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I R CREER 610041) 5 3. PU I K22 PHEE BE O B B IF 52 = (AR 610041)

HEY B %3R8 Ik ob i f% 3 (PEMFs) XF K BB 88 | 78 B T 40 iig (rBMSCs) o % L 3 & -2
(ACTN2) .a- L3I I Coractin) FIPLES 4 1 T-2 (TNNT2) Rk # g, FiE Sk A 22 800 BE 43 8 J7 i 3K I
rBMSCs, £ 145 3 £ rBMSCs i T 528, 289 4 41: OPEMFs S 41,4 F 50 Hz.1 mT {4 PEMFs #il 3% .
30 min/d, 435143 10 d.15 d F1 20 d; Q5-A LI (5-Aza)iEF A4 F 10 pmol/L 5-Aza S 1 A/ R AL
i FRWH IR 10 d. 15 d #1120 ds @QPEMFs+5-Aza i $ 41 2k F] 10 pmol/L 5-Aza 355 1 d J5 . 45 7 PEMFs #5341
AH A A AL 1 DX BB AL, oK A 58 4 85 32 8% 5% 10 d.15 d A 20 d. @ ad {88 A0 22 B B 7R H o L2 LS 40 A 0 A= IR
SURTE S FRAE . RS20 2850 i PCR Jr ikl ACTN2 #1 TNNT2 f#§ mRNA K3k, 3R JI] Western blot J7 % #5
M ACTNZ,q-actin fil TNNT2 (J2E H Rk, £R FELKH A, PEMFs i %4 .5-Aza i 41 fil PEMFs+5-Aza
PP H M ACTN2 cractin FI TNNTZ2 mRNA £IX 5HE BRI W& TX A, 818 PEMFEs af {2 3K S5 55 55 1
rBMSCs [i] .0 LR 208 it 431K
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Expression of ACTN2, g-actin and TNNT2 in Rat Bone Marrow-derived Mesenchymal Stem Cells Induced by Low
Frequency Pulsed Electromagnetic Fields LI Kai', JIANG Jian®, YAO Xiao-lin', QIU Fei-yuan', YAN Zhong-
gin' y WU Wen-chao®, LIU Xiao-jing®, LI Liang'**. 1. Institute of Biomedical Engineering, West China
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Cardiovascular Diseases, West China Hos pital s Sichuan University , Chengdu 610041, China
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[ Abstract] Objective To study the expression of Actinin, alpha 2 (ACTN2), g-actin and Troponin T type 2
( TNNT2) in rat bone marrow-derived mesenchymal stem cells (rBMSCs) induced by low frequency pulsed
electromagnetic fields ( PEMFs). Methods The rBMSCs were isolated by adherence method and the third-
generation of the rBMSCs were randomly divided into PEMFs groups, 5-Azacytidine groups (5-Aza), PEMFs +5-
Aza group and control groups. PEMFs groups with complete medium were exposed to 50 Hz, 1 mT PEMFs for 30
min every day, lasting for 10 d, 15 d and 20 d, respectively. 5-Aza groups were induced by 10 pmol/L 5-Aza for 1
day, then the medium was changed to complete medium without 5-Aza. PEMFs +5-Aza group were firstly induced
by 10pmol/L 5-Aza for 1 day, and then were exposed to PEMFs according to the way of PEMFs group. And control
groups were only cultured with complete medium. rBMSCs’ growth status and morphological features were
observed by inverted phase microscope. The mRNA expressions of ACTN2 and TNNT2 were determined by real-
time fluorescent quantitation PCR. And the protein expression of the ACTNZ2, g-actin and TNNT2 were detected
with Western blot method. Results The result showed that the mRNA expression level of the ACTN2 and TNNT2
and the protein expression level of the ACTN2, q-actin and TNNT2 were significantly higher in the PEMFs group,
5-Aza group and PEMFs+ 5-Aza group when compared with the control group. Conclusion PEMFs may induce
rBMSCs differentiation into cardiomyocyte-like cells in vitro.

[Key words]) Actinin, alpha 2 a-actin Troponin T type 2 Pulsed electromagnetic fields

B BE 18] & & T 41 fg (bone mesenchymal stem cells,BMSCs) i T H & Wir fioh . 2 m - {b i fE &

Feal, g Z T T a sy, oh s R
« F% H AR I 4 (No. 10972149,30770534,11072163) f1 - BMSCs 78— & #Y F5 58 45 15 ARV BE 6% 1] .0 JJLAE

P11 43 R SH 6 BF 5590 F (No. 071 Y029-077) ¥ A, HEGTE S BMSCs [0 LR 46 o 16 3
A ifEE . E-mail; lilianghx@163. com PR 5-A M H (5-azacytidine, 5-Aza) b 2% J7 i




Fo5 M % PV RIIURK oh e B 5 T R B B ) 2R T Al ACTN2 eractin Al TNNT2 23K 671

WS, Ml E, 5B E K A& & B2 (bone
morphogenetic protein 2, BMP-2) 5 il £F 4k 41 g 4=
K [ F-4 (fibroblast growth factors 4, FGF-4) Bt &
1 FH e A 2 S E 00 V5 M 1 40 i 1] O LR 448 1 23 £k,
FOALTEES . H X el R P ORI, B
AN A IR B R ] o 3 A R B 1 3 0936 9T AR
Wi K R TN E 32 B 6T . il i — SeiF 5 %
T, W B S 2 W A 0 27 O AN ASUORT 4 i ) 3
BRI B 7 A s T LG A0 o A A VR S Bk ok
H % 37 (pulse electromagnetic field, PEMFs) & J7
AJ S B0 L 3h Y 20 R K 0 A Ak A AR AR i 2
gUEES . Wik, AR A PEMFs #f DL
HEAA AN B 37 R BCE B ) 58 BT 40 B (rat bone
mesenchymal stem cells, rBMSCs) [a] .0 JLEE 40 il 43
b AEMR A 45 T rBMSCs i 2 PEMFs, 3 A 5-Aza
by BE P O B CZH SR S I 256 0l GE B PCR 5 Bk
Western blot 77 4] PEMFs i 5 X rBMSCs 19
o- ¥ WL Bh 25 -2 Cactinin, alpha 2, ACTN2) .-l 3}
M (qractin) FTLES & 1 T-2 (troponin T type 2,
TNNT2) JE A 3R 3K 0 52

1 Rl 57F*®

1.1 Wz FEZMNSHFRF

2 H % SD KB MM MR 100~150 g, 1
H UK 27 52 56 3 ) vh oty » XT-2000B - 5T i 48 I6
SPACE B R HE Ay 58 L A A AL S8 I SO =
PCR 57 & 5 30 5% 5 R A W 55 S v il R & 14 |
TOYOBO 7 &, Jit 4+ 1L ¥ (FBS) #1 DMEM/F12
(HG) B: 73 B Gibeo 24wl 8 1 24 fif W (RIPA)
W B 5= KA B8 H (B-actin, N Z) Hit (& Hl
ACTN2Z $T f& g [ Santa 2 &, a-actin PL &
TNNT2 Hii& W H Abcam 4 7, Trizol Reagent
H Invitrogen A #, R i % & J& (PVDF) 14 H
Immobilon 22 & , BUAR il A7 i /9 1L = 40/ BT 44
H A2 &Ml 5-Aza Al RNA ) 5] (DEPC)
W F Sigma 23w B4k 2% & O (ECL) 250 &5 Fn 28
FE 7 (BCA) Il & W 3 Thermo 24 W, 2% #h i
Tris-Buffered Saline and Tween 20 (TBST) iy { 22
= K/ Al, DMEM/F12 (HG) 58 4 ¥ 77 H.
DMEM/F12(HG) 415 % i 4F ifL % + 100 U/mL #
A E+100 pg/mL #ERHEK,
1.2 rBMSCs 9B EHRRETE

s SD K ELUR H W 350 3k A B8, FE TC R A5 T o
B RCE R B B A2 2UR B B VTR WA v B R

FH 15 mL 4128 B 10 mL DMEM/F12 (HG) #%
FEEKBFRE A 15 mL B LA N R WCHUAN i,
2000 r/min, B> 10 min, F F . 1A DMEM/
F12(HG) 5¢ 4 K5 97 3k L i 40 M Bk it %, L 3. 2 X
10° cells/cm® % EHEFP T 25 om® W50, & 37
C.5% CO, AR CO, WAh 72, 41T
FEA 3 h R AW SRR U G R 0 BE 40 D 5
DUERSh#HW 1k, H3dE.B3~4dHmaen ]
WA A KR T0% ~80% Fh AR A, B
0. 25 %6 JBE 28 I TH AL AL A% . SR A S 58 = Jy it
XFEf5 3 AL rBMSCs #E 47 %58, F AT T 7 2§ 4815 1Y
rBMSCs A ik CD34,CD45, 3 35 CD29,.CD44, H
FEARSMNG T 564 HA ) R R TSR | 41k
W HE 1 45 & [ B rBMSCs % 5 ™ . B . 36417
VeSS 3 40 rBMSCs HI T 5250 . 5 50 240 Jfd 422 b iy 14
17 65 W 05 40 B % F1 350, i i s S 37 98 % L L
1.3 PEMFs %5t &%

ASLE R I PEMFs A& & 48 5 XT-2000B
B BB AN A IT A I 4 At ik b G 3 45 % Ol 50 Haz,
MR 1 mT,
1.4 XWH4E

PEFHES 3 48 rBMSCs HI 75250 . SES BEHL 5>
PEMFs i 5 4 . 5-Aza i 5 4 . PEMFs + 5-Aza i
S X RRA
1.4.1 PEMFs i %41 # rBMSCs # fl T 25
em’ FEFE L ARJEHG BE SR E T OO &N EE XT-
2000B ‘B it 6 b IR J7 AL 48 2 X 38 2 PEMFs #il
W, PEMFs &%} 50 Hz,1 mT, & K %] # 30
min, 75 FF4E 10.15.20 d,
1.4.2 5-Aza#54 M T 25 em® FEFEMA T
rBMSCs £ 10 pmol/L 5-Aza % 1 d 5, #
DMEM/F12(HG) % 4 K 78 4 . 43 5 i #% 10.15.20
d,
1.4.3 PEMFs+5-Aza #5548 ¥R T 25 cm®
KRN B tBMSCs 457 10 pmol/L 5-Aza 5 1
d j5. # DMEM/F12 (HG) 5¢ 4 #% 3% £, fn #&
PEMFs #ill ¥, H 4 ¥ 38 7% 08 Fn BCRE & B 1] [
PEMFs iS40 .
1.4.4 s+pa 44 rBMSCs #:F0F 25 cm® 30
Wk 58 A 55 R AL 8 57 . AN 45 T rBMSCs AT A] b
P, IR i I [E] [] PEMEs 75 S 4
1.5 #iEtR
1.5.1 BMSCs # &% &4 R HE B HH2E B
55 ¥ 2 MK rBMSCs T8 8 HR 1 1Y 254k
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13 %

1.5.2 ACTN2 mRNA # TNNT2 mRNA #-nl

FESCHG AR 10.15.20 d, I FH Trizol 43 51 Wic £ Xt B8
4H.5-Aza i § 40 . PEMFs i & 41 fil PEMFs + 5-
Aza 5 S 4L 09 B RNA, 28 Bt IR b BE B |k A6
RNA 58 % P J5 F FH 28 b 53 5606 BE 11 46 D 4% 2 8
RNA ¥ &, & 418 1. 5 pg & RNA 3 55 5% i
cDNALJRJG LA 1 pLL cDNA #4798 % & & PCR #&
W SR FR R 10 pl, HEEEF A RXEH B W
KM E 5 N2 GAPDH W8 09 A8 %5 .
GAPDH (}§ %), ACTN2 1 TNNT2 mRNA

real-time PCR 5|47 %] L% 1,
% 1 GAPDH mRNA ACTN2 mRNA #1 TNNT2 mRNA {J real-time
PCR 5| #1 5 31

Table 1  Primer sequences of real-time PCR for GAPDH mRNA,
TNNT2 mRNA and ACTN2 mRNA
Gen Primer sequence Produce
ene (5'-3") size (bp)

GAPDH F:CAACTCCCTCAAGATTGTCAGCAA 118
R:GGCATGGACTGTGGTCATGA

ACTN2 F:GCCCTCATCCACAGACAC 200
R: TGGTAGAAGCAGGAAACG
TNNT2 F:AGGAAGACGAGCAAGAGG 187

R:AAGTTGGGCATGAAGAGC

1.5.3 ACTN2.q-actin f# TNNT2 & @ 0  7£
SLERHS 10,15,20 d, 43 5l S s X BRAH L 5-Aza 5 T
4 .PEMFs i 5 2 il PEMFs + 5-Aza 1% 5 40 19 40
JH 855 59, FH 4 °C B4 Y PBS W e 40 M 2 WL A
RIPA 5 2@ W, VK 24 2 30 min. 2R 5 12 000
r/min.4 CE.L 10 min, 1. FJH BCA 157 &
Xof R [ HEAT E i KRR YE 5 min, BUE 20 pg R
F BRI RE dh EAE 28 100 g/ SDS-PAGE HLiK 53 #
Ja B E AR E PYDE IR E.37 °C L5 % G Uk
B2 h, 4B A 1 ¢ 100 # B 192 Bractin, 1 ¢
100 FFE) ACTN2 Hiifk .1+ 200 Fi B 1Y a-actin 41
fRFI 1+ 300 FiBEMY TNNT2 fifk.4 Citk. % 2
d F TBST %k 3 ¥, 40l im A 1+ 5000 F B (9 B
MR EEAR I L PT/NEL —H0.37 CEHE 2 h, TBST
THVE 3 W A ECL FI) FH &8 I A& AR M & 1 2%
o KEEAEH] Tmage Lab #OF3EAT 437
1.6 ZitZFHik

BE L x5 FoR . dlE 220 R AR R
75 2431 Cone-way ANOVA) 3EAT . 21 ] 7 7 1L %8¢
K H SNK 77k ,a=0.05,

2 HR

2.1 rBMSCs i3

T o ) R 25 N T i LN L xoF T AT
ZMIL S5 mEE; 5X A M, 5-Aza 55 4.
PEMFs % S 40 il PEMFs+5-Aza 5 S 4 9 40 g TF
INAETR I AR AR AR o A, B I8 T 4 R 4
(KW .

2.2 PEMFs %t rBMSCs §1 ACTN2 #1 TNNT2
mRNA RiZH

Wk 2 fos R RZH 5 5% 10,15 1 20 d, rBMSCs
1 ACTN2 mRNA 5 TNNT2 mRNA 33k # 76 K [
Af ki [ HE A 4 JE A (g 25 5 (P=>0. 05) . S5 W X B 4
H#,5-Aza 15 S 41 rBMSCs 1 ACTN2 mRNA % ik
By 5. 64 F5(10 D AT 5. 67 £5(15 ) (P <<
0.01), TNNT2 mRNA &3k 4> 31 hn 18. 40 £% (10
d).20. 02 f% (15 A 1. 38 % (20 d) (P #1<C0. 01);
PEMFs 5 5§40 rBMSCs 1 ACTN2 mRNA ik 2 4
3,93 4% (10 d, P<<0.01), TNNT2 mRNA ik &
A3 RN 14, 78 4% (10 d) 5. 73 4515 DA 1. 73 4%
(20 d) (P ¥<<0.05), {H PEMFs i 540 rBMSCs 1
ACTN2 mRNA fl TNNT2 mRNA ik & 4> 31 e AH
M 5-Aza i G AR 72% (15 d, P<C0. 01) 1 68%
(15 d,P<<0.0D),

2.3 PEMFs 5 5-Aza Bt & £ A 3t rBMSCs
ACTN2 #1 TNNT2 mRNA %% 820

W 2 iR, 5 4H B X BR A L B, fE SE 30 56 15
d,PEMFs + 5-Aza i% 5 240 rBMSCs w1 ) ACTN?2
mRNA BB 2. 09 /% (P<<C0.05) ;1 TNNT2
mRNA £k BN T 4. 57 45 (P<<0.05), 1E5CH:
% 10 d, PEMFs + 5-Aza i S %0 rBMSCs ' iy
ACTN2 mRNA #FiAk# Ml TNNT2 mRNA £ k&
433 LA . PEMFs i 5 4011 73 % Fll 85 % (P #<<
0.01) ; 7ESLH 4 20 d, TNNT1 mRNA ik & A
M PEMFs 5 3 411X 37% (P<C0.01), iii PEMFs
+5-Aza R H 5 M 5-Aza T4l K, K
ACTN2 mRNA ik #4531 AK 79% (10 d) 1
54% (15 d), TNNT2 mRNA ik & 4> B FA% 88 %
(10 dOF1 74% (15 d) (P #<20. 01),

2.4 PEMFs % rBMSCs H1 ACTN2. g-actin 70
TNNT2 ZE B R iEH &0

SE 0L UL R R 3. X MR EE SR 10,15 Fi1 20 d,
rBMSCs A7 ) ACTN2, a-actin, TNNT2 & [ & ik
SRS [ B S ) AR B B 25 R/ (P>0.05), 5
AH I % B2 L 8, 5-Aza i 5 41 rBMSCs H iy
ACTN2 % [ 236 140 I3 fm 151, 74 £ (10 )
71,40 f5(15 D FI 27, 13 4% (20 ) (P #<C0. 01) , o~
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actin 7 [ 3540 90 7. 98 4% (10 d) . 29. 92 13
(15 d) A1 4. 06 f% (20 d) (P ¥J<C0.01), TNNT2 &
1263k 540 94 hin 98. 88 £ (10 d) . 164. 30 £ (15
D FI 22,14 520 ) (P ¥<C0. 01) ; PEMFs 5 54
rBMSCs i ACTN2 & |11 3235 1 43 I3 138. 31
f#%(10 d).54. 11 £5 (15 d) F1 97. 02 £5 (20 d) (P
¥1<20. 01) 5 acactin £ [ K35 & 40 53 Jm 5. 99 £
(10 d, P << 0. 01),16. 56 f (15 d, P<<0. 01),

TNNT2 £ [ 35 3k & 4 0 39 hn 93, 40 £ (10 ),
96. 91 £% (15 %A 22. 43 1520 ) (P ¥<C0.01),
5H N 5-Aza i T4 L . PEMFs % S 41 rBMSCs
i ACTN2 B FEEB I 2. 48 ff5(20 d. P<
0.01), 1 aactin & [ F i B4 MIREAL 23% (10 d,
P<C0.05) M1 44 % (15 d,P<C0.01), TNNT2 % 1%
KRR 41 % (15 d, P<<0.01),

2.5 PEMFs55-AzaBx & 1€ B 3 rBMSCs H

#& 2 ACTN2 mRNA #1 TNNT2 mRNA #j real-time PCR &£ R (n=3)
Table 2 Real-time PCR results of ACTN2 mRNA and TNNT2 mRNA (n=3)

ACTN2 TNNT2
Group
10 d 15d 20 d 10 d 15.d 20d
Control 0.29040. 027 0.28440.024 0.28440.070 0.04540.017 0.04440.001 0.04840.004
5-Aza 1.925+£0.514 * = 1.894£0.535* * 0.2174+0.021A4 0.87340.115* = 0.92540.219 * = 0.11420.002 * = s AA
PEMFs 1.43040.439 * * 0.53720. 169X X, AA 0.181£0.102AA 0.71040. 282 * * 0.29640.052* » X XA 0.13140.026 % * AN

PEMFs+5-Aza 0.39240.0667< X, %= 0,877+0,274 %, XX, A

0.14340.036 *

0.10540. 014X X, # 2 0,24540.017 * SXXCAA 0,083+0.014% =

* P<C0.05,

ACTN2 . g-actin #1 TNNT2 EARIEH M

S VLB L3R 3. A R X BR A L # . PEMFs
+5-Aza 5 54 rBMSCs 11 ACTN2 & [13 34 &4
FHEh 92, 92 47 (10 d).55. 13 % (15 d) Fl 46. 79
(20 d) (P ¥]<C0. 01), oractin 25 [ % 35 & 43 914 fm
4. 38 45 (10 d),25. 50 £% (15 d)F1 14. 72 4% (20 d) (P
¥1<C0. 01), TNNT2 & 4 235 8 40 9 3% i 44. 30 f%
(10 d),139.40 £ (15 d) Fl 44. 12 £ (20 d) (P ¥ <<
0.0, HAHN 5-Aza 5S4 b3 , PEMFs—+5-Aza 5
G40 rBMSCs Hif) ACTN2 & [ #E A RS 10 d.15
d Ay B BEAR 39% (10 d, P<C0.01),23% (15 d P<<

% % P<Z0.01, vs. Control; X X P<(0.01, vs. 5-Aza; % P<(0.05, # # P<20.01, vs. PEMFs; A P<20.05, A/AP<0.01, vs.10d

0.05) ., fE5E 20 d 84111 0. 70 4% (20 d, P<C0. 05) ; a-actin
FEERBREIEL 10 d FFEAL 41% (P<<0.01) .45 20 d
O 2.1 4% (P<<0.01) ; TNNT2 & [ 574 10 d
FEAIG 55 % (P<<0.01) .55 20 d #4001 0. 9 % (P<<0.01),
5HN; PEMFs i S 41 L%, PEMFs +5-Aza 5 5 41
rBMSCs f1 i ACTN2 7 [ 2<% 2 43 B A% 33 % (10
d, P<C0. 01 Fl1 51 % (20 d, P<C0. 01) ; o-actin & [ 325
FBAES 10 d FRAK 23 %0, 7658 15 d 158 20 d 435034 Hn
0.51 f%F0 3. 72 £% (P ¥7<C0. 05) ; TNNT2 & 1 £ ik &
TESE 10 d FEA% 52 % (P<<0. 01) .45 15 d F1 20 d 435
AT 0. 43 £ (P<C0. 05) H1 0. 93 5 (P<C0.01),

Control 5-Aza PEMFs PEMFs+5-Aza
10d 15d 20d 10d 15d 20d 10d 15d 20d 10d 15d 20d (M. %10%)
ACTN2 — jp— S _— 103
o -actin T s — | | — — S — -2
TNNT2 -_— e [ ] —— - — . |35
B-actin | e s samm— L — — — | — -— e |43

MHE AEESEME rBMSCs 8 ACTN2 . g-actin #1 TNNT2 B H R ik

Al

Fig Effect of different inducible conditions on the expression of ACTN2, a-actin and TNNT2 protein

& 3 ACTN2.a-actin #1 TNNT2 & B i) Western blot &R (n=3)
Table 3 Western blot results of ACTN2, a-actin and TNNT2 (n=3)

ACTN2 a-actin TNNT2
Group =
10 d 15 d 20d 10 d 15 d 20d 10 d 15d 20 d
Control 0.005+ 0.012+ 0.004+ 0.007+ 0.002+ 0.003+ 0.006+ 0.004 =+ 0.007+
0.001 0.003 0.002 0.003 0.001 0.001 0.001 0. 004 0.001
5-Aza 0.793+ 0,843+ 0.123+ 0,067+ 0.074+ 0,017+ 0.598+ 0,611+ 0.168+
0.051 % * 0.061 % * 0.019 % * JANA 0.004 * 0.007 * * 0.003 % % JAA 0.017 % * 0.048 % * 0.054 % * AN
PEMFs 0.724+ 0.642+ 0. 429+ 0.0524 0. 042+ 0.011+ 0.565+ 0.362+ 0.171+
0. 114 % * 0.082 % * 0.031% % X XLAA - 0.012% %, X 0.012% * , X X 0.001AA 0.144 % * 0.048 % * . X X, /A 0.064 % « AN
PEMFs+5-Aza  0.488% 0.6534 0.209+ 0,040+ 0.063+ 0.052+ 0.271+ 0.519+ 0.328+
0.106 % % X X .2 2 0,076% * ,X 0.064 % % X, ZH AA 0,007 % % XX, % 0.008% % s 2%, /A 0,000 % % XX, % 0,043 % % XX 2% 0,108% % (AN, # 0,076 % % XX 5%
% P<C0.05,% % P<20.01, vs. Control groups X P<20.05, X X P<0.01, vs. 5-Aza group; # P<00.05. # £ P<20.01, vs. PEMFs group; A P<C0.05. AA P<C0.01. vs. 10 d
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I 4E 3k, 0 L4 R G (cardiovascular disease,
CAD) XF N 2E 0y g H £5 7™ 5, 170 JUUAE 28 #40 JIFE
W RAER B CAD BEFR T W EZE N . BT O
JUURE 2 25 51 K 1 0 UL 40 L IR BE T B 24 1 0 L
20 i S O Ay 24T AR T BB L T DA B 2 R ORI 0
. I R 5% 26 B BMSCs 1] LI F CAD 9 1ifs &
YT . T FLEY EE A S BMSCs [0 L 18 4> 4k i
BEREAAFAYIE T EYRTFE S O LR
5 5% . Makino " M4k R B fL S 254 5-Aza
RENE LT 5 5 BMSCs [m).0 LA A 7 a1 431k . A F
FE AR PEMFE's AN 200 B 1 15 58 i g R 19 7 26
A IO R IR S Iy =g (S I - e 0]
9% & BRI AY PEMFs b0 LA AR A9 434 A7 — 2 1Y
o, B A SCBE A PEMFs, 5-Aza 1915 S 7 2L,
B PEMFs % 5 %} rBMSCs ACTN2, a-actin
FTNNT2 8 [ RIB W50,

o-F LB [ (e-actinin) J& T UL 5% 8B (8 %K %
SR IR AN MRS B R L, S LB B i
PR AN 22 [ 5 A2 LT 09 Z 3 1 A 0845 40 i i A
K GEB B A EEMERNT . Bk
B q-actinin 24 4 B, Hd g-actinin-2 (ACTN2) 7%
TEF 0 WEH S AR 9T e BRAE O LI 38 Ak o LR TR i o
PEAEFE TR A ACTN2 WA . 5 5.0 WL40 B i
FER AR, WS & E Cactin) 2 4 A 1% 22 1 — Fib
F LK), 3 Fp I AED a-actin,B-actin #l y-actin,
FEZ 5 NUA IR ST N P 5 I A
G 55 . aactin (1 3 3K J2& H UK 2% A0 A0 f 1S GE AT O
o AL SO e Ak N Bl ok oK R B A A B R Ok 1
BUE RN . MU ML EE COUSEE T
MPAESE A T, Balh E2 2N EA C,im.o il
oA LS 2 1 T CTNNT2) , B % & 5 W JE 5 A
). 454 F e AR K. TNNT2 F8 % 550950
WL & 5K Al i SO WURE v p i 2 — 1

ABFFE h 3k ] ACTN2, a-actin, TNNT2 1§ &
K48 b, Horp s acactin 25 40 0B 22 5 LA 9 4
W22 TE B 8 TR IR B M & . 1 ACTN2 Al
TNNT2 W R0 WU SR L 8 T 0 Rk 1) &
FIL BT LAZE A 3 AR (10 263K, RS U6 B rBMSCs [n]
D HUVREAE L 24k . SEE6 45 R R , PEMFs 5 S 41 h
3 B Y AH X 2% 3 o X I B[R] A 3G T R AL
10 d i 68 F . B 5-Aza VE N —Fh 2 340259
Xt 2 A 145 3 A Y e B R TR Y I

PRI Y . i PEMFs W J& 14 #0 L R 2 iz
FT 1 R B 193397 . PEMFs+5-Aza 5 &
g b 3 Fh A A SRk e S R N (R) A0 1 5 9 S
IJE AR, 15 d I Rk fem . n]BE 2 I Bk
A A0 A D2 E A P D B S 5 B I 1) A
Is20 d ¢ 15 d 0 £ B IR A A B, — D i el i I
AR A T BT #E S 53 — 7 T AT RE PR O R k0 L
FH G EE 11 B 200 D Bl A 5 5 I 1) % 484 A 2R R L
AR A0 R SR IR A S EE L B LA R IA e
20 d WFREAR . AR SCEG AT 4518 . Fai i) PEMFs i%
S rBMSC [a] .0 UURE 40 53 46, 10 d ROR B £, T
PEMF+5-Aza %% 15 d R e fE, (HA S5 ok
S 20 0 LA 7 LA 6 ¥ 5 55 06 6 45 75 i
BN
& £ X
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