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[ E] [B8] FHAmWE LT 88 (ADMSC) shikik (Exo) S MR SE (ML) /& R B8 E E # 64 37 4145 A
Fodldl, [FiE] ABRSIERA w2 8L A (H,0,) 4G A2 KR A BGKE, Ml KR ZESKiE
SHE kARG A 28 3 K ADMSC 913k 4R ( MSC-Exo ) . A% £F 4 2w i, 91 3k 4k ( MEF-Exo) , L5 & %, 4F 4 2 b @ w2 48 %
16 #%& & 1(ATGI6L1) | 448 %% & 7(ATG7) #= NOD # %K% & 3 (NLRP3) £z MRy ik | KoE R S L
HRBEAB S, [HBR] SHBRSEmBEZ H,0, LH)E, A% EF G ATGI6L] F= ATGT £ ik B %%
& ( P<0.001) ,NLRP3 & it B 713 (P<0.001) 42 X ta o B F & s i % 18 (IL-1B) A= TL-18 /K -F R F 3% e ( P<
0.001), MI kX & 2 MSC-Exo 5, A48 %% & ATGI6LI #= ATG7 k& % LA (P<0.001) ,NLRP3 &k 2 %
TFiA(P<0.001) , f2iF IL-1B Fo IL-18 /K -F B F HAK(P<0.001), F Lkt ZFakRhEa [ #1 8 F WY (P<
0.001) , S PULF A ALAZ B B F R 42 (P<0.001) , s S A0 B & (P<0.001) , [£5iE] Jf§ M MSC-Exo i i d5 s
B R AT e 4w B B v Aw NLRP3 KE /DR ey -4, L B d) ML G R B CEERAGHER
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[ ABSTRACT ] Aim  To investigate the inhibition role and mechanism of adipose derived mesenchymal stem cell
(ADMSC) exosomes ( Exo) on adverse ventricular remodeling after myocardial infarction ( MI). Methods The chan-
ges of autophagy and inflammasomes phenotype of cardiac fibroblasts after H, O, treatment were observed. ~ MI rats were in-
jected with an equal volume of normal saline, adipose derived mesenchymal stem cell exosomes ( MSC-Exo) or fibroblast
exosomes (MEF-Exo) via a tail vein.  The expression of autophagy related 16 like protein 1 (ATGI6L1) , autophagy re-
lated protein 7 (ATG7) and NOD-like receptor protein 3 ( NLRP3) , inflammatory response, the degree of myocardial fi-
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brosis, and the cardiac function were observed in different groups.
broblasts, the expressions of ATGI6L1 and ATG7 were significantly decreased ( P<0.001), NLRP3 was significantly in-
creased (P<0.001), and the levels of inflammatory cytokines interleukin-13 (IL-18) and IL-18 were significantly
elevated (P <0.001).
ATGI16L1 and ATG7 were significantly up-regulated ( P<0.001), NLRP3 was significantly down-regulated ( P<0.001),

serum IL-1B and IL-18 levels were significantly decreased (P<0.001), fibrosis-related proteins collagen 1 and Il were

Results  After treatment with H,0, on cardiac fi-

After MI rats were intervened with MSC-Exo, the expressions of autophagy related proteins

significantly reduced ( P<0.001) , myocardial fibrosis was significantly relieved ( P<0.001) , and cardiac function was sig-

nificantly improved ( P<0.001).

Conclusion Adipose derived MSC-Exo play a role in inhibiting adverse ventricular

remodeling after MI by regulating the balance of autophagy and NLRP3 inflammasomes.

[ KEY WORDS ]
autophagy related protein 7;

myocardial infarction

L LBE FE ( myocardial infarction, MI) f¥) e R
FIFETRAGE AR I, H 2R d i e
NZEARE R B R T AL Sz sl MI s
kRN RO 2 B e A e 0 ) a0 2 B
MI G A RIS By 322 J5 A 2 I R i R i e 1)
BT HATE 2R, ML SR RO E RPN
ISR Ao TG 1 RAE SR

NOD #3228 11 3 (NOD-like receptor protein 3,
NLRP3 ) RAE/MASE — TP 7E [T A7 G2 s & A i
BIPREEEANEZEAESEKS ML E
{15111 1 1 = S R A AR (ISR G S e 2 I
PR e FLAE FEERE Y . AW (autophagy ) J211E
AT W A2 400 B 11 A0 A0 L8, LA S R 440 i D s
JEAA 18 T S 00 N e R i A A v v R ST Y
RS Y PR B R S RE N O B s A A g
AR MR SE R, H S NLRP3 A5/ MAH 5 %
VIRER Z , & NLRP3 48 5E /MA W 7Y 51 22 9 15 1L
i1 O BT A AN M S SR I 1Y) B3
JIT , A HE 0o L AR AE A o B R TR L A
FERAN O ST 4 40 1 ) fE B0 8 S R
SiE SRR S 100 5 | O LA AE | 21 4E A A0 D) fiE
SR R, VRO U ST A A 1 S RE S
NLRP3 G5 /IMAS (1911 ] GE 2 k3 MIJS A R
TINEE R UG LYW

BEAE F 5% 2 B, 18] 78 51+ 40 Bfd ( mesenchymal
stem cell,MSC ) HA7 15 G g A0 = 5 98 AL 4
CIIREMAERS i HX S AR T e AT A
S HYIGTEFN 3L, 002 MO T e AT 55 20 W A 43
WEYTEER S BRE R R MSC HAT AR
HMIMA (exosomes, Exo) , & #5818 75 I 300 55 i & &
MIVEFAT o BB 4, T8 30 5 20 6 U5 1 0 306 4 ( mes-

enchymal stem cell derived exosomes, MSC-Exo) /&%

TR 0 AT 4R A M R NLRP3 4E /MA

adipose derived mesenchymal stem cell;

NOD-like receptor protein 3 inflammasomes ;

autophagy related 16 like protein 1;

exosomes j

myocardial fibrosis;  ventricular remodeling;

AR I MI S A RO = EBEIER, HATR
DLARIE . BB W) 7T 5T 4 At ( adipose derived mesen-
chymal stem cell, ADMSC ) HAG HUAF 78 SRR FE 2 |
BEI /N B Z A PR R A 25, Al
PRI FE AT EL A AR i 44 AR ST AR AR
i MSC-Exo , MESHANH] MI 5 A R0 = H B /EH
FIHLE, A RAR ST ML 5 A R0 = 5 38 9 8 U]
TR AR R P s R R A

1 #MEFAaE

1.1 SREeEh¥) X FIFA{LER

#HE1 A (K& 80 ~100 g) A 4 SD K K,
T ADMSC Wi &9, 4 ~5 AR (ERE
180 ~200 g) # ¥ SD A B, A T MI 30 4 # Al oy 2
A, ERHBEFIRGYNREFREEFREFE
Ko CERFEABYWEFTFREDHBELRAR
NE(EH), HG-DMEM ¥ 7% 2t & Exo fig 4 i /&
Fu 1 A JK B (Gibeo) , f & & B ( Invitrogen ) , 100 %
FEZ-HEL(L#BAET), RNA R I A & (Cell
Signaling) , B " /6 X 16 # & B 1 (autophagy related
16 like protein 1, ATGI6L1) Hi &, B "4 % & & 7
(autophagy related protein 7, ATG7) #i & \NLRP3 7t
K g R & B 1( Collagen 1) Fa i J& 2 & T ( Collagen 1IT)
PR L K A B = 47 (Santa Cruz) , B-actin 72 GAPDH
(Abclonal) ,RIPA & & Z MK (&% =%),BCA &
B B R & A ECL & % (Thermo Fisher) , &1 48
& 1B (interleukin-1B, IL-13) 1 11-18 ELISA % 7|
& ( LimRE) B % L (Bio-Rad) , ] & 46 = & 14
A1, F A5 (Olympus ) 4%
1.2 ADMSC KI5 BEFERE

{2 BBRAE L 50 07 % 2 B 9% Ff ADMSC, 3F 4 1 X
a0 LB T IO B R A B R T R A A
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B 4 LB A N 2 R AR 0. 1% 1A i [ B8 ,37 C
#% 7% 9 1% 30 min,1 000 r/min & 10 min, 3 kB,
HG-DMEM # # 3t vk 47 40 Jia 37, 72,200 E 48 fo 0 £
W, F 37 C.5%CO, HAmRELAGETER, FH
MK E T0% ~80% Re4 i ,0.25% ik & & B H b
TR, WES3IRAM, A EHEURNHEkT
AFAFE CD44 F1 CD34, Cell Quest 21 4 441, 4~
R AW ADMSC 2 CD44 FA M, CD34 [l
1.3 B8RT MSC-Exo BYIRENFILEE

ADMSC 4 K % 70% @& B, 552 24 h, & 4
M S5 B IE 800 r/min B0 £ T A, B b
O\ E B P4 °C 20 000 r/min B L
20 min, % Ff 20 jL R AR MK B B L L E R
FEH A E B L E F 100 000 r/min F L 70 min 5
2| Exo JLIE , ¥ Exo JLJE fm N\ PBS 7 ## # B, B K
100 000 r/min %% 70 min, 3 k¥, %45 4 Exo, #n
N\ 400 WL ty PBS ¥ #%,0.22 wm JE B R T

10 pl R I Exo, A % KA PBS # B 5 ,
MmF2mm EAFANE, TEREE 1 min, f 3%
YR W F 4 VA R E R E S5 min, IR &K AKE I 1
W, ERET, B FEHENE Exo WA,

BB M Exo Fl BCA & & & B 15 ~ 20 pg,
SDS-PAGE . 7k % i H [ J& fim N Exo I7 % & A
CD9 1 CD63 —#i,4 CH & &, W, Im N 4,
37 CHE1LhERE,HECL ¥ A0, EthEF L
AL AT Exo A7 4~F CD9 7 CD63,
1.4 MI SR BRI

KR 100 /L KA QB L3 ml/keg 7 &M
5T AREE 3 /N 3 i BAL(CF BT E 60 K/ min, #
RE3mL), TAME 4 BEHER O, 440
BETALRANA, I ME, FEQKE, TACH
Mo BEERFRATFECE T4, 070 544
LAELARIBABEI, UECEMELTFELRE
B, a5, 0B E R ST &% (=0.25 mV)
HEER, REMWESFEZ 4x10° U/d, %
53K,
1.5 BEOFHENEOEHTNThEE

BRRA2% FABRNKE )G EZET 37 C
ERe L ZMURNE, XAGAG > HERF
(Vevo® 2100,30-MHz transducer, Visual Sonics) &
By BE 2 5 AN A EN S IS i, M
A E A F 4K B K W42 (left ventricular end
diastolic diameter, LVEDD) | 72 & % W 45 #] K W 12
(left ventricular end systolic diameter, LVESD) | 7 /&
% 4 % %5 41 F (left ventricular fractional shortening,

LVFES) ;Simpson’s 3% Ml & 7 & % 4 i 4 %% (left ven-
tricular ejection fraction, LVEF) ,
1.6 Masson LBEMBOLAFENRERE

NEAR BT R EA, S AE K
KB, AR LR E A 10 min, K 18 K E %,
Masson Tl & 27 B £ 2 2T % 10 min, 2% UK B B %
WIR IE 1% B AEBR VE TR S min, K R, B #E R
WAL S min,0. 2% WK B B 75 K2 % ,95% 8 . T
RCERA, ZWRKER, PEMBKHE, % TH
B, ClaRARFRELE ARZEE®BE, T
REFHETEE,
1.7 RT-qPCR #& ¥l B & #H X & B ATGI6L1 #n
ATG7 NLRP3 KAE/IME R X 4R EF 1L-18 #0 IL-
18 #9 mRNA 7K

TH PGB 0 JIE R 4F 4 4 B, B Trizol B AR JE R
U RNA, % J 4 91 6 4 RNA R 4% 5 , il Takara /2 7]
G R SE R E 5 4 (5 1) A1 SYBR Green i 7 B
#l PCR R K Z | ¥ & N iCycler ( Biorad ) 7% ot
& PCR HL,95 CHA M 2 min,95 CEH 10 s,
60 ‘CIE K 10 5,72 CHf# 12 s, 3£ 40 MEFT 5 E
RAEE K 20 C/s, RNFHRE KALE SR
M VR b & R R R R 46 B AR BUM 4 T 3
. & # Roche Light Cycle Run 5. 32 #{ 4 5 & .

F 1. EMHEEE PCR SIS HF T
Table 1. Primer sequences for real-time

quantitative PCR analysis

A 52l

Forward ; CAGAGCAGCTACTAAGCGACT

ATGIOLL Reverse: AAAAGGGGAGATTCGGACAGA

ATCT Forward ; TGACCTTCGCGGACCTAAAGA
Reverse : CCCGGATTAGAGGGATGCTC

NLRP3 Forward : TGTGAGAAGCAGGTTCTACTCT
Reverse : GACTGTTGAGGTCCACACTCT

g Forward; ATGAGAGCATCCAGCTTCAA

i Reverse : TGAAGGAAAAGAAGGTGCTC

118 Forward ;: GTGAACCCCAGACCAGACTG
Reverse: CCTGGAACACGTTTCTGAAAGA

CAPDH Forward : AGGCCGGTGCTGAGTATGTC

Reverse : TGCCTGCTTCACCACCTTCT

1.8  Western blot #2ll B X E B ATGI6L1 #A
ATG7 NLRP3 R IE /MK F 4L X E B Collagen
I #A Collagen MKEIE B KT

AR G JE B AT 4 40 L, B8 R A B A A
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{24 # 2% b 7 (20 mmol/L Tris,pH 7. 4,150 mmol/L
NaCl,1% TritonX-100,5 mmol/L EDTA ,10 mg/L Le-
upeptin, 10 mg/L Aprotinin,1 mmol/L PMSF) 7 7
f,BCA EHATE B B, M50 pg & & FF & AT
SDS- K T ¥ Bt i 4 i B, 7,100 V B E 4 % 2 h,5%
Bt fe 44 %2 iR # F 1 h, 48 5 ¥ PVDF Ji£ 5 #4012
FRAEEEEE 1 h,4 Cit 7, TBST & o i % j
3K, K10 min, mANFKE — 4, ERBEF 1 h, ik
JBE 3 R, R 10 min, 55 R B IRR AR 20T R G K
Labimage version 2. 7. 1 2 1% ( Kapelan GmbH , Halle,
Germany ) 717 & & 7= 4 4 i % &,
1.9 ELISA #&il 1L-18 #0 IL-18 K7k F

B o i R B E ROk R, R
ELISA A& I 4 7] & V4 #9145 A 01l 1 3% 48 f ) F IL-1B
Fo IL-18 9% % |
1.10 Sit=EFHE

T E R AL xxs &7, & Kolmogorov-Smirnov 2+

B CD9
(24 kDa)

B -actin
(42 kDa)

25

CD9 protein levels
(CD9/ B -actin)
o =~ =~ Db

o o1 O o1 O

ADMSC MSC-Exo

M#ATHRFEHESERD, FERI WL, F
AEXDAWXARTMIAER BB, FHEALEA
77 8 K A Mann-Whitney U 4 50 , % AMFF AR 35 3
WK, A EAQT AT ZF N XAEEZ S
Z T (ANOVA) |, F#F & b3k 4 4 9 & A Kruskal-
Wallis H % 3, P<0.05 4 Z R A %Kit¥E X,

2 # B

2.1 JBRF MSC-Exo FIETEER

L7 S WIS R I, Exo SR FUAR (59 S5 4
Y, B — , A B a4, N & A
BB = RY) T, Exo WEY (K 1A) . Western
blot £  Exo A5 53F, 45 R WK, Exo /Y CD9 AHXT
Feih & ADMSC 19 4. 91 f%(P<0.001) ,CD63 A%}
FikiE ADMSC 11 4. 78 5% (P<0. 001, /8 1B)

CD63 R
(40kDa)

B -actin
(42 kDa)

3.0 a

a

N oo
o o

(CD63/ B -actin)
o = =
o »m

CD63 protein levels
(6]

o

ADMSC MSC-Exo

1. BERFE R FHRaIMMEREE
A LT BARUBE T RS AN AR AR AS AT 20 5 S Sy i 190 78 55 A0 MUK VR /M IA A s B Western: blot 423
ADMSC i H R JRAMBA CD9 1 CD63 ik (n=3) . a i P<0.001,5 ADMSC I3,

Figure 1. Identification of adipose derived mesenchymal stem cell exosomes

2.2 DERFHMMEEZ H,0, RIBFXEBEFN
RERBHYE

O IE R 2T 4 40 il 22 H,0, (100 wmol/L) 4k 3t
24 h W AEAN AN L, FIFH RT-qPCR  Western blot
ELISA 75 V5K B WA G5 1 ATG16L1 Fl ATGT |
NLRP3 RAE/MA A 2 40 HE I F TL-18 F1 1L-18 fY
Fik, SRR, 5XHEA ML, H,0, A BEL {1
A ATGI6LL ) mRNA F1EE (#3540 s b
41% F150% (] P<0.001) ; ATG7 4 mRNA FI#E
FEIR B 419% F1 45% (¥ P<0.001) . NLRP3
1) mRNA FIE 1235 70 il o2 % BRZH 119 1. 87 A% F1
2.65 %5 (¥ P<0.001) ., #4EHF IL-1B #Y mRNA
FEIRFN EIE KX B Y 2. 09 f5 A1 2. 14 %

(¥ P<0.001) ; IL-18 AY mRNA %3k H1 | ¥ K F 2
SR BEZE 4 1. 87 450 1. 92 4% (44 P<0. 001) , 41
AN I AT 4 40 L 22 H,0, TR A WK E AR
NLRP3 #HE /MBI , RAE K F 433 n, k4= A
WD HEFT NLRP3 ARAE /IMATE P (%) S A | S E K
B 2)
2.3 BERA MSC-Exo 837 MI f5 0B B £ 4 40 A B
BEFA NLRP3 s fE /MR F 1

T HEBR AL AN Exo MUTER , FRATESE BLLF
9 21 g Zb WA A ( fibroblast exosomes, MEF-Exo) 4 [
PEXTRR 251K BRRER B0 Ik i 1% S iV MI sl e
B FARJE Y H AR R # K IES 200 pg A FEER
7K .MEF-Exo MSC-Exo, 5K 1 1K, ELH41 4 &, 4
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Tt T4 b 5 43 B S0 46 o0 T G £F 4 4N B, A RT-
qPCR Western blot il B Wi AH G H H ATG16L1 #11
ATG7 LA K NLRP3 RAE/MERIFRIE, d5RER, 5
HoAb A ZH AR L, B D7 MSC-Exo T T4 [ W AH DG 26 1

ATG16L1 ATG7 #J mRNA Fl1%E (H # A K F1 B %
B, 1 NLRP3 [ mRNA FIEE (4 #557K P14 8 %
I, R BIIEINT MSC-Exo BEAEYKSE MI Ji5 /0o IE LT 4E 4
JitL A WD RE AT NLRP3 SE/IMATE M A (1 3)

A S B S cS
% 25 % 3.0 % 3.0 a
520 s 2% g 29
5@ 15 a 382.0 a 5920
<5 <E15 ST 15
g 10 Z31.0 £Z10
Eso05 E%0s E%0s
2 0 2 0 = 0
% Control H,0, % Control H,O, % Control H,0,
o o o - :
ATG16L1 — ATG7 . NLRP3 = .
5 T i B -actin
-actin  SREsE R e -actin (42kDa) T T
(42 kDa) | *n e— (42 kDa) ==
[7) “ L.
D —~ a
£330 2 30 825
£ §25 8525 8% 20
[0] ©
$=20 a _%zz.o a 53 15
a5 1.5 =15 o >
— © =N o 1.0
—1.0 21 1.0 ot
©O6 ~ e o 5 0.5
—FE 05 < 05 a0
2% =7 o 3< o
< Control H,0, Control H,0, z Control H,0,
D E
a
< =30 a g 350 a ® 3.0 a g 350
Zd25 5 5300 Sos S ~ 300
EB20 g 2250 €520 8% 250
— w £
2515 5 < 200 0515 5 5 200
§$10 © 2150 .5(7,10 »n P 150
ee’ 27100 S8 S =1 100
£05 37 s0 x 505 S s0
® 0 0 ® 0 0

Control  H,0, Control H,0,

Control H,0, Control  H,0,

2. DERAHEMNLE H,0, B EBEMIAERE NN (n=20)

A 2 RT-qPCR Fl Western blot 43 3# 0 ATG16L1 ) mRNA FIZE [ AAHX] 235 ;B iy RT-qPCR 1 Western blot 53 BI4: ATG7 1) mRNA Al
E BRI F35H ;C ) RT-qPCR Fll Western blot 2334 NLRP3 f) mRNA FIZE (1 fAHXF 354 ;D 4 RT-qPCR FI ELISA 435146
4 TL-18 mRNA AXF kB L3 [L-18 /K5 E S RT-qPCR Al ELISA 43 BRI 2 1L-18 mRNA A 35 8 A L3 1L-18 /K-,

a J}j P<0.001 , 5% B L&,
Figure 2. Detection of autophagy and inflammatory phenotypes in cardiac fibroblasts treated with H,0,(n=20)

2.4 HERA MSC-Exo %I MI J5 & ik )R bz

WA K B0 I B ZF 4 20 i A i 3, R A RT-
qPCR F1 ELISA J5 A6 I fie 48 4 i X 5~ 1L-1B 1 IL-
18 1) mRNA FIKFIAKF-, G5 R oR 5 H A& 4140
e, Bg Wi MSC-Exo T Fi41 40 fg 1L-18 1 1L-18 #Y
mRNA KB/ 2 FEA, (Rl I 1L-18 1 IL-18
7K i 2 Dl AT, R WA I MSC-Exo BEAE A M1
Je O JE BT - 2B TL-18 1 TL-18 Y43 , 31l 48 S
RBL(E4)
2.5 BERA MSC-Exo M MI [FiALEF 41k

T RO I B ET 4 2 i 8 Western blot 722 K6 I £F

“Efk #  FE H Collagen 1 F1 Collagen I #4) 3 ik
(I 5A 5B) , KEULEHLUR B Y] J 248 Masson 4%
ORI LA e e (18 5C) . 4R, 53
45 4 AH EL , BE W7 MSC-Exo 7l 20 £F 4k fk A1 56 2
F Collagen 1 F1 Collagen Ill {85 FH 2 357K F- 34 . 3%
R, Masson 46 {2 7, i i MSC-Exo T T 4H 0>
LA AL 12 0 35 IR T AL A 4, Bk g )k
W1, BRI MSC-Exo BE®% F i A Wi /K-F- | T % NLRP3
W, D JRE R T IL-18 R IL-18 (9 43 0, Wl A
HRAE BN, FEM AN H] MI 5.0 WLEF4Ef
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PV e sa e e a a i
6872KkDa) i (80 kDa) (118 kDa)
B -actin % B A SRR SR B -actin B -actin =
(4okDa) TEEE T WD T (42 KDa) | "o S — — (42 kDa)
S 5 S
$#.~3.0 a w 25 a #— 25
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854 oR 10 g2 1.0
541.0 56 oo -
Qg 05 EE 0.5 o%é 05
Y . ~N2
2< 0-§ e o=3 2= 0-§
o 3 ~\\Q® (o'\-o (<;\-0 < = ‘\\(\QJ ({/"ro Q/-\-o 2' 3 \\QQ' (o'\-o (<;\-o
K ¥ K & &K & K&
¥\ @ NI NI
@ \x \x @ \x \x @ \X \x
S S AN

® 3. BgHAF MSC-Exo X MI J5/0:Af B £ 4 40 s B & #0 NLRP3 i/ MEBIER (n=10)

A 2} RT-qPCR Fll Western blot 4375l ATG16L1 ] mRNA F2E [ FAH X

HE M ik ;C i RT-qPCR Fl Western blot 23541 NLRP3 ()

Figure 3. Effects of adipose derived mesenchymal

| ik ;B F RT-qPCR 1 Western blot 43 A4 ATG7 (1) mRNA Al
mRNA FIE HAHXSRIB R . a2 P<0.001, 5HA =4 lLHK

stem cell exosomes on autophagy and NLRP3

inflammasome of cardiac fibroblast after myocardial infarction(n=10)

@
=}

Relative mMRNA >
expression of IL-13

o = = NN

o o w»no w»

4. FERA MSC-Exo ¥t MI f5 IL-1

B 0350

<Z):33.0— gl_\

25 5

2% 1.5 9®

S81.0F oL

T Rosr 3
0

B 0 IL-18 53 i BIS2ME (n=10)

A} RT-qPCR 1 ELISA 235 20 g 1L-18 mRNA ik ALY 1L-18 7K F ;B 2 RT-qPCR il ELISA 435146 )
4 11-18 mRNA FEiEFIATE 1L-18 /K-, a A P<0.001, 5 HAh =41 Fhds,

Figure 4. Effects of adipose derived mesenchymal stem cell exosomes on IL-1f3 and IL-18 secretion

after myocardial infarction(n=10)
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Figure 5. Myocardial fibrosis testing(n=10)
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Table 2. Effects of MSC-Exo on cardiac structure and function after MI(n=10)
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