2114 B SRR ,2016,38(19) http: //aammt. tmmu. edu. cn

DOI: 10.16016/j. 1000-5404. 201603126

FREE 7T A B E R Y KB O AR S RO ThEe o0 Z ALERIE B B 20

W A R, R R R RIE R, R, & T (400014 T IR, TR B BLR 2= it s L2 BRBe 0 AR, LB K
BHROTTE AR W A SR, LI A E HORPR [ K PR AR, LR A BT R S =)

ot

(HWE] HrY WERERGFIREY 5K IO UK (dilated cardiomyopathy , DCM) K45 .0 I BE
FLCZE LN M4l 18 B 5 00, LA BB BiE 18] 38 5 T 41 g ( bone marrow mesenchymal stem cells, BMMSCs ) %
S IHE DCM LG REFIENIE T8 ) i , #85:) BMMSCs FEAE 5 SN E X O I REBGE ITE -] . Ik 75 A
14 d WA BEE SD B30 5 4 TEH 4 L 1E R + BMMSCs F2 AR ZH (1F % BLZC 28 HiBE 1 5 BMMSCs ) \DCM
24 \DCM + PBS # A 41 (DCM [ 7 % Fif BE VTt PBS) \DCM + BMMSCs #46 2H ( DCM Bl e % Hij B 7 S
BMMSCs ) , DA I 5 B 285 22 K 175 SRS DCM BERL B B4R 5 4 J8 A9 s W 280 WL 2L vk R 1)
JrVEHT BMMSCs AB A G, 340 i 75 o 505 1 R4 200 Bl AR 0 4% 20 DK B ) B AR A 30 1 D) B 179 %
R OLHEATRIN . 85 FOUT AR R AG A A A 1Y) BMMSCs 75 {3 5 5 B 3 52 1A 0 A7 B 2R 51
BRAR A A RAT 5 75 O B B R A R DCM 20 D R IE # 41 S E# + BMMSCs B ZH R AIR (P <
0.05) ,DCM + BMMSCs At 2H 0> B RE%EE DCM 2 F: DCM + PBS 8t 2H$2 75 (P <0.05) ,DCM + BMMSCs
MAHZIREAE 4 Jo o O D RERC RS R AT $2 i5 (P < 0. 05) 5 JBE R B A A5 {2 7s DCM 21 44 L U (sodium channel
current,, Ty, ) A4 HL U025 BE W (LS 4 S TR + BMMSCs BEABEZH AR, it -F I ( [-V) ik B8 0
S O T2, R IE IR, R TR e A%, 22 5 HA Gt 3 L (P <0.05) ;1 DCM + BMMSCs %
FEZH Y Ly, HL 25 BEUE (48 DCM 20 J DCM + PBS FEAEALEE 5, [ -V & T8, B bk, s i & 42
¥, TGS, RG2S, 2R HA G X (P <0.05), 458 BMMSCs #AHREUGE K DCM
BRI O RE , HAILHI AT BE 5 BMMSCs FEAH 5 5418 18 D RESS 5 A7 K

(R ] P RBLO U s TR s M0aE s 5 7 it
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Effect of BMMSCs transplantation on cardiac function and sodium channel in

ventricular myocardium in young rat model of dilated cardiomyopathy
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Children’ s Hospital of Chongging Medical University, Key Laboratory of Child Development and Disorders of Ministry of
Education, International Science and Technology Cooperation Center of Child development and Critical Disorders,
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[ Abstract ]| Objective To investigate the changes of cardiac function and sodium channel in
ventricular myocytes in young rats with doxorubicin-induced dilated cardiomyopathy ( DCM ), determine the
effect of bone marrow mesenchymal stem cells (BMMSCs) transplantation on the changes, and explore the
effect of sodium channel change for the improvement of heart function after the transplantation. Methods
Seventy-five 14-day-old SD female rats were divided into 5 groups, that is, normal group, MSC group (normal
rats treated with BMMSCs injection on anterior wall of left ventricule) , DCM group, DCM + PBS group ( DCM
rats treated with PBS injection) , DCM + MSC group ( DCM rats treated with BMMSCs injection). DCM rats
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were induced by intraperitoneal doxorubicin injection. In 4 weeks after transplantation, fluorescence
microscopy was employed to observe the transplanted BMMSCs, ultrasonic cardiography ( UCG) was used to
evaluate the cardiac function of each groups, and patch clamp technique was adopted to record the changes of
sodium channel in the left ventricular myocytes. Results The well-grown transplanted BMMSCs were found
around the injection point or the needle path. The cardiac function in the DCM + MSC group was better than
the DCM and DCM + PBS groups (P <0.05), and was well improved in 4 weeks after transfection (P <
0.05). Compared with the normal group and BMC group, the current-voltage ( -V ) curve shifted to
upward, the steady-state activation was slow down, the activation curve shifted to right, the steady-state
inactivation process was accelerated, and the inactivation curve shifted to left in the DCM group (P <0.05).
Compared with the DCM group and DCM + PBS group, the [-V curve shifted to downward, the current
density of sodium channel current (1y,) was higher, the steady-state activation was accelerated and the steady-
state inactivation process was slower in the DCM (P < 0. 05). Conclusion BMMSCs transplantation

improves the cardiac function of young DCM rats, and this may be mediated by the improved sodium channel
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function after BMMSCs transplantation.
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P 5k B LS (dilated cardiomyopathy , DCM ) /E
JUZE I U Y — Fh 2 SRR, Ko G B =
Y A O R . TR E RO
S FBOOIEINE KSR KA, BT LA R
TEHBUE AR DB R W R R R P By e © )T 2 A
AT B ] 75 T T 4 (' bone marrow mesenchymal
stem cells, BMMSCs ) [ BLA7 2 [] 73 AL 5 fig S AR S 52 I
B BN AIIEIE T AR Z BRI BT i 2 — .
LI (sodium current, Ty, ) /5 2.0 LA A S /E A2 O 1]
WA I FEE P — MO LIRS S A B
BRI, CAESC NI E Y 5 H 2 T BOO LT 4R |
OMEY R S5 As, H RTS8 22 W1 BMMSCs % # ]
2R O JIUREZE 18 1 0 3 55 22 FB 1.0 B B A 2]
e (0 2RO I DL SUAE Bh ok X 4, R TR
PR  , 3f H BMMSCs #4850 UL A0 B 5138
TE Y SR 0 LA S A 3 AR L T RE AR 52 e T i
ARG o ARSI DCM X4, 158 BMMSCs
FEAE )5 O DI RE AL 2 LA M B8 3 10 22s, DL A
BMMSCs F&AHJ5 0 JUL4H L 6438 18 560440 9 155 20, R 58 BA
T RO B RE B2, Dy fE L3 T JE BMMSCs
IR TR UL BRI o

1 HHSHE®

L1 S psE
75 FAERERT 14 HEHENE SD R, BT ZY 20 g,

WK IR RN RS2 g sh b . BB i R 40
Digidata 1440A & £ K #§ MultiClamp 700B ( Axon
K ;B HLALHI{X MODEL P97 | = #4540 {X MP-
225 (Sutter, £ [H ) ; Langendorff BI44.05 i HE i 2 48 ( AD
Instruments , F P4 22 ) ; X @ 75 2 Wi GE Vivid E9,
i13L %3k ( General Electric Company , 32 [F ) .,
1.2 ZapHaiX 5

Jifi 2F L3 (Gibeo, SE ) , B % R (LAY,
=), 11 B J5 i ( Washington Biochemical Corporation,
Z1[H) ,CD29 ,CD34 ,CD45 ,CD90 ( eBioscience , £ [H ) ,
CM-Dil( Life Technologies, 3 &) , H:4x 41 DMEM/F12 |
A1 E A MgATP (CsCL 4-AP S5 241 H Sigma
AT

T4 G Kk (mmol/L) : NaCl 140. 0, KCl 5. 4,
MgCl, 1.0 HEPES 10. 0, Glucose 10. 0, 2 NaOH 7 pH
% 7.35, KB i (mmol/L): KCI 40. 0. KOH 80. 0.
EGTA 0. 5 . L-A 4 50. 0,KH, P0,20. 0, MgCl,3. 0,
HEPES 10. 0, Glucose 10. 0, 4-fifig 20.0, L) KOH 4
pH % 7.35, B K 1T B 5 2L 0. 6 mg/mL & F
P4 i oS & IR o Ty, 2 AMB (mmol/L) - S AL
B§ 110. 0, NaCl 30. 0, KCl 5. 4, MgCl, 1. 0, HEPES
10. 0 ,Glucose 10. 0, TEA 10. 0.4-AP 1.0,CdCl, 0. 2,
NiCl, 0.1,24 NaOH ] pH & 7.4, T, FF& VK (mmol/L) ;
CsCl 140.0,CaCl, 1. 0 MgCl, 2. 0 ,HEPES 10. 0 ,EGTA
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10.0 MgATP 5.0, 4 CsOH i pH = 7.2,
1.4 BMMSCs #9384 %%

KIS0 g ZEA MR SD R, ERREANKIR , LA BE § 178
P07 e JEFRALifL BMMSCs . 1EHI% 3 ~4 f{ BMMSCs,
FRIRSCHR [ 3 ] 418 19 77 25 LA U4 ML AR X BMMSCs &
HEHLJE CD29 .CD34 .CD45 i1 CD90 #4755 .

1.5 A EI R HH

DA 25 2% M A S i A ST IR DCM. BRUBEAY , 44
a1 mg/kg, BEF 2 WK, 1ELR 25256 ], B R LA
HROKTESR, W 1 mg/mL o T 6 JA, Ak 45
PR o JUEE e P L R O AR A, o BT A R BRUAT 0 MR
{6, 2238 #1388 75 (ultrasonic cardiogram, UCG) & 7%, 0 5%
KRR B IGE AR 4% (left ventricular internal dimension
systolic, LVIDs) . /£ % &7 5K A N 4% (left ventricular inter-
nal dimension diastolic, LVIDd ) | Z& % 5 Ifil. 43 %% ( left
ventricular ejection fraction, LVEF) | 72 ‘& 45 il 45 /5 &
(left ventricular fractional shortening, LVFS) {E A.0> B GE
SHCHATRIT 00T ARG EPLALAE 1 HORE, A =
OSSR PR A . 27 DCM BB B0 D BER IR
BUA 2 25 5, WA AT ] DR BRLO LA i 52 400, 21
ZUHES Bk ZEFL, TR0 LA ML S B, O LET 4
VA RN , S0 UL A T2 D)) A AR A N7 I ) o
Sz 45 H DCM KRS, 538 : DCM 4 (BB BN 45
T#i) . DCM + PBS % #if 2 (45 &Y [ 72 3 | BE Al A
PBS) Al DCM + BMMSCs # 20 (#5274 [l 22 28 AT BEREA
BMMSCs) , 4340 15 H; FELL 30 H A& 1E % B4 M IE
HHFIEHR + BUMSCs BAHA (n =15, IE % RA R
BEFE A BMMSCs)

1.6 BMMSCs A

PEHUE K R AP A5 3 A BMMSCs, 87 Ak B 00
AT, LA CM-Dil Qe (VB2 5 pg/mL) X BMMSCs
HEATARIC , A A A PBS B 2R TR 100 L, &
1 x 10° &

R EFR BT BRI, AV EML [ THAE S b R
B IS NS PR UL, PR AP B 1: 1, BRI R
60 ~80 /min, i F%F 100 sefAk it S mL , BURE A
Z3E5 5 6 IR BT T M s, 7800 2 O JUE , FF TG HE &
U1 BMMSCs 808057 25 s LAGSc 1 S0 4 0 5 380 2 & i
BEREIT.AAL Wi Tois sV IS 8 2 4E G U1 1. fir
KEUEBSHRERML. H M HERR 20 x10° U/ H,
L7 G S I A R A A BMMSCs

75 BMMSCs FEAH 555 4 JE AR % 20 K A T.0 UCG
fitr, it K B LVIDs \LVIDd \LVEF \LVFS, #%4i 2 fifi
BUAERFE 1 R e = O IH Sk R VI R, L 4% %

R HEEE 2 Triton BB DAPI bric 4% a , 9068
o T B A BMMSCs A= K Sz 40 A 15 00 o
1.8 A LI 3RAF R L, e 4]

R ERUBRTERS, AT BIMOZ [ 5 T4 & I, TVGHUTT B 7
OIE, 8 EZKARER I E S ~ 10 mm 55 W7 O B B
F 4 CHEMME M, Fr0IE A BRSO RN
BRAR MRS , 2 5% F S OTH A Tl A A T, 3h
ik e 181 7 I R 22 2 25 4L 58 o PRI O P IR B TE
37 CLA, VAN 6 mL/min 247, B JE L0
£ IRIHEDR 3 min, S8 J5 LABGROHE JC , O Uk 0 5 328
FHE FRREAR, RO AR B R . BBUT O, BT
AEEMAL,FE KB 8y, DAL R R AT, LA
200 HUERIEE AR 10 min, /NOIGE 2T
L, MA 4 °C KB W E 30 ming SR FRR/INVDIRGE
R, LL0.25 0.5 1 mmol/L R 345 (1) 241 it /1
PTG . 558 S AL B & 2 R 2R IRtk
ARG FRILA P ERE 1 h WRER A
1.9 1 &4
1.9.1 I Mgk ST, 4 T iiss
HL{7 — 100 mV R HL A7 —90 ~ +60 mV, 2205 10 mV,
B2 50 ms (1 24 A0 K b 5% Ty, o DA I
T 1 T, U8 HL 38 2880 B8 A AR e, 65 00 Hl kg 5 A e A
B3] 1y, B HTR-FE( T-V) #iZR,

1.9.2 I BREBIEMEL REFHEAT - 100 mV,
Y57 - 100 ~ —20 mV 10 10 mV [ B 245 fb B ol
ik R, S0 YE 50 ms, BRI 0. 25 Hz, i sRA%
FEETE . REFHARK G =1/(V -V, ) F&ilik
HLHR Y Ty W (E R 30 o B 5 (G) , Hor G R, v
SRR, VR BIER LA o DAHL SRS oK L Y
LU ABDGT 7 8 F A7 3 1) 225 i 10 25 40 Ly, PG i 2k
152 A Boltzmann 42 G/G,, =1/{1 +exp[ (V -
Vi ) /K TG A5 2R EOME R (V) FRbR
W7 K7

1.9.3 I fasdimiigk  RADSUK il e fas 2k
WM, TR A - 80 mV i 5 50 ms, B Bk
10 mV, — 150 ~20 mV ZR 5 5514 ik ot e 2 — A 4%
Rk h e SR E E LR LR - 30 mV, 25 ms 9053
ko DAZARAL A AR AR bR , LI (171, ) A9
A bR AR L A T R A R TG 4R, R A Bolzmann Jy
fe: /1, = VIiT+exp[ (V, = V,,) K]} #4785, H
WL IR R L 3, K A RPRE T, V), e S
FAEHET

1.9.4 I, FaEWEIh4k i H A - 80 mV, T
500 ms, —40 mV 175 3 G k2 - 80 mV, 43l
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[B]F& 10,20 .40 80,160,320 .640 .1 280 ms Ji7 Jita N 5 2
K25 ms, —40 mV {1877 PR, LA E] R I a] A e Al
LI P @ S R Y =S N L N (S e I 2l
I LR, UL Exponential J7#E:1= A exp( —t/7) +
AHHATILG SR LA i ) K ()
1.10 #dgsaz2

K Clampfit10. 3 J3 A 8R4 Ak BH A 370 B8040 , 8 it
Origin 9 #H47/EE , % A GraphPad Prism 5 {4} 3#474%
TR M. SEEBAR DL & + 5 o, 20 6] HL AR I 8
PRI 28 07 22 004, ZELIR) W G LU AR T o A

2 HR

2.1 #kAmHEAN BMMSCs #91 7L
M S5 4 A IE R AR BUR i BsE T, R4 4
TERMAR P ARG AR A KRBT, THOLRME
TR NEAE B R Y)IE, A] WL BMMSCs J3 A7 11 5 4%
RRF IR, BEAT 3 A, BCHT R AT 1B BTE 40 A, R AL
9, AR RAF JFA DR MHE OGRS, WE 1,
2.2 BMMSCs #H#)g & o feAe ]

UCG il 45 5 57, DCM 20 K LI fg s IE 4 41
W RG22 % NAR B3 K DCM + BMMSCs #44H 41
KEMOTIEER DCM 4 )2 DCM + PBS 41 B i ok 3,
DA B B0, {0 LVIDs (5B S, 2 R E8 %0
2% Y (P <0.05) ,DCM + BMMSCs B Al 241 M )5 4 J&
BFEAEAT.OIRE & LVIDs {53 8] W 3% (P <0.05) ,
W12,

100 pm
—t

100 pwm
p——t

(B)
A ESTE ML A B 34T 45 A
EER% A DAPL ARt W m 4, L & X A A AW

BMMSCs
1 WHXBREWE BMMSCs BE )5 4 B O REYIEER

2.3 BMMSCs #HLxH&# DCM &, I, 49 %4

ZEHLE R, DCM 4L 1 -V Mk E 3 A R EH# +
BMMSCs At 4l I %%, DCM + BMMSCs A4 1-V il 2%
3 DCM 41 A1 DCM + PBS 2 F 8%, 7EMHL L7 —40 mV
BF, IEH 41 IEH + BMMSCs #24H41 .DCM 21 . DCM +
PBS F£ 441 .DCM + BMMSCs B AH 41 1) T, HL I8 % i 446
SHEST A (64.86 £2.61) . (63.49 £2.64) . (45.28 +
2.35) (45.02 £2.19) (55.44 +2.45)pA/pF, IF# 41
1 DCM 4 7] b4 . DCM 44 F1 DCM + BMMSCs #4# 21
b 22 % A G it % L (P <0.05), XN
DCM 7] H F AR P 9 /MG 8% B T, , 17 BMMSCs #8
FE AT A DCM B Ty, , fHOO TE 5 RO JULAN R T,
ToW s (& 2) .

F1 &AKXR BMMSCs ##&87/3 LVEF #1 LVFS 15[ (x £5) % |

LVEF LVFS
2H 51 n
FEAET et 4 J R AT Fotti)e 4 A
A 15 94.86 +0.59 94.91 +0. 62 64.84 +1.57 65.28 +1.71
E% + BMMSCs #4#4H 14 94.70 +0.61 94.94 +0.54 64.58 £1.68 65.29 £1.41
DCM 21 13 79.30 +0. 81 78.41 +0. 53¢ 42.54 £0.74 41.60 £0.59°
DCM + PBS 44 12 79.02 £0.48 78.13 +1.02 42.08 +0.47 41.34 +0.94
DCM + BMMSCs #£4# 20 13 79.05 +1.06 85.39 +0.45" 42.27 +1.01 48.90 +0.53"
a:P<0.05,5 E% B4 ;b P <0.05,%5 DCM 41b45;c: P <0.05, 5 7 b4k
R2 HBAKXKBEBERF LVIDs #1 LVIDd [E%X (cm, x £5)
LVIDs LVIDd
2157 n
AR T MAE)E 4 A FE AT )G 4 )4
EH 15 0.156 1 +0.009 1 0.153 1 +0.008 6 0.446 5 +0.016 2 0.438 7 +0.013 1
1E# + BMMSCs #4E 40 14 0.156 9 +0.008 2 0.160 9 £0.008 1 0.448 2 £0.013 1 0.452 3 +£0.014 7
DCM 21 13 0.296 9 +0.012 0 0.296 4 +0.012 7° 0.5129 +0.016 1 0.519 2 +0.017 5°
DCM + PBS #4841 12 0.299 9 +0.010 7 0.303 0 £0.016 3 0.532 6 +0.012 3 0.5312+0.017 1

DCM + BMMSCs #Hi41

13

0.285 9 +0.009 0

0.252 4 £0.007 4"

0.496 3 £0.012 2

0.491 2 +0.0109

a:P<0.05,5 E% 44 ;b.P<0.05,5 DCM 2A1b2 ;¢ P <0.05, 5 #4537 b 4%
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5000 pA 5000 pA
20 ms 20 ms
@

T — ‘V -
5000 pA 5000 pA
20 ms © 20ins @

I
5000 pA
20 ms ®

MR (mV)
-100 -80 -60 -40 -20 0 20 40 60 80
T w—==r T T

T T T T 1

—m— EHA

—o— IEH+BMMSCs A4
——DCM 41
—=—DCM+PBS F&At 4
—+—DCM+BMMSCs 420

1 1 n 3
Emﬁ%”‘ri(pA/pF)\_ -

A EF 4B EF + BMMSCs #4848 ;C: DCM #8;D.DCM +
PBS #4540 ;E.DCM + BMMSCs # A 20;F. &40 1 -V wh &
B2 &AKEI,. . [-VHEZERERZTEER

2.4 BMMSCs # HL a3 & # DCM R 1, A2 & 30E W 2
9% "7

250 7N, DCM. 4 A3 T8 1) 380076 i 48 55 0E 3 41 &
1EH +BMMSCs #2420 47 %%, DCM + BMMSCs #% 4 41 4
T4 DCM 41 J2 DCM + PBS BAHAL /2%, IEH 4.
1E % + BMMSCs 241 . DCM 41 . DCM + PBS F A4 .
DCM + BMMSCs #AHALHY V. 735149 ( = 56.42 +0.61)
(=56.75+0.61) . ( -49.60 £0.29) . ( =50.17 £ 0. 51) .
( =53.15+0.26)mV, iF % 20 Fl DCM #H i) 4 . DCM
211 DCM + BMMSCs B 411 [L4% 2% 5 B Geif 2
BEX(P<0.05); 5 AARPEE T K 4354 (2.55 =
0.23) (2.49£0.25) (4.63 £0.29) . (4.68 +0.29) .
(3.34 £0.19) mV, 1E % 20 F1 DCM 4 (8] b8 . DCM 4
H1 DCM + BMMSCs #4110 e 22 5+ R A G it 2= B
X(P<0.05), $E/RAGHE DCM ER A £ 18 U405 012
BMMSCs FZAE m] Iy DCM B 38 38 A9 3406 1 e
BMMSCs EAE X 1E 5 B AN 38 18 8076 1o 72 TG B 58 5
(E3).
2.5 BMMSCs # M2 &# DCM R 1, A2 & & & W &

EORAG)

g5 R, DCM 249838 18 P Fe A 2R 16 i 2R 8 1E 7
K IEH + BMMSCs B Hi4l /2%, DCM + BMMSCs #%
FHAL R A IE th 26 8¢ DCM 21 )z DCM + PBS #& A4

%, IEFA IER + BMMSCs #4841 .DCM 4 .DCM +
PBS #% #H 41 . DCM + BMMSCs #AHZL 1 V,, 4351 H
(-90.59+2.02) .( -90.45 +1.68) .( - 100. 90 =
0.53) .( —100.70 +0.81) .( =95.07 £0.52) mV, IF
40 F1 DCM 4 i) b4 . DCM 41 #1 DCM + BMMSCs %
FHAL ) e 22 57 A G i 24 B L (P <0.05) ; & 4Rt
RKETK 254 (15.70 +1.43) (15.10 = 1. 64) .
(7.05+0.44) (6.88 0.41) .(9.78 £0.30)mV, iF
HAM DCM A b EF HA SR IH22 2 L (P <
0.05), X #& /i #% DCM R 44 38 38 11 2% 3 b,
BMMSCs # 48 ] 9 f DCM [ 8 a8 1 2% 15 o 72,
BMMSCs FEAE X 1E 5 BRI L FE To I B (& 4) .

= EEA
1.0+ IEH+BMMSCs B 41 .
ADCM 4 A
0.84 v DCM+PBS B M4l
4 DCM+BMMSCs #Hi4
2 0.6
© 0.4
0.2
0-
-90 -80 =70 -60 -50 -40
WAL (mV)
B3 FBHAXRRBESHEME
= EHEA
1.0 H+BMMSCs Bt
A DCM 41
084 v DCM+PBS #4841
' 4 DCM+BMMSCs F 4]
0.6
~ 0.4
0.2
0 =
1

160 140 -120 -100 -80 60 40 -20
i (mV)
B4 FHRARBEKREHE

2.6 BMMSCs # # s {&# DCM R84 1 A&k A W
RS

IR WoR, IEH 4 IEH + BMMSCs #4# 41 . DCM
¢H .DCM + PBS #AH 2 F1 DCM + BMMSCs #2197 {4
Ay (83.13 £10.69) . (81.18 £10.74) . (78.39 =
8.02) .(81.40 £10.50) (78.77 +10.41) ms , 4% 41[f]
WA R G2 E X (P >0.05) . X4/
DCM F1 BMMSCs F&AH X K 5 38 18 114K &2 4o 7% TC B
R,
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3 itig

DCM J2& JL 2 B0 UL A 3 B2 2 — 1
AR HE, I AT RE UM A A 2 B 4FE A9 B 5, DCM
PSRN RIG YT BIME A, 2308 il WU AE RS589 7 7
KEPIFRE AR A, S8 DCM 30T FJE A
T o CONERSHEAE A ME— I ARTE T B, &0 R LA ik = 45
EZ PSR TN @ = N OO I 57 6 s i e WA
HITE A, A FRATER AL T —Ff ml BE S H A 7 (6 %) F O
WLESHE AWK O IE D RE IR YT F-B o oA 52 5603 3 o)
DCM FR 4T BMMSCs #4158 Huo Dy g S0 WLAH i
Lo AR 00 o T 5 DATE ST X A BRAFFFEAS R] , AR 52
55 DMICHS RO A FE XS 52, Ak SD K ER 14 d i, (R &2
20 g W FFa R ABE , R ARE 50 b ) K BRATS oK B AF, DCM &
I A R 5 LA S 7R T Sk R AT S0 L S T8 i s - e g ke
FERAEARAF I B BE & A= DCM B}, U I BE K20 L A PR
JOE ) AR AR L o
3.1 AN BMMSCs ¢4 00L& L 558 o b Fo o 2 25 4

EORAG)

DCM ¥ 252 g- AR RO D RE R, H A4 230
WFFT 25 50 5 5 A M g BMMSCs 1 3 3 1) . JUL 41 i 4
A 300 400 L DRD 0 SR 2 I A A R iR AR ok ek
IR H LA 58 B 0 B 2 o0 AR AR, 6T
BMMSCs FAEXHMIKHE DCM MR 520 H FT5 A B
ARSZIREE XK DCM AT IR , 9645 SR Wi A
) BMMSCs W] 52 AR 43 A 33 5 i B i s 2 1507 o0
A F b8 8 B, AR K R4, 94 2> & BMMSCs iF
2 JE B8, B AR A A B BMMSCs 1] 7E 4%
% DCM B O WU A6 e A . 255 AR 8 41 Ay
W Kk A A JG 4 J8 BMMSCs .0 LA &EH T
(cTnT) Je BB 11 43 (Cx43) [ 355, FI IR
RSP X} BMMSCs 7530 b BIFE " A TIA A AR
BMMSCs AJ BEFE L LI PR 858 19 ) O LA B 4k, 10t
WL 5 UFE IR 72 45 A AT L 0 R R 45 SR R
BMMSCs % A] i35G 8% DCM FR 1.0 T RE , I RE
LVIDs {HFEAIG, HBAE 4 JJ5KH DCM R0 s 4
i/ o LVIDs H FEAR 2R 22 U 1 ) B 30 R, Rk
P L e R O = B U e ) | NI E =
I DCM BRI fE. BL b, Beils A3 AF 53 H3E ik
BMMSCs #4871 & 3 HAE K g JE HH 2 10 i J5, &30
DCM RZEE i /N " o X4R/RPEH BMMSCs
FE Y7L AT BT 22 A (R SR B[R]

3.2 BMMSCs #AE 4} L, 89 %

AR H L 3 B DCM g 1 1 J 1) 2 22 R [ 2

—, MANIE B AR A 0 LB AR AL PR Ll A iy =

BLOIRE AL, HINRERENS S 51— R F.0 B A BEEAL
LA B I & A o AN BOE S0 RN g A
PR, 30 T P PR I D 2 S 50 A O A ZE R
T T, Y80, 325 B0 3 %) D REBG N, 25 5 | e 2 A 1k At
IR AN A J5 B (early after-depolarization, EAD ) fJ H
B, A PECK QT o] 25 A0 s L 5% Pk 2 k™ 5 1
3 T TG DN T N RS S 0 OC P SR TR I,
P/ 0N 32 ARG FTLEH 6 50 R A R B s 1 M P A AT , AT
FECOHEMEMBEA SRR, E2 RS EA K
HH B R GRS T 8T PR A AR
SAE B AT QRS 4 U8, T 85E M B =48 T
iy, AT RE S M T A LI 80 ) 24 AR, Bk A R ek
BFE S LLAE £ WBE 5 ©UF 52 A0 JE GE A G S
SCN5A 28 745 J& 3 8t DCM & A F1iF & 19 & 22 )1
PRS0 E S TR DCM FCs JULAH i 3 3 A 1
H A AR 5 45, DL B BMMSCs % FE X4 I % DCM. )
FHEIE AR, H RIS D WARGE o A S50 38 A B R B
FEARTEATIE B 0o LA B B8 738 38 7K SF- AT 9T, 25
SRE 7R DCM ] 1 A3 18 i S0 Da0E 20 IR, T,
FEAIG, 117 BMMSCs F% A 0] {66 9388 308 04 S8 3% b, 2K 3
W2 L R . X s BMMSCs BB AEJ5 , {IK# DCM ]
S FLZH B 3 3 S B T T4 DD R T A5 2 A, (A
MBI BE I , MO O H %A M2 ST RED Y AT
ALYE /> DCM Al S BEL T A5 AR R I R A . AR
i B8 BMMSCs B A A i B R R R Ty, A8, $2 7 A
A BMMSCs 72 IE AR 18 1 D REFRAIR /S , nTREAS & 1A
Sk B JE D) RESE 0 5 R A O R R . A, T
T A BMMSCs X443 18 2 68 7 A= 52 Wl (1) B AR P, 28
FINHATREA LA WIS - 55—, BMMSCs [i].0> AL 4H il
STk 1, T AT 7E — 2 L E B ek
A )OI A HEAE T 56 =, BT 236 58 2 W
MAENEAERRET REARKFTFS LAYEIEEA
Navl.5 fl Navl. 6 [k """ B, $#E0 BMMSCs
FEAJG 0 M5 A 40t PR 7 1T BB 2 M 30 38 B L A T
PE R AN IE D RE , (H BN DA B — A S IRIESE
3.3 I, 5ushieeg £ 4

AT 45 F 78 BMMSCs #i A5, iK% DCM K
1) Ty, FLO D RE XS th B4 &, AR O ThRe p$E = 5 1, 1
PEERAA XRFRYE? HETFFERI, O LA A B3 18 X
T O IIREAFTEZ D T W 5200 15 58, O LI e %o F g
PN IRAS 5 1A = B AR M, A DR ST H0E Ly, RG]
Fu VMR E 5155 3544 ( sodium-calcium exchanger,
NCX) D REAR A2 R 38 5, M TTT 5 | d 0 PN 5 5 1 vk 2 e
1, 2 30 B T P O MU 4 1 AR 5 vk, A
10 T D RE RS TS R O AL T R B 2 EEEE O
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JILAUCEE 31 s e A, 49430 38 5 T 51 1 45 o
R FECOIIREREAR . KR DI REREARAILG
(£ Y [ 2 RV ae SO VA 1 4 G M= 1 | N
YA . AHTTEH BMMSCs BAHR R Ly, , 20800
R R A T8 B T IR A 3 — e R KA
M AT AL S RERE AN, R B 2E A O BMMSCs B4R )S
Ly, AR o A BB T 1852 ML T RE A3 (14 J R 22— (HL
HA g LH 7 — R R
3.4 KBTI R R

£ R AR o NS Y S I NS v S AT
240 0 0 PR RO AT IR S T AR R X 9 3 1 D S 3
TE A R R D0 AT A TSN, TGk 4 T8 A AR 0
DCM [0 L B AL (14 BE (A D0 , AS PRABUELHS 16 )5 2 T A%
it — S8 AT IR ARIAT IS o

£ LTk (K% DM S S BE VAR IR, 388 3
T 6 I ER, Ty, B, T BMMSCs B4 , (Rl
DCM SR M S R, T 0t , Ly, 7 img , O D SR
o, fEDN BMMSCs #% A8 )5 B4 3 18 ol 72 2 IR ik DCM B
D IIRERE FIBLH Z —
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