 4 A IE 85 R 5L R
Pt e J5 i B SR A R) L AR o AL 1. 2.2,

1.2.4 ME L6 mpeyF35 a2

e S A g4l Le 4l dfid., T
L6 2 Jif b BE s S22 AR T, N ) 0 i 40 i B AR, L OE A
KR HETE L6 M), MR TE RURTE . 76 400 X R
R0 BEBL 2 B 3 A4S B, W JH Cellsens standard
1. 11 B4 Fr i CH A Olympus 23 7)) I 5 40 i 7
12 o 45— 16 U A Jif T A 1) e o A AT 0 A L 4R BT
PIERN L6 i F ) BHAE .

1.2.5 qPCR # @ GlyRS.MHC- I b mRNA % i&

AR 70 U W AT R . O A A0, 5 e 0
W4 CHLYe PBS W BEAH M, FH TRIzol ¥ $2 B 41 il
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M RNA 5 S A B cDNA; DL cDNA S #5 R , 8 vy
20 pLL qPCR W AR R . KW 45 F:95 °C 10 min; 95
°C 30,60 °C 30 s,40 MEH, UL GAPDH fE N Z;
K H ABI Prism 7500 SDS # 4 MR 5 47 48 i £k 19 Ct
B, 0 272 kit B B R 3 FE kKK,
GlyRS.MHC-II b #1 GAPDH (5|4 %5 W3 2,

x2 X GlyRS.MHC-1I b 1 GAPDH E R 5| #1 K 5 &

HEH J5 Ik S1HF 5 (5'—3") SR
(bp)
GIyRS IEM  AAA GAA GAT AAA GCC CCA CAA G 190
I TGA CAC CTC CAT AAA TAG CAA A
MHC-IIb IEm TCT CCA TGA ACC CTC CCA AGT AC 147
J TGA CAG TGA CAC AGA AGA GCC CC
GAPDH 1E1m ACA GCA ACA GGG TGG TGG AC 253

JL1) TTT GAG GGT GCA GCG AAC TT

1.2.6 Western blot # A#m GlyRS #= MHC-1 b
Foik

SR F RIPA 24 0 78 53 24 ff 40 i 1 12 T 4n it
LB G, W EE W BCA 32100 1 B 5 2 (A W
Sy SR E . L GAPDH fE RN S, #04T + 4 5L i
T2 40 - 28 7 s Tk I € B¢ FfL YK (sodium dodecyl sulfate-
polyacrylamide gel electrophoresis, SDS-PAGE) Hi Jik
I IREE R = PVDF B E, & 5% i IR U5 8
B TBST =& EA 2 h, —30 4 CFH LW (GIyRS,
MHC-1I b, GAPDH #if&f& B ¥ 8 1+ 1 000,
TBST WM 5 ~ 6 ¥K .5 min/IK , BAR o & 4L W bR 0
P (FBELL N 1 ¢ 50 000037 CHEIKIEE 2 h,
TBST ¥ 5~6 ¥K.5 min/¥K. ECL 5. ] Band-
Scan #4431 S5 K BEAA
1.3 %itsas

K SPSS29. 0 B4 #4780 85 7 A, 45 B IE A 4
AR ETRLL £ £, ZAE LR HRHER
D7 2250 B AL T PR LL AR Y ¢ K, DL P<<0.05
ERAEGITFEX,
2 % e
2.1 GlyRS-siRNA %% L6 2 f-F £ GlyRS # mR-
NA % ik #9 2 B3R 9

3 7 GlyRS-siRNA F B % 44 L6 40 il J5 , gPCR
4R R, 5 N4 # L, NC 4 GlyRS mRNA ik K
SEHEH B AR L (P>>0. 05) 55 NC 4 F %, GlyRS-siR-
NA1. GlyRS-siRNA2 Hl GlyRS-siRNA3 41 GlyRS
mRNA £ KK 4500 F BT 90. 4%, 62. 0% Fi
78. 7% (P<C0.00D), WL 1, #iH] GlyRS-siRNAI1 )
TR B, R L GlyRS-siRNAL J¥ 31 #47 J5
2.2 GlyRS-siRNA1L =% GlyRS % ik *+ L6 @ # -F
N R YR A

GlyRS-siRNA1 W% 4L 16 20 M )5 , 3 & W
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BE R oy mli A Le A ER. AR ERN
HE NC A &, 4 M3 5420 WA b (P>
0.05) ;5 NC 4 b %, GlyRS-siRNA-24 h 40 .GlyRS-
siRNA-120 h A I F W H AR Z K LS it F E XL
(P>>0.05),GlyRS-siRNA-48 h 4 .GlyRS-siRNA-72
h 41 . GlyRS-siRNA-96 h £ 40 fifg °F 4 & 42 B B F& A%
(P<C0.001); 5 GlyRS-siRNA-24 h 4 %, GlyRS-
siIRNA-48 h # .GlyRS-siRNA-72 h 21 41}t 3% 3% H 1%
AR (P <<0. 001) 5 B 5 GlyRS-siRNA-48 h £H Fll
GlyRS-siRNA-72 h 4 kb #, GlyRS-siRNA-120 h 4]
21 i SF-44 T AR B W B K (P <<0. 001) . 5 GlyRS-siR-
NA-48 h 4H It % , GlyRS-siRNA-96 h ZH 34 K 4ph (P <<
0. 05), GlyRS-siRNA-48 h #4 . GlyRS-siRNA-72 h
2H .GlyRS-siRNA-96 h 2, GlyRS-siRNA-120 h ¢/ %
W 227 G2 L (P>0.05) . %% 72 h J5
4 Jf - 34 E AR B L WL 2,
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“wP<C0.001; D: N 4; @:NC 4; ®: GlyRS-siRNAL 41; @,
GlyRS-siRNA2 4 ;® : GlyRS-siRNA3 4.,
B 1 £ 40 1.6 4B GlyRS B mRNA RiEKE (n=3)

2.3 GlyRS-siRNA1 % GlyRS % ik 3+ GlyRS #=
MHC-1I b # mRNA R & & &k KT o935 m

qPCR 5 R W n, 5 N 4 8, NC 4 GIyRS,
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b
' - .
1.5+ —_—
a

N —
i
1.0+
#®
= c
o C —
5 rmee c
© 0.51 a_r—
>
s

o @ ® ® 6 6 O
A 225l

MHC-ITb mRNAZRIAZKF

FTHREF 2025 F 12 A% 54 55 124

siRNA-48 h 4. GlyRS-siRNA-72 h #H. GlyRS-siR-
NA-96 h #H.GlyRS-siRNA-120 h #H GlyRS mRNA
F kK 8] AR (P <<0. 05) , Hi, GlyRS-siR-
NA-72 h #H GlyRS mRNA F£ XK FPHFEKEHE; 5
GlyRS-siRNA-72 h 4 [t ¢, GlyRS-siRNA-24 h 41,
GlyRS-siRNA-48 h 4 GlyRS mRNA #% ik /K F Bl &
Th & s GlyRS-siRNA-96 h 4 fil GlyRS-siRNA-120 h
BT E (P <<0.001); 5 NC 4 %, GlyRS-
siRNA-24 h 41, GlyRS-siRNA-48 h 4, GlyRS-siR-
NA-72 h 41 .GlyRS-siRNA-96 h 41 fil GlyRS-siRNA-
120 h 2 MHC-1l b mRNA % ik /K F ¥ 81 & I+ &
(P<C0.05), H: v, LI GlyRS-siRNA-48 h 4 .GlyRS-
siRNA-72 h # .GlyRS-siRNA-96 h 2H F w4 Jy 1 i@
AL 3 A PP L . 22 R TSI L (P>>0.05);
5 GlyRS-siRNA-72 h 4 It #, GlyRS-siRNA-24 h
2 .GlyRS-siRNA-120 h 24 MHC-1I b mRNA #%jA/K
S R (P<0.05), BT H 554 GlyRS-siRNA
J¥51 )5 . GlyRS mRNA ik /Kl A% .72 b 5 F 46 T+
i M MHC-IIb mRNA FiA7K .72 h JF T
[, ULIE 3, GlyRS #1 MHC-1Ib A9 55 H 2635 K A8 1k 1
5 H mRNA Rk E A — W 4,
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" P<C0.05:": P<<0.001; D:N 4;@:NC 41; ®: GlyRS-siRNA-
24 h 4; @: GlyRS-siRNA-48 h 41; ®: GlyRS-siRNA-72 h 41; ©®.
GlyRS-siRNA-96 h 4 ; D : GlyRS-siRNA-120 h £ ,
2 HHLOHABMTEHERER(n=23)
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® © @@ @ 6 6 O
5|

A:GlyRS mRNA 5 5E 437 B: MHC- Il b mRNA 235 58 40975 P<0. 05;°: P<C0. 01;°: P<C0. 001; D : N 41; @: NC 41; @ : GlyRS-
siRNA-24 h 4 ;D : GlyRS-siRNA-48 h 41;® : GlyRS-siRNA-72 h 41 ; ® : GlyRS-siRNA-96 h 41; D : GlyRS-siRNA-120 h 41.

& 3

&8 1.6 @A GlyRS.MHC- I b mRNA RiLKFELLE (n=23)
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b
’ b
) b
0. 81 ' ! 0.8
— b
b b
B 0. 64 b —2m ¥ 0.6 b
X X% ~ —
GIyRS 75X10° X b E
= Hﬁ 0.4 o 0.44
MHC- 11 b 250%10° > 5
b o - = o 0.2 § 0.2
GAPDH DD EEDGEDaEDEESED ;7 < |0°
0 0
® @ ®® @ ® ©® @ ® @ @@ @ 6 o O
A 4B C 2835
A:Western blot ;B GlyRS ik E R/ :C. MHC- 1T b FikE R :": P<C0. 055" P<0. 01; D : N #1; @ . NC ;O : GlyRS-siRNA-24 h

41 @ GlyRS siIRNA-48 h 4 ;® : GIyRS-siRNA-72 h £ ;© : GIyRS-siRNA-96 h £ ;@ : GlyRS-siRNA-120 h 4,
4 £ 1.6 WA GlyRSMHC-1I b RiAKFELE (n=3)

3 it %

GlyRS AWK P& A A B il 2 — , 76 48
b5 R AR v B R TR T R S A
tRNA R K, GlyRS B T 2 iy 2 Bt 1L /5
A o BT LRI A A 1) PR A% W A S NS 1 8
AT I mRNA 3" A S B I A Ak PO R
THRAF AR S L ST S SR A R A el
20 HEE K ULZESE LA GIyRS 1 MHC-11 b ik
IKF- AR BT il i 73BT ) - GIlyRS F MHC- 1T b &3k
K-S B K LS 4515 2k L B L GRS &
T 2 il 4R MHC- 11 b 1 32 25 8 52 i L 28 45 75 1 —
HAUESE

RNA F Xt B ) 32 PR3 3k 281778 20 RH W7 1 3
A, siRNA J& RNA T AR d.0 347, o, b2
B FE R PE sIRNA B SE 8 RNA T4 A 5 %
THZ—, BA8 5 G A AR g 808 w5
S se e AR YR R B GLyRS %W E 51, 4 I
ik 3 A5 X GIyRS B 5§ 5 7 siRNA J¥ 41, |
GlyRS-siRNA1, GlyRS-siRNA2 Fl GlyRS-siRNA3,
RIG BT Le i, 25 &M, 3 4 GlyRS-siR-
NA JF 5B 6E B D) 5% e I U8R Lo 40 b GlyRS JE A
ik, H, GlyRS-siRNAT i T 3 80 % i i .
I J5 22928 R ] GlyRS-siRNAT #6 4% 16 4 i,

AT 45 R R, GlyRS-siRNAT 5 % 1.6 4 fifg
J5 .16 AR YL 5 48 h Al 72 h B H AR 8 NC
I R AE /N AR YL 96 h A1 120 b J5 . L6 4134
1 N B WK AL E BT IE K P GlyRS-siRNA1 #% 4
L6 48 1 )5 4% i ja] A5 GlyRS mRNA ik 7K ¥4 NC
HREAG, Hoh B e )5 72 h R s 8K, 55 485 96 h Al
120 h GIlyRS ) mRNA & ik /K F 3% 5 [\ T, {5
GlyRS-siRNA1 #% 4t 1.6 4 i J5 45 B ) 2 MHC-1I b
mRNA £k KF4 NC A¥Fa, K, fEf s
48,72 F1 96 h, MHC- 1T b mRNA ik /K Fi NC 4H
T e, S Z M 2R Y 120 h )5,

MHC-1I' b mRNA k7K F B GlyRS.MHC-1I b
B R A K226 5 H mRNA £k K A —
B, XL UL, L6 4 il GlyRS Bk KK )5 . L6
A/, HBLZE 4, MHC-11 b Rk KT+ s
R W] GlyRS Rk KV BEARIF Al MHC- 1l b ik /K
S/ i UL 25 4

GlyRS 7E A2 B Ik £ S5 JE i 240 Jifd v i 35, mi IR
A W4l i /Y GlyRS 7] 38 i3 # A F-«B (nuclear
factor-kB, NF-«xB) / 22 24 J5L 1% A 8 F i i (mitogen-ac-
tivated protein kinase, MAPK) i 2% 1 i 40 g 1 5§
P E A T L AR RSN A i L #E IR GLyRS A]
0t 5 A0 3 5 R0 20 R R D) o AR JF 42 40 M O
=1, GIyRSE R R E 1 512 R & 11 NEDDS,
E1 Fl E2 8820 5y H 8 A0 B AR JH#E 1712 R AL A . T
PN E R . GlyRS 2 H &AM S 5 41 R
LRI N 3 G B 75 1Y, GlyRS By 5 7l 5 3L
LU R P i T i B A T A AR 14 Ty B I A
HHALE G mE R R, H Uk, GlyRS Uk Kk
Ja L6 A /N ZE 46 . i RES GlyRS Kk K FEIR
SRR Y T B8 R A A L6 4 A 1 4 5 A 40 A
JA AT OC ., W ELSh W B Bk L ey MHC 432 4 4>
WA MHC- T \MHC-1l a, MHC- Il x, MHC-1I b, }
Hh, MHC- 11 b Ji TR 45 e ffe R0 47 20, 45 LT 4 5%
TR [N 8 WUZE AR AR S R & B M e, 4
75 S AT A B UL T A0 M A N B SR R B B
Br et m) i A2 4k MHC- 11 b 1 b ) 22 8 34 4% 3
TR PLLT 2 B /L . DA W) 2B 4D GlyRS PT#R
FIRJG AT RE S L6 20 M 2 (A B 1 G B, B 4R
BRI fig B g, 3 20 L6 4 i fe i AR oy o ek 22,
MHC-1I b 7. A MHC-1 \MHC-1l a, MHC-1I x
A9 7K P72 Ak R T A S 6 R R I T i TS R . A WE ST
F W, B4 1% 5 N T Chypoxia-inducible factor, HIF)
5B H LT 4 S B R e e A KRB KRB AR A D)
MK A BRFESEFH HIF-o 505 8 LA 425
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W5 A B A2 LA AR B ) (myostatin,
MSTN)J& b 2 K -3 8 ZE 0 i 2 — XL A
R GRS VR Y BT UL i MSTN {5 5 15 &
Ji »MHC- 11 b By KK F EAY . H GlyRS B4
Wt /E T HIF f1 MSTN €38 4% MHC-11 b g 3
ik I MHC 45 W R (0 55 6 , 75 0F— 25 BF 98 E 5

ABFIE I K, GlyRS-siRNAT1 ¥ J% L6 21 ffl )5
GlyRS ik KRR MHC- 11 b 23k K F 75, i 4
ARG Y5 72 h B B L 205 A AN TR R B A (] T B
MR, VLB GlyRS-siRNAT T4 %5 % 5t 5 10 i) [7]
EAEREYL S 72 h, Z )5 H T YRR BT B X n] fg
555 M siRNA RS Z RN W ERA
F Ml GlyRS-siRNA 4 384 JH A BE 15 2 55 Kt
W], PR R A S M SIRNA 43 1 Btk 47 52 36 BF
SR B X — N,

LE BT, A BESE A SIRNA 40 AR & o 4
IO 2 T PR B R Y GlyRS-siRNAL ¥4, fiff
L6 il GlyRS AT, #iE T GlyRS-siRNA1 k&
PR T YU FH A I 18] 5, W8 GlyRS RE 4% L6 4
Mt MHC-1I b 19 & B, R Ja 2tk — 2 W58 GLyRS #
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