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W OE.HAEAREERE 1 (SET and MYND domain containing 1, Smyd1) #& 41 25 H # & R FF 3L 3% B i
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iAo Smydl &5 EE NIZBE A L &, d R T F RN EASCE, £ 51888 EST 5.
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The role of histone methyltransferase Smyd1 in heart and skeletal muscle and

impact of exercise intervention

TANG lJie, CAI Meng-Xin*, TIAN Zhen-Jun
(Institute of Sports and Exercise Biology, Shaanxi Normal University, Xi’an 710119, China)

Abstract: Smydl (SET and MYND domain containing 1), a member of the histone lysine methyltransferase SMYD
family, is a muscle-specific protein. Through methylating histone and non-histone proteins at the transcriptional
level, Smyd1 plays an important role in maintaining cell structure and function. It has been reported that Smyd1 is a
key factor in the development of heart and skeletal muscle by regulating sarcomere assembly, muscle fiber growth
and mitochondrial energy metabolism. The abnormal expression of Smydl1 is closely related to the occurrence and
development of a variety of heart or skeletal muscle diseases. Exercise can improve the development and growth of
heart and skeletal muscle and regulate Smydl expression under physiological and pathological conditions. In this
article, we review the biological characterization and function of Smydl, summarize and prospect the effect of
exercise intervention, thus trying to provide a theoretical basis for exploring the therapeutic targets of heart and
skeletal muscle diseases and the mechanism of exercise intervention.
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PPE PR T G A 58 B 4 5 55 7 TH] R $E EE LR
F U4, Smydl R 5 5 i1 Hwang F1 Gottlieb™ 7 3l
TN AN EEPE T k241 i (cytotoxic lymphocyte,
CTL) Al flggn b, PRI T7 105 CTL 4H g3k
[ RE PR CDSb BRI AH 2, X FR Bop B:H. %
PRSI FOUESE, B Smyd] FER ] FEUR G
KEFHMAT:. Smydl FENLTTAHEE. UAnEK
oA UL B B e AR 45 J7 T R ¥ B 2R A
SO NEANE B LUK B SRR D Re 4 R (1) =5 B 45 ]
To BPBEFURIL, Smydl RikZizzhify, &
Higgh RN, R KR IE S E -
FHE S . AR SO AR Smyd] (AW RAE. E
ORI E B LR B LA R Rk D e 44 Hh (4 F 2
KAy FIRFENLR AT, XPEsh T mrfEH k& nr
REMLABEAT S aS MR EE, DU ER &I R AH O
BN, ik n] 68 (VR IT #E 5 S T 18 Bl 08
FRIAE FH A R R A S B R

1 SmydlRYEHZFRAE

SMYD F &4 SET (suppressor of varie-
gation, enhancer of zeste, trithorax) #1 MYND (myeloid-
nervy-DEAF1) W /M 57 (25 #4490 Hep, SET
SERIR 2 130 NEIRRRAL AL, 3 B A T AL S
BB GRS P, (AL 2R 2L T, MYND &
P2 et 7 A2 D BRI L AN 1 A 2H R PR HE 4 B
MEfRgst, TES5EAREES. 55k
HoAtpl BAREL, B T SET A MYND 45 #4935 LA 41,
Smyd1~3 i& % — > TPR (tetratrico peptide repeat)
¥ 81 [ C K it &5 ¥4 45 (C-terminal domain, CTD)!",
A 4% W R B R W 035 . Smyd 1 AT FSEAL 4R
H3 A1 H4 iz Bk s, R 8 s A, I
H1, H3 BAF K4, K9, K27, K36 A1 K79 fi7, H4
MR AT K20 .

Smydl FEPRIEZ YRR ZIA GRSy, HERANIA
ZURF . BTN, PRt Smyd] BRI ATk %1%
BIY) R Smydla 5 Smyd1b Wi FpAZ K48, 53 5l 9 5
AT 486 AN 473 NMREIERRIE AR . 1 Smydlb
A e B BT P2 A2 Smyd1b-tvl K Smyd1b-tv2 P
FhIhRE S MM BE 5 £ IR IR 245 J5 6 h (hours post
fertilization, hpf) Smydla J¥@h %55k Rk, HHFIE
ACPAEAR T T SO F2 o B35 T & s 1 Smyd b RIA
5 Smydla 3EJ5 5 he JR AL 4% 22 L5 KB, Smydla
AN Smyd b F 56315 T2 W AT 3 A A (%
AL AL AN X 8 (KB RAL) 5 22

hpf B, ik T-0 J 5 5 48 hpf B, g8 1 H 3 —
TARIL 5 72 hpf B, Rk T3k, 28 NAIHA
e U Smyd1 3 B E AL T LT M 2R A A i
b, ronliEid SIERE E (myosin) g5 &l LT
A%, BB H MYND 45 #3548 A k4l &
FéEG, WisRmEgE M,

Ak, Ye 25 U A1 Becker 25 U AE N B # ik N
JZ 41l (human umbilical vein endothelial cells, HUVEC)
W E AR I ) Smyd] ik, FHRIHSH N K4
Ff 1) 3 #2500 1 A . Mayfield 25 U7 7E K
JE AN C2C12 4 L 175 T e A4 1) 1o 28 A5 200 o v e ) )
Smydl %%, @it KEGG il i% 7> #1 & B, Smydl
FHT A Z KA R E AW o I 1B B VLA LR 7
PEARAA (skeletal and heart muscle specific variant of nascent
polypeptide-associated complex o, skNAC) $k 2 1] DA
FEURAT AP A AH PR 1 Rk

2 SmydlS/CEEFIEERANAE

21 Smydl5LEAE

O ERNUA R G T HE 85 7T BORIAT A58 D RE )
wEZ . AP, Smydla TRARIBE L, th
OEMOIEASSHAM LR EZR, HPMERR
Smyd1b UL} Bk A i 5 Smydla F1 Smyd1b 1] 5800
PEZK M BEARE . o JULZH LT 4 3% 25 8L DA SO
T 25 4 S v LG HESh U2 B Smydla BRI
RO HER G, 15 SmydIb ££0JER B R H S
FFEH, ORI 1. T
INR BRI TSR B, WERRIH 7.75 K (E7.75) I, Smydl
R R RS TR0, FEEROE RIS,
WARIBTOBEMOER OIS, FREBNRE
AR AR, mEolghREEE P 5
Bk B AR AP R B /I BRCo I Smayd 1 25 D5 AT 5200 /)8 BR
JULAHE R 734k B AT Co JLAH PR 5 7K~ 0 P 5 I T e
FECO A LM ZEEL, O R E R FE, IRIRE
E10.5 HiZET: 221, HMX FAOE, AOEKE
A R JE IR Sy P, 254 Smyd] RIA
I 7 R S DR R B JE I R R, Ui B Smyd 1 £E O
HLan o o3t WU 4L E A0 LA R Th e 4k 7 b R 15
HEEH, RFEEOERERREE T —.

WK, 2RO 25 Smydl i
RO IR G Hodr, JVLGH M 5 KT 2C
(myocyte enhancer factor 2C, Mef2c) J& UL 41 ig 2E K
A B, F gAY )& A MADS HE 45 #4) 1 % ¢
R, A3 428 0 UL 400 AR S 5 TR 1 2 08 I o 5
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Mef2c FER =25 0] T3 Smydl RiE T 4. Mef2c n]
5 Smydl G387 L) Mef2 [ W oo B #5245 & 3k
W5 Smyd1 78§ 0 [X ik o 1 i Smyd1 3N
AJ B I 0 IE LIM- [5] Y5 45 #3850 %% % K 7 1 (LIM
homeobox 1, Isl1). o E 1 Z2 I8 1A 7 S K ¥~ 2 (heart
and neural crest derivatives expressed 2, Hand2). T #E
;5% K F 5 (T-box transcription factor 5, Tbx5). Tbxl1.
5% /N B B [F]JRHE 2 (short stature homeobox 2, Shox2).
Eyal (EYA transcriptional coactivator and phosphatase
1) M1 Irx4 (iroquois homeobox 4) % [A| fy % ik B2,
R0 b5 R AN Rl T (atrial natriuretic factor, ANF) 7K
*t-,  H Smydl 7] 5 15 4> ¥ ASH2L (absent small
homeotic-2-like protein) A F./F H, 8 2 ff H3K4
=IO Isl E3h P, 48 BEEUR, Smydl 5%
oo s FAEEER, AT ERE (1),
22 Smydl5BHBALE

G g Smyd1 F R /N BT g VLR A= 2w
FET: PO, Bt iR AR R A B A, AT
Wi G Ol T R BAEE AR E 4~5 R, Bk, #iiHZ
K BE D fa B R PR 2 Smyd ] /£ B ALK & AR
o WFFCRI, mlRBE D Smydlb FE R ] 58 43 fH
Wr B UUL IR 2R 420 3¢, 3 BUUL 22 45 74 X BL AL
WE S, WA TGIZAEEJ), HARE K E T
T2 LU 25 PR 11 20k AR R JUL A P T B, 3R
Smyd1 7] 58 75 WL 7 A0 FUL AT 4 155 5 W R FE 4E
U212 Tan 25 UV R I, REAK Smyd1b 5 R

E¥LERE
HD&: 25SmE
HAARLEM TS B LTS
il
NE: A BOMmib

PEEy fh, 24~28 hpf i B IAE LR 48 1) 45 1 R T
RESEH 5 17 Just 25 U R T B £ Smyd1b G
BRI, 48 hpf I, B4 AE AR, H
PVLEFYE (L 27 Yt H B A7 AE R EE . mBR Smydla
X #8 LR 25 &5 7 0 D) R J6 52w, {H [R] I R BR
Smydla 1 Smyd1b v] ‘FEUILT 25 ELAE LB R
Smydla KR K=, H 48 hpf I [7RE H B L
St RE, HEWFHIRAG Smydla R ) K 1] #g
2 5003 Smyd1b A5G F B LT 4k K 7 e Y,
e PR BR / BROAG EVLAH R H Smyd 1 B2 K, AT
BRI PR B> UM sz . WLEF 4R
B, DL LA R S B IR ek PR B Tl A
PN R A Smyd1 [FJRE S SO AR 10 LA Btz B, i/
SRR DI 15 f81. Smiyd 1 DRI 7 67 323K BE S PRI 1 1
JR B o Smyd ] AR 5 9 5 S i B B0, e
Smydl 7EH#E N & ok 2 kg EEEEAEH, JF
BA—E R~

W 5¢ Smyd1 4 4% & #% WL K & B AL & B,
Smyd1 & L 40 i 4= i & (myogenin, MyoG/Myf4).,
LE WAL R (myogenic differentiation, MyoD/Myf3).
I3 [ V[T (serum response factor, SRF) F1 Mef2c¢
(BB PR 1, ol MyoD il MyoG 4%
WUVAE S5 R 77T 5 Smyd ] 18 A 8§ 19 E-box
A SARSS &, T SRF AT 454 CArG fi mi, #E i $%
Smydl Fi& . Smydl 55 MyoD #] ¥y [F1¥#E WL
WL 5l (muscle creatine kinase, MCK), Tfii SRF AJ

DLIERE FE
L& (EEME): S
FmEEE, EMEE, SEL
Ft/B
DR GEBER) - S ALIE A

o, 35, ML 48 5 e [

Isl1. ANF, Eyat.
Irx4, Hand2. Thx5.
Shox2., Tbx1

KA R B 2 R TEAK, S ILsm
A FAL, CIEKE S,

N/

1E
(it
\i MYND  SET
bES

Smydl

23

BRIRERE

ERERIKE MCK. skNAC.
Hsp90at. Bhe CRRAMRE): FHm
B S FRImMIA Unc45b. 8 LB 45 s 4 & 1L 4k
5 o S5 A TR 4 4 40 5 T £ A L5 4

DR MmAa . ML
P 48 e ST AR
N¥E: LA EE

WMFEE, BEBRENR S ;
DR (EBILARSE) . LA
RERBY, Mmyi ik,
JNSE (LR S%) « IEISILA K
AT

1 Smyd1&25.LEFMERALE
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5 MyoD Hi58F 1) CArG i siAH AR, SEBLN
MyoD [¥ifi$z ®, FR#FEiER, Smydl nli@Ed 5
JULAE R ER 1 R AR LA 2 55 LA R P 23 A AR UL
YRR RE (B 1),

BRIV GRS B T-4h, Smydl AT 52 AR 2
TFIHEER, WY EHIEE. Hf, #ikoeER
90 (heat shock protein 90, Hsp90) +& #fR 7 2 1 5% ik
B, ILERER 4> T8 UNC45 J& T UCS (UNC45/
Crol/Shed) B 01, —FHIEAMEES T, ENL
YE (2SR ThRE 4 Rr b R IE EEEA B B
SR, B Smydl FEK ]R3 LR UncdSh A1 Hsp90al
FER Rk, HEWBR K Smyd] J5, L4 3% A5,
g1 K 20 M RO RL, L L 2R 4 25 F R0 DD e
Unc45b #l Hsp90al FEIAAE 1 R,  B0E 40 g B
WO S U BRIt R B AR, Smydlb W5
Hsp90al F1 Unc45b W [FIAE L 3L R 45 ) LT 41 3%
AR £ 4 T i ™. skNAC 2 LA 24 S %0k
7, HEEREERR T SEONAMERILKE R,
T AE LR 44533 )5 A8 B2 2 v LR R 3R 2. 35 7
& P, skNAC AJYEH T MYND Z5#4y1, 5 Smydl
HHREES, 2H5OMKEMNERIEKESRAE
R PN, Bl F#RIR, Smydl A 5 Hsp90. UNC45
FT SkNAC 251 2 H 7 W R LA LA K 518 5
(B 1),

I A, AT AR AR K R (hepatoma-derived
growth factor, HDGF) J& —Fl A (2 22 53 240 1fn 5
A RETERI R, AR N A R,
Smydl FEF KL, 1F G-7 L4+, HDGF i &
155 B s JLH I E - C oK v 45 & & 1 (C-terminal
binding protein, CtBP) M HAEH, %571 T Smydl
mRNA FIEF 3 307 HE M P, {2 Smydl 7 HDGF
SXof oo R AL ) 8 4 Th R R FH W TE 4R

3 Smydl 5HAEFCREKMKRETHL

3.1 Smydl5OfEEK

H a0k F Smydl 5 4 5O A K2
AR HR AR o IO /IN R R O I LA i PN IR B AR S 5
JitH . AR, R AR I AT SEOET A R RO L
20 B KR Smyd ] mRNA KF-Fh i B 1 45444
Rl AR /DN B I Smyd 1 3 R ] S 00 L4 A
K, OMERAFREMES, IE LA RO E
gy Y, X B Smyd1 7F 4 5 0 LN PR OE R4S
B 1 S o A A K 3 R v 4 R A Y

A I 5 8 I A 0 JUE AR e P Smyd 1K DR

NSRBI, Smyd ] 2R AT B0 WLAH A H 26 kL
AR AR Re AU B E R, il A
VAR S FE A S AR y FLEEE R T 1o (peroxisome-
proliferator-activated receptor y coactivator la, PGC-
Loy 3o %80 A0 40 B 4 385 BE W0 0 52 78 o (peroxisome
proliferators-activated receptors, PPARa). 41 3% 2% X
4K o (retinoid X receptor, RXRa) iAW N, &
Rk BE BRI TR Az . A0 M S a6 TR R IE
SE, A VLA AR Smyd ] 5K 3R IE AT 5 5 28 R AN
W T e FEAC, 1T Smyd] B[RS FRIA I X — LR
FOCR MR E 7T R Smyd ] A0S PGC-1a 6 5%,
T U A 2R g AR Y, 3R Smyd] 7E H AR
S O LA Pl 2 457 44 B 1A U RN T e T 42 i AR H R AE
HEMEH.

i 5 7N B0 L Smyd 1 JE R ] 5 2 2 Fh A A B
PSR PN J5 X N (endoplasmic reticulum stress, ERS)
MIREE R RIEFH, WL/ NN Ca-ATP i 2
(sarcoplasmic reticulum Ca’’-ATPase 2, serca2). Bcl-2
i 7 /E1B 19kD AH HAEH # H 3 (Bel-2-adenovirus
E1B 19-kDa interacting protein 3, bnip3). & | it &
i % (adrenomedullin, adm). C/Ebp- [A] 5 & )i (C/
Ebp-homologous protein, chop). Jun & 2 (Jun
Wl [H U5 B 3
(tribbles pseudokinase 3, TRB3). egl-9 FKKkH & %S
[X-¥ (egl-9 family hypoxia inducible factor, egln) 1 F
3 4 B R AR TN, Smydl Rk 7 H S
O WA i B B2 FH, ik e 2 A Al
DI RENE T 57, Al B2 fil & ERS 1Y X8, Smydl
Wk MYND 45 #4385 TRB3 &5 4, Jfifid SET 45
3k Y 564K TRB3, 4 H 324 Y, 1 TRB3 Al
¥ ERS % S 41 J 7 T2 /Y < B IR F CHOP %A 1,
iIE S Smyd1 J@ ik TRB3 /5 %f ERS [ %, (HH
BARNUSMT 75 32— DT TEAR VS
3.2 Smyd1E 510 ERET L

B O N R R B, 22 P B B A
AT % S0 AT IR K LI PR O B R S R B
SMYD1 J PR A% (1) 8535 w] tH 30 S5 R P4 5k AL L
Wi, N SMYDI JE R 948 55 0 73 3 s AL JE A 0
WU I e A A W Bhse st R, o LEESE
(myocardial infarction, MI). 5% N ' -l 25 (isoprenaline,
ISO) T FiF E BN Ik4i 4 (transverse aortic constriction,
TAC) SRR 5 AT 5 T/ B Smyd ] Rk A PETH &
R EE o I A B4 s G Smiyd 1 R B
HEPE AN P IE KA B, 0K Smydl T B2 A 45

dimerization protein 2, jdp2).



1058 AR

344

o JURE 7 L RS KR B S A e P B S A

Xof G B R - U 2 AL AR OC SCHR kAT AR B,
RIL Smyd1 ZEJ BRI Co A SO RAESN L O
JULZH 26 KL 4 e & AQ U AT ERS rp & 4% H 21 5
TEH

ARk g 2 AT 2R EL T 5 B00 LA 45 4 i
Dinekshs, OBt &RAE OIS,
FEOEHNEZR R . Smyd]l Rk 7 FEL%
Wik pe EACU 2R AL, T RE AL O LA 1) e AL
Dige FRERIE RN 2 —. AW 5K I, Perml
(PGC1/ESRR-induced regulator in muscle 1) ;& — #f
PGC1 5 ESRR % S ALAN: VLR 1, LS
BRI EEFIA. Perm] AR ELRIATIRE, 1
SEALARPUIR 57 66 1, M) Perm] BRI 3Rk nf LAREAK
LR R AR S B (AR IE BT IO
Perm1 %3k W 2% [ MK, Smydl v LA T Perml
a3+, W Perml (1% ™, #2785 Smydl AT
IS A4 Perml 7K, AT 03 O I O ULGH B
ARARRE AU

2R L AR A2 LA 35 14 48 (reactive oxygen species,
ROS) Ak EE Iz —, 1 ROS /K15 41 il 4
AL RS EE VIR R AL SR S N 57 5 PT 5: 30 4
N IR RSAS AT, 15 R AN AR SR B . i AR
WH A 1 (thioredoxin 1, Trx1) &ML A & E ) EH AL b
BT, BRI £/ TAC #E AR HeLa
i, SxTRRAMEL, O RE Tl R R A AT
2% L Smydl FHE &L ™, {H Smydl 7F Trx1
I M A AL TR B N Hh R A G R A R AL ) e AS RT
o 3T Smydl FJTHEEHEMN « (1) Trx1 £ Smydl

AUAS

AL S

ARG i LPS¥ B %
gobiag o Smydly—— ",

Y~
~—a

PGC-1a. Trb3. Chop. serca2.
Perml . l bnip3. jdp2. I
PPAR. RXR eglnl. egln3

BAARREE AR %% KRR

™~ ~.

[omemmrit s | smmpens |
I

(cmmmmpex. wnfen, #Eox]

Fik, b A% PGC-1a, PPAR 1 Perml % & [
Feak, WATOWLGH SR A e B AR A DI RE  (2)
Trx1 2R3, 2 &AM HT oK, #Emi%
Smydl FikThE, fEdEAmufr s AAEK.

IR I, HEZHE (lipopolysaccharide, LPS)
TP (AU B ILE T AR A0 UL ) T K RO
JIF Smyd1 Fik[#MK, CHOP Fik Biff, L4y
TSI B i R3E Smydl Rl 42 & LPS F i)
HOC2 40 f i 11, B O M 45 4% A 25470 FL IR It S Il
(lactate dehydrogenase, LDH) A1 JJl /i ¥ i [F] T B
(creatine kinase isoenzyme, CK-MB) £ 5%, i B ik
L 40 ff g8 -2 4 9k X 2 H (Bcl-associated X protein,
Bax). 10 B2 2 e 20 BRI R & 2 R B 1 K A 1
(cleaved-cysteinyl aspartate specific proteinase,
c-caspase3). % JiE A S K T 141 % 6 (interleukin-6,
IL-6) FREIABER T o (tumor necrosis factor o, TNFa)
LK ERS M55 5K 1 CHOP. i 54 555K 1 4 (activating
transcription factor 4, ATF4) 1 7% %] ¥ ] 75 5 H 78
(Glucose regulated protein 78, GRP78) 53K ik, &/~
Smyd1 R GE i A BECIE JERE ) S, ERS A4
PRI, RAE O R B

DL S5 SR VLR, i =75 L2 M 7 A R0 S5 04 T B
Ab, Smydl 7EBUACIE RN BobifRpe EACH, A
LR A ERS HORIFE B ELREER (B 2). RTFH
FEA 00 I B O Fe o () BARAE AL, X 3 i) O
JUE S5 1) A P e X R

4 Smydl5SHEFERIEK
A o AR A B B L Smyd 1 (4 3y g K A

AS

= Y
05 =
:JN% X
Smyd1id & & ﬁ

ey — Smydl‘tw—Trxlii%it‘

//l\.

PGC-la. Chop- IL-6
Perml . I ATF4, l TNF‘(xl
PPAR. RXR GRP78
1 1
B E AR % K IER L
R 23 PR R Rk
1 I

[fuﬂkéwﬂz’lﬁiﬂ%%’"%‘ ][ NN ) A R ]
[ ]

BE SRR, RIS TR

[E2 Smyd17ERL U4 IR FREE B9 (E R
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FAPLAIBE S Ao £ C2C12 41 P it 3R 3E Smydl 5.2 Smyd1Z5iEagE mIE M AETh&E

A SRS R Rk, (VT A e
R S Rk B A /N B, Smyd 1 AT G BARIB AT ML
GREIINAREN AV NI sA R DS AR k=R il
R ZEL A% A R I A, A f B
HIAE B HRER L L. Smydl tf A [F 2478
VA e AR 72 e, BDRVLEAR 4R B B T8 L EF
o, FLBEYER] S T B shAh, BRI
SmydI 7& [ 5 & F A K K 7 1 (insulin-like growth
factor 1, IGF1) [ R #EXE R, IGF1 ml@ it fi¢ it SRF
5 Smydl JA 5 T H145 4, EiR C2C12 41 g Smyd1
RIE AT B Sk, 1 Smydl Bk S8
SEERIE R R, FRIA4ES, B RGN
Il 22 S RO AT 2 R RURE S . IGF1 &2 40 il A= K A oh
REFETH I s R 7, BOE Smydl Rk, FIEEE
FAE A B B B AR A B L 2 —

5 SmydlfEsNFMARERKRE

12 By AT A gk O U AN B UL 25 4 O AN ) e AR
Tt FHAE A 2 Bl i & A B LB 1 R 7 2
— AHFL ARG FHLHIRIVE P #EAR 4 o 52 4x i B 5250,
Smydl Z 5 LIEFE B ILKIZ S R%, HAEEE)T
T 4 AN L B B T A .

51 Smydl5EaM% 0B

KRS ) v B 0O B i o B, B 5O
L2 3 AL A A B, i v O JUL A R PR A7 ey 7 3
Pk & AR AR FRPERE K B, Smyd1 5595 B 0
PERE R A G, AR HAEIZ B MO AR K A
M TCE W A FUATBART IAZE RO, 1A BCA 4
2l 53 B IEE KR O L Smyd] 3R FR ik B,
BT EThAE, H Smydl i FRiA T T HOC2 L
Mgt E ARIARE LR, (£ 0UglAe kR,
HEW 0o Smydl A b A2 12 2E O UL AH B AE K 1Y)
HEPLH .

ZMESHTFZ 5230 IE SR,
IGF1. £ 718 H 1 (neuregulin 1, NRG1) 1 micro-
RNAs %, H b, IGFI1-PI3K-Akt {Z 5 i B 1F iz 51
A=Y i G NS R o (S 1 S R T o
IGF1 & Smydl () E£: BSR4l 3 [F
FERE IS OBF IGF1 A5 5088, 77 Smyd]
ek, (RE UL 2 %e . 20 MRS AE AT IR,
Z H5izgONERITE . B IGF1 LLAh, oA 4 g P
TR Smydl KIEONERT N, 2 5i83)
OHERITE R, 77 2k — S SRR b .

S LR 98 R S B A2 M &t i 12 4 IR 93
ARBHEERZE. ML )G, SisEE g
FadS kM, ROS IFEAR, ZRRiAARF PN 5T I T R fa
1, FIRARETRRE P, EEEENE
Pt LA (G ML sy il AR FR 3 -0 LIS 55 )
(A 2107 20 BT, (B A A R LAY
RIEA . RESCRIRE KRB K, 183
AT MI S O UVEA N UK A st T, oGE
O 5O LA AR B2 1 HE R, B AR AR 4E AL,
oi 38 O I T A 1007 00wt ML R B, s
Al B Texl, AP 4EA0 A= PR 5 21 (Fibroblast
growth factor 21, FGF21) il NRG1 %5 £ F 4 s [+
MR, e OIbTEIREE T, A
555 A1 ERS ZKF, Jd O LA g 1 B e,
[E I, 125 0] 4G REE i MI S B O UL 2R R4 T R
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E3 72 & % B2 Parkin A4 A 48 25 45 2K 9 1 (Optic
atrophy protein-1, OPA1) 5 25 [ 3Rk, {2 3F 4 hi ik
FgE, Hsme kAR RE BACH . tkah, BEhArEa
BA A 28 L 38t A% 15 T 5 W O U 5 T RN 2R FERR 2 1,
Smyd1 {E % i (1) 2 8 A IR IR e R g, (E A
O AR AR, OB, R RE
HACHIF ERS KPR FEEZAE R . RN,
[FEE S 5 B O IE RS B R RN . BT SRR FEIE
S, DB IE Smyd] FIA TR, H #CR i s ]
HE—2 FiR KR OML Smydl ik, B O I B
PEE S, RTF0IEE Y. H Smyd] FEiE SR TF
Rk REEACET AT ERS, 038 480 [ AT A I FE T
() B ARAE LA OGBS S A A T2 48 3R
Smyd1 7£3z 30 RS AR R BRIl
il B I PR O ML IR IR I 1 70 1 S S da B R
A FH B REAR i 4 Ak B A

AN, 3z B A] IR A B0 E Smyd] 2
HMRIE, HFEE T NER. 4 F &k E
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VO,,.) %5 3 min, =2 47, 3L 50 min/ X, W]
23 B IR MICR B0 UL Smyd 1 FE R AR H 3R
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el Re SEhWrh)E . 12877, B3 it Lz )
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FEAR PR 2 RIS Bl B S O I B i, R
Smydl fEARF R Gugar FIFF LI [a]32 2h 7
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bey priiiigcincgc o |Noi=m: BNV A5k % =R RS
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IR E SRS E M, NS e
B LR K ik B2 5 Smyd] [ 3 A T 45 55 )M 6
PGC-la il #5 1Y £ ki A& £ ¥ & A UL J IGF1-PI3K/
Akt/mTOR 215 5 38 B A 5 (1 2R 19 53 & R ] 4 B
R, RiBshfedt g B NE K EERZ, Smydl
& IGF1 N A 24 55 P, i Smyd1 7] 4% PGC-
Lo [FEESRERIE, $RonHAE AR B BRI KA Th R4k
Frh RIEEE(ER, BFELRHIE.
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EENNARA R ERE. NANERRERE. LA
Bith ks B2 Fabr 2 —? B i SR 4L 7
R AR EERAR, TR HrE 8L Smydl
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HL# 2 Smyd1 I FE4E 5> 7 skNAC AT S 80/ BRE 3%
W G & 2 BE i B B B, R, Smydl "] {E
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