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Research progress of mesenchymal stem cells treating inflammatory cardiomyopathy
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Abstract: Inflammatory cardiomyopathy usually has a progressive course, conventional therapy can not alert
the pathological process for heart failure, merging for alternative interventional strategies is necessary. There is
accumulating support for the application of cellular transplantation as a strategy to improve myocardial function,
Mesenchymal stem cells (MSCs) have the advantage over other stem cells that they possess immunomodulatory
features, making them attractive candidates for the treatment of inflammatory cardiomyopathy. This paper gives
an overview about how inflammation triggers the functionality of MSCs and how it induces cardiac homing.

Finally, the potential of intravenous application of MSCs by inflammatory cardiomyopathy is discussed.
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AL, XEMSCsIRYriZp B HAT MR L3 . A7 SEBIESE , MSCsid e O UL 1 S5 sl Dicm v A9 5 0%
A ek 8] %4199 25 B3(Coxsackievirus B3, CVB=3)EIL M LALR A A B et O NLR REIR, J8b0 HIL0
iFThRezEaEL", ik, TABA AT REEA e O D RERIME AT, BUERMSCSTEIRYT 2t O L I ey
SIS AR IE K VRN FHMSCs 1 Al AT MR T 4504

1 ERRTHENENFRER

MSCs s&—FE B . BAZm o Ligaen) T40M, 7EARIME IRl B AR, SRR 2T 4E 40 iy
R, RetEmIBRMT A . BRI R A A ik . IR IIFHPERIACD,y . CDy. €Dy CDgyy CDygq.
CDyypon CDypyo SH,. SHy. SHAMF, S TR EFEY, W1CD,. CDy. CD,Y. MSCsEA 4
e R LRI . PN R 4RSI LA PR RE . Quevedo5 7 T A8 1 O WIREZEAR L, 7R 128 J545
[ b S AMSCs TS BIRAEOILN , BFFE L IMSCs 73 0 ILARMEL,  FHPERIAGATA-4 . Nkx2.5F1 o —1
SUNNLBHEE A .

MSCs YO IR RN 3 205 T 0 LA AR . Prerdifb . ey . BT S fe s e me
YEF . MSCsAIi /U LR AERG FE AN | AU AL I ik, (R 4 @ SR g Ry 20 b, il O 3 LAY £F
Hefk . MSCs % BERN AZ BT 2 D F AN A A R A5 R 1 . AR R s, MSCs HLAT Gy
MVERT, TISZMTA00E . BANML . RIZS4ii . ASRAGIAIIAYTIRE . MSCs 5 Rl P SR 40 2R fl 5 BT
BHRET, ANEL (1L-10 ) | FERKRET B (TGF-8 ) | MIWEE2, 345 LEF. midlIRERE,,
X PR HLAT G e R AR o X R LS L O WUBEZE RN LR RIS s, MSCsIR YT 2SR
SR, AT LA A T PR R TR . #EMSCs 5 CVB-3/8 L i HL- 1.0 LA Mg 385 57 10
MSCs /s 1 N FERIBTIA T R, AR — Uk AU . Nagaya S5 BFSE 7%, MSCshJ 43 MA K i 1Y
PRIMETERAF . TN+ A 22038 HF . 8N EARARE T MR T B RS
it . RS RREE RN T -1, XL T2 5 T MSCsia N R 4iisE ik, et WL e s f

2 KEHMEETFIREMSCsiEN

TRy (IFN-vy ) XIMSCsHE L BA TEMMEN . IFN- vy J& d G AL T ™ 28 1Y —Fh fid ¢
B, XMSCsJi sh g i fil i aE 2 6 E . IFN- v 0] B IE/E] TMSCs, (R EB7-H15 T L
JAZEIL, JFEEB7-H1 / PD- 138 B A0 HI TN MG AR5 . Ren S HF9E /R, MSCs ) e 411 i D) BEBR
HIFN- v 2540, &7 N3 = AL —20 R 7 A9 L R JE . MR RSER F o (tumor necrosis
factor—-a , TNF-a ), IL-1o . IL-1B o BRI PHEIEH AT EMSCsRIB G 7 S — A LA
(inducible nitric oxide synthase, iNOS), FAL R TR TR I MSCsil v & 4230, NOW R 3z
AT o R INOS™™ B IFN-y R17™ /N B MSCs, HAR e Ml Th e 2%, SR AR A4 RIMSCs
HIF /N BB AP E BRI, HY PR B HTIFN - v SGNOSHIH 7] fr i hs . Rk, {2R HFXF MSCs
FIEE . R DI RE ) AR AT RenS5 it — 05T o, 0B FfE R -1 Cintracellular
adhesion molecule—1, ICAM-1) FIIML 4 AMEELM73F -1 (vascular cell adhesion molecule—1, VCAM-1)
X MSCs (1) G2 I HA B2 R Y K MSCs ST LR FR, MSCs B FEAICAM=-1HIVCAM-1,
L TANMEM B RE S, FLICAM-1TRIVCAM-13A 15, MSCsH e M ThRE i . R¥EH T
IFN-vy . TNF-a . IL-109PEFER], AIESICAM-1HIVCAM- 10355k R HREE A b ki ol BERHIT i 70
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W, IVHIMSCSEE M o> Fioaeik, ARl Do e, XA B BB 73T X MSCs e IR 1 VEH
T FLXH I ARR BB R I 2067 45 Pl e e I Re 25 ALER i T 0 %

IFN- y MUK MSCs i Sl D RERS 5 EEAE, i B R ST . Brsa b FUmE Mo
IRE KB, FEMSCs 5CVB-3BG Y HL- LO ML ARAERE 3R, vl AR T . U o 2
JBC, BRTTRXFPST AT B TIFN = y PO FTBEET . OhSE " WFFE# M, MSCsTFIFN- v A BE™ENO, J5&HHA
PO . PUMETITRL

3 MSCsHyLALYA EHLHI

MSCs[a].Co LA AL I S — 42 2= i B2, Hoh il TRk R TRl A BLVE T . 5 09 B2 AR 8 A
PN MME AR . SNSRI A E A . REZRNEIRUER], MSCsH] IR RS, Bt
WEZHEABISZINA L, A2 AU R I T AL

MSCsH] £ ik— BRI T, WCXCRAFMCCR2, X FA 170 5 8 B R AT A T -1 «
('stromal cell-derived factor—1 o« , SDF-1«a ) SN A1 ( monocyte chemoattractant protein—1,
MCP-1) 32K, SDF-1 a REMSAEBAA S T30k, fRiF At AZ A4, e .Co U FER R
AU ML, SDF-1 o YRR AT, Abbott S 5T R, RSB KTSDF-1 o
EHZIRCXCRAZE A IR F——AMD3100, MSCsHIHHERN A, RIASDF-1 o AIJEFEMSCs B35k
AL, TR HUEZERICVB=-3F AL T, MCP-1RYZAE FIR, B HISAE S5E AR
MHBCE AR, Belema—Bedada®5 58 R, H O WA ZEAMCP-17 31 CCR2/FROUNTI&
7, HEEAESMSCsIHE R ZHUL ML, HHE5> TFROUNTX TMSCsiM Atk . 44 H B4 MICCR2FE A A
HEPH R . RS B A (WU L F-23K50, RIRE TR #EMSCs#afbAZ R 2k . Shids!™
oM, MR FErRMER, mT_LIECXCRATEN AN A A 2 ik, HE3EMSCs[ISDF-1 o 4
fbo Croitoru-LamouryZ W], TNF-« . TFN-vy | IFN- B ¥l ma bR FFMSCsHa L2 R 1k o
LSRR, MSCsIH A Z B SURKH T4 B AR B A AR A

MSCsRIKMF 25T, WEGER | EHERESH T HEMEHZ . MSCsATREBEE R al, a2,
a3, ad, a5. Bl. B3. B5, KRA50%MANEMSCsFKEBERIREPR4 (very late antigen—4
VLA-4) ", VLA-47EA M VI 50T, FEUEMSCs 5 N B AN A BRI, I VLA-4f h Anbiid,
PRI IR O o BRI 2 A0 - VCAM- 125 G PR, MSCs5 P B2 A0 B 32 Bl b
REH], VLA-4/VCAM-1 ] 15 MSCs 5 N K 40 A EAE ]

MSCs B A FHA B3 FVCAM-1. ICAM-1. ICAM-3. ALCAMFICD,sJifit. Segers Z5!"R5Y WiLix
BEFTNF- o | TL-1 B 3% Ak O UM A P9 Bz A0 FIMSCs, 1] 32 i MSCs 5 P4 B2 4 A B RM 1 . MSCsHEHE i
N FHTNF- o EA5T6E, AT AIERMSCs e A P 1.0 ILZH LA IT S GE g o Xob O LRI A5 P R 20 Bt A T4k
J&i, BOGMSCsIFHVCAM-1 g BEHTARTE TREWT, FTNF- o 5 SO ZEMHE TG . P AEBA i )
MSCsHIREFHE— N B AR R, SOAE LV CAM- 14 HAT T MSCs I R B E

S FMSCs /2 W] 38 23 P f 2 19 B AT 22 /0 o 40 T DL i s i AL, A B
PECAM-1/CD;, 73 FHIZRIE, MMSCsEIRNRERBIL T, B MSCsAE M NS sl . 5P K 4 i
(R ZRBRH TR AR AR AR, R HGE AT N R 2 B 5 28 [ MR A 7. Schmidt 3" F AMSCsHIPY
S AMIAE R IMEILRE TR AL, 30 minfGMSCsIEAS LA MU, SRR, 2 ha#E AN AIMZ . iZH5%
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[F) I 7E /N B A O IR B TEMSCs, BRI SEIRROR . MSCsHE A IMAE S, 5% % H 1 1L A5 P B 200 i )
HBLALBE, MSCs 5N AN R A= B He s, SR0E “BA” INEJZE . WO R A8 BB WA A B,
FEHETE30 minJ5 KZI30%AIMSCsEE L N2, 1 hKZY50% 513 N2 )Z . SteingenZ: " HF5E 7R, MSCsHY
ROME. RGBS EZI RS N B AR A G, TR O MR DK A b B I T B

MSCsili it N RS, 5 50 A0 AR BT REHE A B SZ 52, MSCs T 5 U R B BT 4 Jm A
fif72 ( matrix metalloproteinases 2, MMP-2) . BB 4R H A1 ( membrane type 1 MMP, MTI-
MMP) ) | A4 JEE HEHDHIF 1 (tissue inhibitor of metalloproteinase , TIMP-1) . TIMP-2, MMP-2,
MT1-MMP ] (A MR, 2 HEMSCsBEAZAO AL, B HRNASE P FHEA, BERMMP-2, MTI-
MMP ., TIMP-2JE[H, MSCsHYES I F s W B2 BR, MITIMP- 1 NIIER, AT {eEMSCsIiT RS . X284y
RFEW, ARETIMPXMSCsIEFAEAEZE R

4  MSCsH)B#REKR F

M FMSCs HAT IH SRR, # I EMSCs /5 A RO L, S5RElkiE AFLC LN TG, #
JikmTE BIMSCsIH S0 WU ECR BRI, (HIZIR A A ORI, S MSCsfm, Hnlmad i
TRENERENE, TR R A AR B A . SO WISZ R TR OMCP-1, SEAE AL AN A O,
WU LE RAYERON o SR, 3 FBE IR AE VA EHY, LeuschnerZ PO 5E @, 7E0IUREAE £ b i F I
B EORREALBEIERIR, WA WU A AN, AR ERESE O WU o T ARAE MO L £
M, MR RIMSCs A HTR AN, Tk it Z2 AL AN A O, D88 O IR RAE SN, At
Jhk iz FIMSCs B BA O LR R

CVB-3 S8 RAENE O U R, HIE N A RTBARM . BARM . CD," A% Bh TN 52 215 5 e
FRIKN FHMSCs BRI AE S , AT g m sk S AN DI RE , G ENTRETE . AT LA AL AR RE
g1, IS I G AR AL, IR O

SR H 5T 2R R AE MO R MSCs P I L0 ML, AEC WL ZUN R FE G e I8 1 . il L
FRPRT . AR A TE B VE o AR AR ST UE SE A S RO LA MSCs Bl A HOR B 473, PR o]
PEHEEE ZMSCsIT SR B, Al AR O WL PR N AR K2 LS MSCs I 5% 5
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