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Regulatory role of mesenchymal stem cells in inflammation and
application prospects in heart failure

HAN Xue'?, GUO Yong-zhen®, PENG Lu?, TAO Ling*, XU Xiao-ming®, XIA Yun-long*, YAN Wen-jun'?
(1. Xi’an Medical College, Xi’an 710068, Shaanxi, China; 2. Department of Cardiovascular Medicine, First
Affiliated Hospital, Air Force Medical University, Xi’an 710032, Shaanxi, China)

Abstract: The incidence of heart failure in our country continues to rise, with a high and persistent
mortality rate. Patients with heart failure have a constant low-level inflammation in the heart, but
currently there is no intervention strategy specifically targeting cardiac inflammation. Mesenchymal
stromal cells (MSCs), owing to their anti-inflammatory and immune modulatory properties, possess the
capability to regulate both innate immunity (comprising of macrophages, neutrophils, natural killer cells
and dendritic cells, etc.) and adaptive immunity (encompassing T lymphocytes and B lymphocytes) via
diverse signaling pathways. This regulation plays a pivotal role in preserving immune homeostasis and
potentially enhancing the structure and function of compromised hearts, thus highlighting the promising
clinical applications of MSCs in treating a wide range of inflammatory ailments. Numerous clinical
studies have shown that MSCs therapy can regulate cardiac inflammation, effectively reverse ventricular
remodeling and improve cardiac function in patients with heart failure, and MSCs therapy is expected to

change the current treatment status of heart failure.
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O MR B e AR 3R L R B R A R A
R RE L, T I N S . 0 1 U (heart
failure, HF ) S22 FfLOEBR AR B . et 2
6 430 J7 HF 3, HTiit 2012 ~ 2030 4E /6] HF &%
FIEINAT 1A%, SR, HE B936Y7 B AT AR —AN I
PRAMERS 763 KWL AR, P B2 S T4 A
g 5 ke, Horp, Uy r A R i R 2
By, R EFMEIR BT R T B A2, T4
JUPF S 3 Ak T A0 Y 22 oAk L S BE L 54 i
LRk ZE BRI e R AL LI MBS E N, R
HF MR ERE TR . (AR T aiuftang
J7 0 1l E R R AR (2022) ) ELLEHITS
H AR T 40 A 167 HE 224 n 170, BBME
AT R B Y HF R | 0 shifit i B0
TIger,

1 HF AT IR

H i HF MRYT T EA R, s p- LR E 2
PRBELA ) L B 2= - 10078 B 5K R R G il 57 (ACEI 5
ARB) | M55 % 7 2% 52 04 i e JOA il 410 1 5510 CARNID) |
7 B R 2 RFE PR (MRA) P, L4k 5t 6
B, GRS 2B a 3 1 2(SGLT2) i  7E HF
BT R EEEAERY, HAT, B4 ARNI,
B ZARBH 7). MRA Kz SGLT2 11 3 ] LA R £
HIRFERAME B RO (RS D LU 5, B, 475
T 31k HF I6I7 5 i

A Y I R B 25 R, i i P Bk AR Sl P
HF 85 .0 WA SRR RS IR BE S0, HLI 1M
SRR HE 508 2 R 40 i R 17K F- T = A
X%, PR R GiAE HF &Ll vhn] fig oA B2
YEF®, 78 HF dFREh, SE R0 RGN S 802
4 A PR - R £ PR B4 2K ST 18, 28 7 38 o
B 20T T 4 M Sl 40 S s 0 , S B0 1k
FEFF 5 R A = IR RE R AG . JET, 7EE R
% 20 M 7 1T I PR BT BIF 9% L 48 5 CCL2-CCR2 {5
STl R T P AR R A A A 2 B ot e R I e
HF (VAT UL Sh T oe uE 52, AE Bkl Ak st
ML, i i /N7 CCR2 45415 Bt CCR2
BT BT SE Z A0 A A 4 SAAX AH LR T A
YA HFY 7836 Rk SeRE 5 T, e R AR 9T B 226
E CD4+ T 4l ({045 CD4+ THI 40Jif) . Bhfiesdeim
() Tregs 4001 B ZHAE LA F2 CXCR3-CXCLY/CXL10
S R et AR Bl HE B P EIR YT AN
H AT, —30 T /103996 ARAH 52 1 76 PEAR BRI 53 R 2
AL (BT CD20) T4 4E B 40N T 20k ST Beda &

TG WURESE R B3R P RICR Y,

PR, Anfer A A5 s I e R L H I S SRR
J7 HF B0 1o~ 2 i PRH B 58 R A e
P DIRE, 785G R e ladE I S 28 4 ol o i
PERAEANMIA T JAE I, H AT, BB P JAE
I B RS PR AR Y 7 AR

2 [EFERT4HBER SRE IS A R ALH

T e —F R fe i, BA AR T A2
] oA R, 7E— 2 S R e A e H A
AEFIIRERVANML . — MR UL, 20 =5 IR

5 41 Jifd (embryonic stem cells, ESCs) . 5 £ HE

2 fifd (induced pluripotent stem cells, iPSC) Fl il & +
A0 H . 18] 7T 5+ 40 AL ( mesenchymal stromal cells,
MSCs) J& — PR IR T rp IR 2 19 2 B8 B R T 20 e, w]
SIS Z R AR RY, BAA A RS A EE T, )
AR T EHE. IRTAHSRF HE0h . MSCs &
BLIE AT 55 43 WA IR T G A A 30 O A, B
LAY HF B RO ThRe. Horb, B e 78 5140
Jitd (bone mesenchymal stem cells, BMSCs) i i1 5% 43
Wo . PUR K APEV NI DIEE, WA A A0 LR >k
RABNESZANE I ; B i 18] 78 51 1 41 Ffd (adipose-derived
mesenchymal stem cells, ADSCs) RJ 43 WA 1148 A= hY
(K7 (4n VEGF il PDGF) >E A # 1L % 25 5. Hi
T A A AN b e G S T PR B 12 a0 I )
BER &2 5 i (8] 38 5 T 40 M (umbilical cord mesench-
ymal stem cells, UC-MSCs) A Lt H: & JS 7 (1% 4 it 53
I Re TR, FRMELL B 5340 A0 LR M, (B2 AT
DAL 0] T 20060, B 40 B A0 NK 40 i3 5 L e 5%
53 WA S5 DI RETE HF Hh & 48 4E U, T ADSCs 5
BMSCs A LA B3 58 1) S 9 I8 15 Dy g, B UM Jr
i, & T34, & B A g I g esy , &
Tk, MSCs B EA f e HEFR AR . JoB0R KU 1L
K, [ S LT R A T DI RE, BN AR 2 FhE
JIRIT I Ar 2 . WL LREAE (myocardial infarction,
MD U PRI 8 2R G AR B A B 0N
(graft versus host disease, GVHD) il 5¢ %' &9 55 952
5o AT, MSCs Ay G I8 15 D) RE Bk 57 31 S 0L,
MSCs TEIRTT SRAE MR I 5T HhOLH) iz .

W 0E 58, 7E RF 28 5 KO R E WA B8
MSCs AJ D3 i A2 M 26 R AR RN R P S (an i
WEVEANA ., R, 3SR A SR
JE . T R EL AT B bk B 44 ) SRk &R S e s,
AT RELUBIT 6 928 B o7 AR BB U (1T 1) o
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Macrophages
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PGE2 HO-1
TGF-B PGE2
PGE2 TSG-6 ICAM-1/LFA-1 /\ :
DO PD-1/PD-L1 Activated

@ —_ O T cells
TGE-p

N NK cels MSCs  ILI0 Teells

IL-6.
Tregs

Neutrophils

Apoptosis
B 1 MSCs # K 424 A Z AU

2.1 MSCs *+ B v 2m J AR AL | B BAR 3t 20 2245 A
HRews B BRI SR A R R LA
Hif, X TR A SUOAMR e S AL B E 5
KB, BEVEH ARG SR, 7T a1 ak
M1 5 M2 A, Hoh M1 RS 41 i 38 58 53
£33 TNF-a Ml IL-1B 7E 9 1 2 R0 22 K+, I it
SERE LIV« A0 40 B R Mg A e, e Ak B AR 1 e
FR; i M2 Y B g4 i T L4336 IL-10, TGF-B 45
Y R T, PRI R AR PR RN, (R AU A
FIAE A %, AR SE G AZ .

PUA RS 2 B MSCs R LAY 5 I 20 A A
b, FWEVE R A U Z DiRE . FES I WL
I A 2 1R K P SAE TR B T, MSCs il it 55 43 1k
WAL B PGE2, TGF-B, TSG-6 % Al % 1 K+, ¢
o8 PRAZ AN M BTG AL IR 41 9 Y ML 7R 5 4 B £ A
Prge M2 R I 20 N B9 2 B MSCs R U5 (1)
T2 430 (MSC-apoV) [l HE B A FR AR, sk,
MSCs 5 M1 BIE W 4 i #2 fh 5, & B A &
CD54 B)7K -, T3S 58 MSCs XF T 41 Jitg 38 5 f) 31
H/E o 76 LPS 753 1Y e 8 0 A A8 v, MSCs AT 3
1430 TGF-B {4 46 B (5 W 4 g 1) M2 A% Ak, I3
LG Akt/FoxO1 38 B2 w55 B 05 40 it Y 5 5 i
I 2R RAE S NN, BN E LA, AR IESE A
AEERFET 1 MSCs HA B WG4 M 75 W e 1 10 1R
R, Sl e e S I AE TR YT R . Ik, FER R
ARZS T, MSCs 7] 43 W B I 48 it 4 3 252 8 1k I3+
CCL2. CCLA, 475 . W 20 . 1) S 4 R L gk 200 i 3¢ 78
P, ARSEDAUEE 1 RS A AT A
S8R W], 75 HF A b g 5 MSCs 7 W 3 3 mig &2
TR I A0 O LA A3 R 3 A S 4 AR R0 LB

5o L5 LR, MSCs ] 3 A8 I B 20 i Ay 2 F
Ite, FERTE A OV | AR HELl VA 5B T T &
FEOCHAER]
2.2 MSCs &t ¥ b 4 2 B %, 9% B 42 AF 64 % ok
TR 4 L 1 BT A S A 1Y) 2 — TE B 2k, —
FERYL 5 24 h IR B SEAEIGAE, I vT 8 2 B R 4
FLPR | B A Wi D A R s M 4 R 75
i} (neutrophil extracellular traps, NET) #4754 4 Fl
AR, ERER G R EEZEEM. A
J&, NET fyIhBEJe — 40 J) &, HE IR PR,
1M NET ()57 % FUR S A 2 i . BeAh, 161k iy
Pk A0 B 2 e A R B Y BT B TS 1 4R (reactive
oxygen species, ROS) fIHE A M 1 (0,), AT
PAE I A FRFEEO

5T FE B, MSCs 1 38 o 18 42 o P4 41 g
TEALfE SR AUE ST . Horb, 78 LPS 7553 19 2 Mk it
73 (acute lung injury, ALI) 1, MSCs IR A X415 3%
I 38 2 375 S v PR R A0 I R T B B Az 5 Sl A
A1, Jf H MSCs 73 W Y TL-6 LA AR A% v 55 38 2
STAT-3 R A ATL Tl A3 280000 il w P 4 e %) 4 71
TR MU = A, AN 2450 LA WA E F Ak 1L
PECOL I Ah K A v R 40 IR 2 0 FE R RE
MSCs 1, R yaf /0353 Hh A r 20 B e DA T e 5%
i 1o BEIO  BFSEAE S, IFN-y F TNF-o T 40 3 ()
MSCs A 51 KT R Mz Ml gt 11, #eH Tk
I7 45 A RAE MR o 7E AR S e BB v, Ak B A
MSCs AJ LA 2800 il v 40 i A 322 10 DA T D 4
JiE P58 LPS iS40 AL AL, MSCs AbF AT
St P 200 R 1) A I R S DA T B A I R 4
B2 55 — TR SE 6, MSCs i Al i |5 CD24
IR, BTG A8 A 0 B e AR Ry e e AL, DTG
U5 Hok fe %, > ROS 72 4: . NADPH A fk
FIIURL B 7300, S 2R E AL PR P,
23 MSCs B KA (NK 286 ) 357 &
e Fo ek tm B A e R %o NK 4= e KA
Y58 22 5 v ) A0 R PR AR T A, T 3 A A0
PR 2 1A (NKG2D, KIR %5 ) K 0 FF 5% 569 5 =k 98 40
JP4, T MSCs ] DL i 8 5 NK 40 AE 8 5 | 36
AR i 20 5 P % NK 40 M D) BE 2 44508 5 1
. Z3HF5E 3, MSCs RIHITE 1 NK 4
B, I H MSCs i fig 1 32 Z Bk Fi5 5% NK 4
JHL 3% Ak A0 LR, R 5 A I, MSCs AN AT LA s iok
A3 IBNGIVERE 2,3 WU (IDO) . PGE2 il IL-2 /%
T NK 20 i34 58, 34 B NK 20 i 5 2 s 2>
FCRECAAE -, AT R4 KT, Ak, MSCs
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LS AR i Y A 5 T TL-12/10-18 il 3 /9 NK
2 735 TFN-y B RE 7, 36 T2 i 453 403 3B 0o Xof Je
YL B ARE F7 . I S B R L, i
FH 5T FI, MSCs AT LA S 2L FUBURLEE . LA
NK 41l 2 T8 32 1 1 2% 15 1 B AR NK 40 i 19 35
MSCs I8 AT DA 3 4330 AT i P R R i NK 4R
L R
2.4 MSCs *f Tregs %8 ftL &L & T 48 fe 38 74 49 %5
v T 2 LRI R M S T ) A, T A E
TR BAR N AMEPLR, 25 40 G AR G, P
PN P R G RINLE, TR AP DR S 2 S e i
MR . ARYE T 4% CD4 F1 CD8 & H MY
FEIK, AT HA MR TR A#E, 3254 DCD4" T 41
JiL, AFR A B T A, AR S 0 B A R TR
[F], A ik —25 43>8 Thi 400, Th2 4. Th17 40
F1 Tregs 41 I8 5% ; @QCDS8" T 4l Jifg, WL FR Sk 41 Jitg 7 P
T 200, BRI T 20 R A o i AR R e sl
DRAS TP G TR0 A €, SE[RI A SR Y S O
P

CD4" T 2y 3= ZER 51 i T 42 2 40 Y (antigen-
presenting cell, APC) £ £ 4 kT, 51 T 40
H S AL Ao Ak, AT E 2h B 40 i R e A ol
CD8" T 41 i B ikt 27 L 2% R B0k Bt 45 O X175 5 4 it
TP AR EE R . T CD4' T 13 T b S8k
SAE RN SN E R B S e . 2 IR R
A, —J7 i, MSCs A i 55 70 Whigs 42 B0 T 40
JLA G Ak S5 3 5, o H R AR BT VA M S A R
W IDO. Il 2T Z hin % i -1(HO-1), PGE2P" | IL-101*
85 DL R 3k 40 i e) 422 ik ) 5 =X, 40 ICAM-1/LFA-
121, PD-1/PD-L1P A B AR FHE A T 40 A A5 1k
5 HA%E ; 55— 5T, MSCs 1] i i P55 Tregs 400 &
FEAR SR FH, Tregs 408 & — 25 B A S 240 i
(4 T A0SR, X ML AR 19 B 328 o vy e 3] 47 1 081 1)
YEH . MSCs 7] Lhidi it 433 TGF-BPY. IL-107%) fi ik
Tregs UM F=H: FISE4E, ]l 13 Notch 15 518 i
BTG Toll BE 32 KA JE Tregs 40 g 43 fL B3, 55 4b,
MSCs A L2 fiE 48 %1 Th17 20 M35 Ak Fnde4k, 76
RAEMIREE T, MSCs i 1 #4 1k 1 3Z & 6(CCR6)
ELIEZREE Th17 40080 L, JR42 3 Th17 40851 H
Tregs Afifl. MSCs B A SMMALL & 1Y MicroRNA
HITPE] Th17 053 ARREARAR R K () 2Rk, #Eim L
W Stat-3 IAESE Tregs A 430, HE—240H] A
By RN T ARG L 5358 . MSCs MU L&
FEE SRR, AP T8 MSCs 78 2 4E X
o A A AR AE BT A — BB A 5T B, MSC

B 8 T 3 0 (MSC-apoV) 7F R AE PE 517 98 . GVHD
FREEIE AIG Y7 7 1 BT B A S e il 7 2
MSC-apoVs I 3 izf 71| 0 {1 7 A I 2% T 48
Ji 4 5 Ak, ol 2 A A o TL-2 B TR T 40 7
PR 22 TR, MSCs AJ 3 ot 76 Ak Tregs 4 il . 1)
il T 240 7 A5 21 S Ze T il VR

3 MSCs i##% HF ® RS SCIIER

25 LR, MR EE T RIEASERT, MSCs 7] LI
RS A BT (R4 S il o . AR 4b
WA AR T | R MA R AR AR K b S
SN 4 B g R AR I M B e S 02 BT TR AR
AT LI HF &4 KBS RIEE N % Y)H C,
HF 9 ML 80 1272, i 0o JULAH RN 4T 4 40 fifg
e — R B2 R 4 L A ¥, 0 TNF-a, IL-6, IL-1B
S TG 5 R A g8 R Ny M e g, e i
HF™), HT, G R ATHF5E B 201E52, MSCs AU R 4
PELE HF (367t B R HEZAEH . MLE, O
YU ) R AE TR & T RAERIK S, - — 2 fin &
HAH, iR FRRA SO E AR ERHHF,
R B, 25 MI R ERO L N TEST MSCs AR 1951k
5, SR 2 BURAE IRk L 45, 38 5 =
Foxo3 {fifb it — e i Tregs 40 it 43 AL Va2 00 A
i S, 175 5 T P 40 60 T R A i B R
P AL, 2GR BB Z 0N, B O NEDRE AL
B A, B R ARG B MI BT rh S O
JI58 240 JL <2 2 2 A7 50 Ik JRy B 3 3% MISCs K il A ik
A, AT S S i aE M JE 2 XA A A0 | SR e AR
B, ARGE B DEER . BB LY. LR R
B MSCs A U5 A1 WA A A A2 500 L 0 v %) B 4% 4
L, B RN A & A I R A AN A
& ML A EUE B M E BN EL, o Eq 1)
TTNSE MBS I 4, IF 2 S 4ue L et
o 1E MI6 dJ&, MSCs IR /MBIARIG 741 CCR2"
e L A4 L ) i R A i I oD, B
WESE CCR2TELMEZR MY £ B2 5 HF B A DR E
SHALL D R AL 2 IR AH G 75 MI30 d J5, 1RyT 4
CD73"EWE4n e xf BELH 380, 260 MSCs S iF AN
PRAR T A 20 RS 554 0B 5.0 LA 8L, ik
A A2 B SO IUE R

Pk BLC L (DCM) J& 23R UL L A4 454
MIEESEH . HLL HF S EZRMA AR, H AT,
DCM ¥ il = ARG IT K lg . 76 DCM 1195 g 12 2
A2 A0 LA RS & ROE, S B R T Thi,
Th17 48 g A1 H A 43 W IFN-y A1 TNF-a 25 48 5 A+
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(R A R iR . BRAEBIFOY R B, 2 ki MSCs
B35 DCM K BRI Tregs 40 AT 4 HE T1,
FFAMEI AL A Thl F1 Th17 40, FZ 0080 L4
R e 1M [T 4 P

4 MSCs j&f7 HF ROllGRASR

TE G PRIR I o, MSCs 18 & 7l 3 12 41 & 8 ik b
T TS I R IR 2 K P i 0 L T AR
Fhor kit . BAT, IG AR 2 20E ] MSCs #41
1RYT HF W% 2 R 2tk . MSC-HF {45
SETEPFAE BEAS A AR K 22 B8 e A 7 ) — T — 4 |
O FHL BUE R IRBEST . B E 4 B LA
2:1 1Y LA BE ML 43 B 2200 LIPS 7 3 MSCs 41 852 8L
R, 6 A~ H Bl 45 R 2, MSCs 41 85 1 P39 722
N N i Ry AN 1 SR E = X TR = I L& N
OV R 38 1 2 s, ELOCT X BB W4 ]
Lo B EP SRR R 2L OGP IR O WU R L 22
Sto FNIEZEA L, MSCs 4L # 1 NYHA 434, 6 7
PP ATIEES | Kansas /U UL 7] 45 55 46 A 15 1 35 ok
o DAV AA T & 2R . AW 4 4745
T 2020 45 Hr, Hod MSCs 21 /5 R 11 B R AN
A AF R L RS A 3 22 5%, H LGSO A E
SRV U YU

DREAM-HF J&— i 3 ], EPFrZL 0, BEL.
WOH BT AR XS BRI R 5, 78 NYHA T 5 4%
HFrEF #YEBE AT, 225 h 1k E R H MSCs
1YY HFEF MG R K . Z iR EAl T 565 i 42
ZAE M S SIAYT I HEIEF S, 45T SR 6] 78 i
1A 21 il (mesenchymal precursor cells, MPCs) Z2.0 N
R SHG YT SR TR X IR AL B, SR AR 12 ARy
Mg, AL R B8, MPCs VAT 24H 3R 3% HFrEF
BENE LR ARSI AR LA D
& KA I = O B R AR, I A AL E
G REMA BT TC B . (HR7E RS C [
HH = 2 mg/L BRAE B FH H, MPCs JRI7 41L& 1)
AU ZE SIS BN, I H MPCs 367 MI 545
RS A T 58% ., EiR&E /R MPCs 1l fEfEJR)
RN 4 B K BT R A G B AT AR Y, 135 R TRk
BREAS, D/ R KT SORE BB IR BOEE ML, JEE05E
PEACRLO M FET 1) K A

POSEIDON-DCM & —3i T /11 #AREALXT HE I PR
R, Z LAl T ARSI DCM 1Y B E 2 4
O N B E S MSCs J5 D IEDNRE . FF 1T I 12
HBWE, ARG R R, SEELHIL, #%
MSCs 697 J5 ML AR &4 TNF-o 7687 6 S H T

K, 220 B 5 A 5T RE . NYHA 439 LA Kot )13
vy A T (Rl 2 I e

CONCERT-HF /&5 — i Z | FHL, BH .
TR B T RS, LI AT 125 i)
NYHA 53¢ 0 /M HE B35, BEFL A 240 PR
4T MSCs BX A c-kit BH 0 Ik 41 B (CPC) | H it
MSCs, Bl CPC s &Rl . Mty 12 A, 5%
REFI LA L, B0k i B MSCs Hil MSCs+CPC Hl i [
I8 T HF (ERBE R, Jf B W& ol 7AW i, AR
LR E 22D BT IR KN, 6 35
A7 B R FE AU R T 22 L,

K [EH T 2016 4555 — YR F i bk 13 5 MSCs 1)
7 R GEAT T 30 1 -A WG RIS, A3 LVEF <
40% . FEI% = 18 % . NYHA 432 I/ 2% g vk aE
e O LR BB A AR 9E 95 [, 45 SR B MSCs
1RIT 90 d J5, IRYT AU NYHA 7328 SRR A
EOE, T IR TC B AR, D AMEAR TR A AT
IR, MSCs # ik i vE i 30 d P9 NK 20 i 550 % 47
WD, I HONK 20 B 5 A = S Bz A 2
PRIE E R HESE &, B NK 40 s/ iR 5 90 d
LVEF M0 W RE BE A O . k25 Rtk — B4R /R 1
HF [ MSCs 2 815 R R AL Y B 2 v
o3 — B[] A >R FH i Dk i 1 MISCs ) RIMECARD
RE, 78 3 H L 6 A 112 4 H Y RETT  & B
T MSCs FIRIT A L0 B ST L5048 NYHA 739 LA
J HF A= & [ 500 A 3 B 35 e, A K
Tl RIS F W MSCs 16 HF (K367 7 1l & 15 52
YRR, TSR VE LG R 2 07 Y, Hh a5z
0 WU 230 3 SOAE T 00 B I e e R s, gl
Jije MSCs RHEC RS I 2R A%

5 RE

HF &b UL L™ 5 1.0 I B, Hok B2
Z AR R A SZ I, Forh ST SO YA B VT B
O WA 2B MR TR E R Z —
MSCs 1E—Fpa 2= FiRI7 HF MBIk, HAa
P B8 VRS AT A A, AT LA 1 22 g A
FINE S RE BN, MTTIAT 2R HF &4 R R .

HF FIRAE RV HAHSEW o O IEFE N B T
RETIAE A 20 ML PR, 15 K G e SRR S Iy 8, i e
X1 HE S A S A 2 58 BRIV A A, v 4 e
FIFESE 2 T BUORE/IMA S AL I REAR 4. [AlRFL
I 4y & JE B85 2 S A1 B A% 40 B A v P 400 i 3
NK 40 i B i 2 L 28 FBURE I, 20 B B2 T 40 i Fn
PRI T ANAR AT AL RSG5, ST N 8 HF JF)% .
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o F W, MSCs HA 1 3 APt R EFIE, fEHE T
5D JERE T8 o MSCs AT LA 3E A4 11 26 12 200 i
{143 A R R E A T ) R, el IR A 1) SR
N7, IR SO LA G 32 361405 . % T LR AEFSH,
MSCs ¥ HA W s RN I RE ST o BT LAJE T
A G LE A M P T, A G E W A LA Ak R e
S AN, WETE 5 WA A A VERE 15 1 S Mok i
PAT . R R A R | R AN RE T
NK 23858 . 36 T LR 4 A 23 PE ) 5 A s G Ak
Tregs AN #0H] T A0S 5 S5, DI AERERLIA s
R, Wb A B . UL EFSE R MSCs
FLA R e SOw ek HF I .

Il PR AT B 5% © Z830F 52, MSCs 7] LA #1233 F
WA AR AL | 5 S MBI T L R 3E Tregs ZH i
T Ak DL K3 A2 48 %9 Thl, Th17 40 j 25 #1576
HF 4% RRE I, $E2% HF e . (EE 3R BL,
K MSCs 1677 HF 1l R I 25 R 4R RS an A
. 7EIE R DREAM-HF H1, MSCs 697 BRIt
Kes HFrEF B R EAOT MR LR | AEBBtEkR
REEVE HE . LUK KA v i E RO H Y
KA, IF B A D B AR DR A BT TG B 5
M, HJRAE R C VR 1 = 2 mg/L i RAE B
O IR W ko, M K 2 v iy XU 0 i 2 e
e DA Lmge gl fik— 0428 MSCs 7E HF IR YT
Hh, AL AT BB LA I S AE 4 O 32, 3X R e B2
WAL T B . BRI ARSI 84 5256 K
PRIRE AR EUAS T i 2 U, (HIRMR e Z B
BRI, Hein MSCs 7EIRYT NG et R B iR A 215
A R 565 3840 I R 96 UF SE B M MSCs 135031
AYI, BRI S B R, (BATSREAS TR AT .
X AT B T MSCs B ML G P B A HLR 5 ke A= 1
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