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Progress of Preclinical Research on the Treatment of Myocardial Infarction
based on Mesenchymal Stem Cells

XU Xinru, SUN Haodan, WANG Haiping*
(Hebei North University, Zhangjiakou 075000, China)

Abstract MI (myocardial infarction) refers to the acute rupture or erosion of atherosclerotic plaques in
the coronary arteries, which activates platelets and leads to an imbalance between myocardial oxygen supply and
demand. This subsequently results in thrombotic occlusion of the coronary arteries, causing myocardial injury and
necrosis. Currently, the clinical treatment methods commonly used for MI have significantly reduced the mortality
rate of patients. However, the complications and the optimal revascularization strategy have not yet been clearly
defined. At present, a large number of preclinical and clinical studies have confirmed the advantages of MSCs (mes-
enchymal stem cells) in the treatment of MI. However, the application of stem cell implantation into damaged myo-
cardium still faces numerous limitations. Therefore, there is an urgent need for some means to act synergistically
with stem cells. This article systematically reviews the therapeutic potential of mesenchymal stem cells, improve-
ment strategies, and the current research progress of their clinical applications.
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R IR 5 2 M TApEE, BAE T4 T
ik, BRI E R M2 W . Fra &4 T, HAk
N Z PN RERTANIE . E 4. Mg,
OIS, [Fr, Ko N2 MAZ GnasE. AR
SRR B, MSCsEA Z 73Sy, ke
PEJEPE. EEYE. BRI . R E RN T
J5i T4 s (bone mesenchymal stem cells, BMSCs), ‘&
AT K Z B0 T 131 (Go/Gr), X2 10%4b T3 58
1, BT ABMSCsH 5 K 70 RBG iE I e . 1Ak, A
AR S g% SR 5 0 AT R, W44 D %5 P 2R A A
JHO, T Co JUTL 200 LRI LA PAY 2 0 X o U 0 e R I
TE R O E BB, SR, H AT 7T B H0RS HE 4H
JL BB AE O U B S5 T 2 A7 1 B 2 155 v I B BRA7
RAKFEE TMSCsIT R, XL R IR T — A5k
v L 5 A AR I MIS Cs RE 6 A30ORG 1t 1 458 22 S2 40 Ao -
RISV, AR R D 2 O A B, B4R
SO, KRG RV TT B AR PO OR . A
B 7E %I [H) 78 )5 T 20 B A A YA T Co U R R A it
J& , 9] 78 57 T 20 W R LV 7 R LA 5 ) Al A
FOAG R TR 2%
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o 1 40 I 1) A7 305 2 2 i A 2B MR AE
HLAth, B R A0 B A7 52 2 A R R KA, anA ka4
Moy tE . IER AGEAL (B ). — ST R I, 24MSCs
L8 AR, IR B R — E T L
SEE AT A F-1a(hypoxia inducible factor-1a,
HIF-1o), #1038 HIF-1o5 Hol =7 745 - A il /R —pRiE
Jifi 983 4011 & 1 (von Hippel-Lindau tumor suppressor
protein, pVHL)45 & 68 /7955 , HIF-1a A #% 55 HIF-1p
S, RIS GH MR AU oE S, AT 72 SR 4EU fE
g e s g A7 s B AT AR A B AT R AN A B
RebE, PR B AR A B SRS, R AR R
FEEAAL MR . PHTER M, MSCsHIE
1F1) 32 A% 52 21 453 0 AL R T8 EA) VA B B 7 RS Ak R 4
AR LA A 1 R ot 40 AT AR PR T - 1 (stromal cell-
derived factor-1, SDF-1)5 MSCs# [ ) CXCath
F 52 A-4(c-x-c chemokine receptor type 4, CXCR4)%F
SE4E G E , 8 SDF-1/CXCR4 = M, J& sh 4 i
EEES, AU AEE S, hAh, BEARER
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Fig.1 Key mechanisms involved in MSCs therapy for myocardial infarction
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MU 225 14 A o7 R 2 38 I SDF- 1) %1k 7K P,
MSCsH K #s SDF-TIRFEBE LT I 5 HAE G, iT/#%
Iz XIS H5BET,

1.2 E5 AN

12,1 RHAFEAR  MUGHOIEEEL
— RN BRI FE PR AT , 1X — I AR AABEBE i i
X HH B I AR R BT AR, LR RR TR A . O
JULAE B X 35l 0 3 2 0 787 ) T 1 3 2 & MSCsii i 4y
WA A AL 91 oL A ) R AR K BR T (vascular
endothelial growth factor, VEGF). J4F 4402k K
[Al -7 (fibroblast growth factor, FGF). SDF-1%55%4)
AR F1EAT o I A s 4 i DR O 4 L
TR R e i =a S5 N v R S = o/ il 1| = A 595
i 5 -F- VEGF A1 FGF-2 4 3k A I8 P9 52 240 i 1)
IERAEGTE , I [F] 5 (2 3k 5 2F 1 B T A g A A
FEP, MSCs 3 L2 i ik A% 38 41 ffd 4h 22 (extracel-
lular vesicles, EVs) 4 g 4M it 22 i (extracellular mi-
crovesicles, MVs)#) 77 B CAE WIS Y AR T
SWITANNL, XL M AN B L REAMSCs 5 &
B IVEGE. MU AR izt i a-14,
Z 5P MR, MSCsiliiIMVs/ S48k ik 22
e, MSCs IR I MVsZRLARFS 1 16 Iin MIJS Gk i O
WUATPE &, J 35 14 s 8 [X 35k 6 4 ofi. 8 A/ 3 Jik
O, AT L, MSCsRUR 1MV 2R A 1] e il
T SZARGH M N AR F B 2 R kiR, AR MSCs A
S5 4 i 2 TR] () B R A4 3 7% BRVE 23 TR 9T MY
—FEr AL o

122 #FEAT  EMITFEF, SRIE T TR 3
1%/ 5 W 240 o ) e 97 B 2% 2R 50 A RF S i R s St
NERE 2 X EE ., MUSRIE G ULE BG40 2
PIMIL. M2PFPERAY ) R AR A R RO . M1 2
MR A, SORR S S0 B 4 i B 2 1t B A
Mo, 25 FVEFEEE R E . M2AS EREAR I, Rk
LEENEGTR BRI, 2550 % A 5% P4
M1, M2 E WG4 i 5 2 2 [a) 5~ i A Ak 3% il MG
() JOREHERE M2, 8 H AT SO HRE , LR AR A A SR
FEHI ER I MSCs T g 3k 5 A% 240 i /MY [ 41 i
[ M2 7Y B AR A AL, S ok B R AR BB X MSCs )
FFE. R FEBSE T ERARET
FeAk, CLETROR MSCs 7T 48 A1 G 2 1 75 R0 Wz 113
LAk, T T4 (regulatory cells, Tregs)fE NI
DAV 1 488 S 97 FRT ik EL 2 i, /E MILIE A2 A Ak 5

HEAVEH . TregstE MIJa 7 WA il P 98 A K-, 411
1) 5 M 240 6 0 9k 2L 4 L 1) 98 0 SR, T MISCs o0
WLAE N BE A 2O 5 Tregs Hi 1k, BELREEAI 15 S
Tregsff =AUl k% AR, MIUS MSCs G HLE
ANRB N BYI . HP A4 (natural killer, NK)
YR, B 5K T (dendritic cell, DC)BEAT %, %5
FEAE R, HEARYLSMEAS PR .

123 gt MUGSOHES HILLONIE 41k
(myocardial fibrosis, MF) A = 975 #Hi2E A2 1) 7% £ 4%
U, AT LU MEP o N AE VR LT 4EAb . (R BE M 4T 4E 1k
A A AF 4E AL = MR T 2. B R SR AL
16 SN 21 A B8 A R B8 X S ) 972K, T s
J55 B 1 J53 M 2 24 1 2 3038 0 RS, 52 o I 2
REUS, LRI AR, MSCsHE MIHF A L% 13T
YT Ty, LIUSE RS R B, A i (8] 78 i+
41 ffd(human umbilical cord mesenchymal stem cells,
HucMSCs) 1] LLBFAK MG O WILEF 44k b B IR R
HIATMMP-2 ) ZRIE 7K, dEmmds O WA 4eft . &
Bt TR, K B i 07 4 HY ) e-kit ' VEGFR-
2"MSCsil It 204k A 52 20 i AP VLA, 45 /)N
PR, B 5 i A AL UL A A A B BeA, fE
MSCsHTA I EVsH &K 3 A 2 miRNA 2> IG5 0 E 12
SRR R E A AR R A4 BE 2 MSCs 1)
ARy, BE A HT X MSCs IR /& MSCsiR T
) 3 — S

2 PRAEIFIkER

BT ERMSCsHIL S, TanpftE — B ol
N AR (i MR AR YT 7. AR S0
F W], MSCs [R50 & sk v O WLFERE AR, &
T ) 2H 2R B ZE A5 2R A1, MSCsHE LAFE G IiE
KRBT A R A0 B gh AT I HA P, FH5T
R, FAH 1) MSCsaZ 21 58 4k SRR A B 52
i S SO AN PRI AR, DR MK 22 5088 A 40 i 7 A A
JE AR R F G EL 2 R, SR PR 1 T =7 202,
R, B85 CK MSCsiRTT I, B B R AR
e R S FH HH )32 PR A R

3 MSCsBEARITUDIMERHRIUE R
3.1 MSCsi73%

3.1.1 MSCsEREMEA  MSCsH:EME Ik £ 2
M6 97 M H LS BT R sh 1. 51 N 4 e 3
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DRI AT DA S M) MSCs 1 5% 73 WA RN, 38 ik 3 ) ik
i A Pl 00 A Sy g AR JUL 384 0 194 T A7 4 R U4 )
785 T 41 ffl (adipose tissue-derived mesenchymal
stromal cells, ATMSCs), g% i % 42 5 ATMSCs#
M5 Ki67. CD177 LA B-LER 8 1 58 1 2R 1k 7K
F, AR BIR L2 P9 CD3 A1 B220 K31, M
BHIRTE ATMSCsF A8 J5 KA % ), A&
EF I (integrin-linked kinase, ILK)/& — % IhRE
DRI F, R4 P9 5 20 B A P R A 40 B A7, ILKOS 3R
L% W Akt5 mTORE 5 5 T 12 i % MSCs /7
5 M VEGF 43k, 38 58 MSCsHUI T A1 L A A%
ERE, dEFROILRSETERY . AL, RNAZ H LG
ALKB A5 SEifi )5 12 MSCs = 7E— B2 %k
PR F7, 3% T 1Y 58 MSCs7E KE B O AL i 5 B9 g
JIFEAR RO AE AR e, S SR I O JUE 9 119 28R S
R, HH LR B, B S I BMSCs 4 Rifhk Py 2= 7=
A KBTI T 1 B 1215 KT (apoptosis in-
ducing factor, AIF)[( {4 (67 kDa), AIF {44 LI 7K
fR T K v v H BRI TR PR A ATF Ay B (57 kDa),
IMi% A B A i S BMSCs B G R T, Rk, #
AIFFEDR G 1) BMSCs A AR AL 0L, 9802 1
% PR TIE R AIF RIS | [ #f BMSCsA7iE %
BN AT L RO, BRIk Ah, B R S FE A
(B NKx2. 527 Fasid T-30H] 7725, i i DG4
A PVEEY R T DL i3 MSCsF 18 IS [ A 907
PEo BT, TR 2 TH 2l MSCsRg % 4 FLHE
PO 5 A B R 20 Y T, BG5S o WAE o

3.1.2  4FBLAR(MSCs-Exo)  AMBALE 402 [A]
VRIS 5 8 R ) B, 388 Ik 42 o 52 e BORE TP 2
VB S RIS 5 A% . R R, {§
F MSCs-Exoi8 97 MIZ —FR #7772 , MSCs-Exo ]
DLIE I #8 [/ EZH2/HMG A2 4t 411 il zeste 334 5 -1 [H] Y54
2 FRIB RO T i R i B R R A2, R
J5 8 PIBK/AKtIE B, PRAG IR AR IR 2 . TR Ji 2
F TGF-B1AISE 4 20 A4 K KT 3Rk K7, 3l
O VR GA T b fz — 18] 78 )57 e Ak 1) G2 it O LR FE 1)
H BB, O UL A2 5 Nod B 52 74 8 11 3(Nod-like
receptor protein 3, NLRP3)/& N AR HIDAMP ¥, i
A NLRP3 %8 S /At BEBGE , O L4 Y (cardiomyo-
cytes, CM) Wi BE /] PG, IXBLVFE REMIE O EA
R AP EENS 2 —. TRV, ATMSCs-
ExofEf5 i HMEM X 16FF R 1. AWM XRER T

) mRNA K 85 R IE7K-F 35 5 2E 590, 1 NLRP3 1]
mRNAFI R H R KV 35 5 3 FEIC, E B ATMSCs-
Exon] LAYK & MU U T B AT 45 20 it 15 W3k R 73 B 24 R
NLRP3 JE/IMA T4, HEA IR R IR AR . TR
JRE . TL-1PFIIL-181 70 Wh7K V- # A I 35 PEAIC, 3
78 ATMSCs-Exo ] LU 2% MG O ILEF AL 302, ik
BRPORE SR B S SRAE FU R I, A 8 ) 78 5T 40
(dental pulp mesenchymal stem cells, DPMSCs)KJi
17 Exo 5 771 5 44 i M 1 30 15 W 200 L ) M2 R 3R 2R A
k., $27~ DPMSCs-Exofig %8 /> M5 fig % 4 i K+
Iy, ARk JORE IR BY . LR RGO ULEEZEAE N 1)
X2 O MBI (R AR 2 22 1) O L2 i 5 i
I3 U IE L A OCER B R 1451 5 P R 24 R R s 21 4 4
(IThfE, InE ARG o B O UL 475 308 5 fik o
LR T AN RO, Hi0505h
B ML FAE N I AFAE T AE Y R v i) — o o 22
WA T, Z5IERERFE. miRNA T2
Fio ZHENGZE P FE R, M1 &K AL MSCs-
Exojid # 7] _F I HMGB1/ERKE B miR-183-5pi:
ERO AN, — R R AL T I RIF /G (SD/
H)i% SR/ RO R, TR 7 HMGBI1.
p-ERK/ERK & R i3l 718 A #H K 8 A (p-Drpl/
Drpl). pl6f& p2 17K, {2 bR 2L Al A F 9
55, PRI R FiALBE MSCs-Exoii i 8 15 £ b fA %4
A ke i3 O JULAH M 52 2, b ek 2 O WURE Bk i
MSCs-Exo 1 BEA #LAE#E/E F [ miRNA, A &6 A
YER I miRNA. AHFEEY], miR-153-3pfiLEIA K
MSCs-Exoifi i #i% VEGF/VEGFR2/PI3K/Akt/eNOS
JHE, T T BaxfllCaspase-31 3L, il T Bel-27K
S, HE—B 800 T PI3K. AktR1eNOSHER L K, 4
[ 1% 5% 7 CMURT P 12 411 fifd (endothelial cell, EC)FJ T
AR, R T A ), R T ECHLE A2 B
1E 7R ECHICMIFIARAT , MM T it 1
BN AANERY . RO, 2480 TRAL R Exo
5 R A Exo A EEAE R0 7 THAA 3R
A O DR A B E R A

3.2 MSCsEt&TT3E

32.1 MSCsEAZM/ AT XIMSCsiH T
AR SE— PP AT B 725, B A HT X MSCsHEAT TI5E
AbFE T DAIEK AN AR AE AT . AL R4 SR FH 25 R 2 Ak (K]
5, WA AW T 290055k 5n 5 55 40 i
KINEHEUE S0 TRRIERR . HHTEN,
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Apelin-13Fi4b 3 (IMSCs e 8 J5i/> SD/H 5 3 Aok A4
ROSA: i, 18T ERKAS 5 38 B 4 2 AR 2445 A
SHIMSCsTT:, BN A4 ik, SGE OAEhEERY. [
&2 (asprosin, ASP)Ay—Ffg7 24 g i 4 Ao [A] v~ , adack
#E[A) 35 ERK1/2-SOD2I& 12 f-4 MSCs % 52 S8 M0 M
FrEt an s T, 53 LA LR 207K,
VAR, T3 = MSCsR A7 2 BT, It
AMEITFEIRIE , F AR DR 7 A 2 MSCs 2 B ik I
PEBIR A 20750 A R 7K R 1A DAl MSCsHe
VEGF/™4, F4ERUE R 1 (connexind3, Cx43)H
Feik, BRI A B0 [F] R M SR TR AR P . — T
TR, ZIL-1BHAEEEIMSCsid #1Ea-SMAFICOX-
2, 1#1F COX-2-PGE2{5 5 % T Hlifie #: PGE2. SDF-1#1
VEGF )53 , Y/ AR T2 F0 S8 R AE ). B
FWT, /Ny T35 Wt production-4 AL () MSCs,
SGEBNEIE B S eI RA Y DUS E N I VSR 1R
HE NFERE AR S MK UL R ZHAE ), MARIE
25 IR 5T R B MSCsil i % 8 (1 1 1 A7 F IS AL
e B O LB R, 3E T4 = MG TATAZ & 8 1
Ki67. VE-cadherin. CD31[HI7KF, FEA% O AR
[l NS R4 R A S B SOK T, R OLLE
R TIALEE ) MSCs B A 5 i A7 TG 2R AU A %, 7]
3 0E MG B2 EIRe RO AR RO . BF e
Y, M R AL B (thymidine phosphorylase, TYMP)#
IR R BN T AR R R &R R AR -2, (RIET
HH GRIM-19/f17KF LAKE 58 MSCsH i AN 2 51 B g
71, TYMPHI| 77 5 I s (tipiracil) B A MSCsFAE 1]
> SV HATUIAR T, (R 3ETE 2 MSCsA7 1% Bl {7
B ZE VSR, A o R AR 28 S AH G R T R 2 1
P3G WAk, A 53 B IR 2% (adiponectin,
APN)ZE G HRIE R 3246 15 S AMES It , kI s
B /A R R R B VR, B S AMPK -0 IR
14, DRI APN S0 B ol I A it A B T i i
5510, JR 1 B4 i3 A i MR Sy M2t 46 %
A, FEARIL-6 A TNF-oK - R [A] Bf £2 = IL-107KF, 39
a-SMAFI CD3 13 4 FH M UL £ s, AR MUs
MSCsE B W, BT 2h FHZG AR 242, IRTT
J7 R RGNS, AT T Bk A RSy
SRR 22 MR BT FEAE B T BB AR O LB« Latifo-
lin/& M H 24 B4 B RS L B A9, TR #EBMISCs
DA A AT X R IR AL 22 P, L] eIt i
% HIF-1a/NF-xB/B-cateninif % & E/EH ¥4, fibar

DL, MSCsEEE Y712 MSCs IR R L T — @ 1IR3,
R A 53 1 B BRI PR B T B3R 47 7
VPR, S AR BRER TR REENA], Bk
MSCs AR e Fl 22 2 RS B FH TR 1697 -

322 MSCsHaLRTA AV TREMEE RN
— PRI R R IR T 7 2, AT A4S B A R
A AR At A AT RS B AE A B AR S, FRE
BE DN H, VSRt 7 IE H R AR AR
BE, L BRI SRV IR IR AT MY FE AR . BRARER IR
RGN T HER TR ARG M3DEEFE RS, W 74
JHf — 48 L 4 L — 4 A A0 R SR B, s T RS
BRARGEN RN ERPFFEY, T MSCsER A
RMBEE/SAREAR/REBTILFZRET
I3 lik (epigallocatechin gallate, EGCG), EGCGHI4f 4
T H RG] LR MSCs 8 15 i bk, @
Ik HIFEARE A5 5 300 6 S 0] 00 W IS A, LR f
RMSCs55 40k, MR IE ML T i, /-5 B k20 A
WA 2% i JRi 38 2 E 01 K EEIR AR T — 3K
BERIKE IR A M RL, Z MR I o K e
5 3 A A LA ARG, AR BRI
AL, v 5] k& sk AU 4z 3l , 11 Bl ek
AN O UL TR B S AR E H AR G 1 & T g E
DAL O AR - METEE IR Fe R I, M R AR
(R Bk 2 AR 5 H A 1 4840 A3 S8 05 (graphene oxide,
GO) 5 474k 1 Ji S 2R A MSCs 45 A il il 3DFT B 3
KB IR MG Fr, SCHF T AT 3 X (A LBRGE 3 A0 F
A, IF Haz T B KB IRIG F 5 P00 I R A o o 8
G, BE T ORI SGE T 0DhEe. 8 R A e
4R (ultrasound-targeted microbubble destruction,
UTMD)Hi A, il i 7= A Bt S Ha s 77, A R 2 it
Fioi o B 3505 5 4 2E RN 2 it i S5 IR [ o B, A A
) oA e N H AR B AT 2123, AT 2 s gl oK
ERAEMRE . WFRY, UTMDERE R B0% £ 4 i
ANBRAT A A KB T BBIAL 3 ¥ MSCs 2 8 5 JH] 14
X, UTMD#&Ft | SDF-11 5 #B/KF, {2k ik i)
MSCs|a] i il X LR, $m 7 MSCsIIH HRE ),
AR 5 7 ¥R T R LR o S B T BT ) LA
LI WS I /N BEE 25 1 E Vs, 1 I /N AR BB ik &
Gih M B B B R AR M B 1 5 EVs R L& A %
ReJIAHR G, M8 T AR AL P-EVs, I 2
R T AR, B SR T I A
B BbAb, fER AR SRR ORI AT 4 48 BB,
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7= ATMSCs, 1 LLJE %5 52 H H D REPE ) ATMSCs
AR o XU PR N FESEIX 38, JU I A AT
R, R FE B A E T 5. sk,
5 & BAAR R IAT A B 7L IR — 2 Bk SRR AL T 41 Yk ik
B, HAENG R B P o0 2 2 AT IR 9, 25
BRTIA, KEET M BB AR T H o O
WD e R 3, I HIAR 342 B Al Brk i@ w7 4
NRFEN, BN T — M d, BRI IT g
3.3 MSCsHIEHZEHI#

PL_E S MSCs 1) 1 25 32 B4 p 78 2R W) R4k 27
J7 T, T X MSCsPIHE P 2 (1) P/ 42 0F 5 A 2
MSCsH: 257 /& MSCs Ji il — /M 2 (I 3h S A 85
45 5MSCs H B i fub (1 LA 40 A, DA K12 X 3 11 4
U413 5 (extracellular matrix, ECM)FIA:4) /24 B0,
M S C s &Ml R 358 1) 47 BERE M AL 45 A2 9 ) 2 A B A
ECM. MSCs | AMHI ) BAESVIR ). #
IR I RRAR N 77, X L8 AWML g AT DA R i 5
PERLEE M Ik 5 G R MSCs N BBZEALIE 5 Y, BFEAE
BIYIR /72107 N/em?4E 104 N/em?36 Fl 3 296 #) T
MSCsil P 7 LR AL, 1] VEGF 5 BN 1 (A
o — B HE T MSCsIal N B 4I BB it o AL B2,
JKJE 738 i 0 E 4 i Hippo- YAP/TAZH 4% 14 8 k¥
W AR E N FER, DL A, 1 5E
RT3, HREFER I, LL20% 1[5 & H A B2 g Ak
PRI (IMSCs, FLIL-6FITNF-o/K 15145 T &A%, X%
B 46N 7 BE W% R 1T MSCs 5% 70 5 559, ECM 2
&M 2P E A (RJEEA . dERE M
EEEE AL AS 3D K TR S, F S
PE R 3D 77 RSS2 hr X AE ECMIFI R A, B
1E 3D 7 [] H 2 M 20 R PRI AT LB 2 FAT Sy, AT DABE A
MR SR Py L) R ek o X SRR LR B, & 43S
(6 A= ML 0 AT LA fid & % MS Cs 22 54k 1R 45
USRNG5 T B S A0 SCAIT R K (R G g Vi 4
&, Bt — B HESMS CS7E IR PR A2 V8 97 v i B
H.

4 lmPREFZR
MSCsE il Rz MUy I CLEE I PR _E 584

WiltfE. ABOUZIDZE PPAT. BENL. X HE segs it
ITERI M (=201 KL, FERRHE 121 A5, 5%EGH
AR, 252 HueMSCsFAE 1) B35 (5 1 73 H0h Al
fR[ P44 (mean deviation, MD)=3.21, 95% CI=2.91-3.51,

P<0.000 017, M FRARE KU (KU EE=0.5, 95% CI=0.22—
1.15, P=0.10)FIZET 236 (KU L =0.44, 95% CI=0.14-1.44,
P=0.18)JcH i 72 5, HBEFE R I [A) 0 A KA T Bl D7
FEREVHN AR AR B R AR O e, R =
I M55 (left ventricular ejection fraction, LVEF)4( 35 1]
I ARSEFRR L e — TN 644 B T T TFRURES
FAALLSRES, 0 EEARBN K N Bk A 452 HueMSCst%
FEIETT (B AT, s 1 SRR B 17 12 H
N iy B RN AK I (N-terminal pro-B-type natriuretic
peptide, NT-proBNP)FILVEF 45 1) 35 4k, 5 R AHLL,
12 A BV A NT-proBNP/KF R F£[(1 801+1 362) vs
(109+115) pg/mL, P=0.031 3), LVEFT}&1[(52.67£12.75)%
vs (62.47£17.35)%, P=0.024 6], =EEIEE /0BT BE
(26.33+5.57 vs 22.33+5.85, P=0.018 0), BEFH I A ZEK:
LVEF4R8UK Tt 51, HAERSHE APt v HIA], AU %2
518K EA RFARAEP, R PIRSET
M 7GR AT MSCs e ik P9 B2 FE 0 ML 35 7 % D g
IFZI , $27r T 5 HEZYIR T AL, #3252 MSCsF 1
3, EFA 228 MGE (MD=6.12%, 95% CI=3.25-9.00,
P<0.000 1), (H{E /e = R T T ZE a2 L,
BB RINMSCs3k i 1] DA/ HEEE 1240 H |, BE28
2 I3 BB (EF<50%) 1) MLER & 38 28 v T35 4%
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