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Z, B EFRAERRECERACT/ AR, FECIHWEREHEE. AT EWA0FF, AEEL. ¥
HRANMILRAEFE AN ARNXTEWE MU T RE"WART, E20nERRTHRAFARERERF
FUHY, A 86 A A AnversaZ #4174 # & = 0 & T 40 B A 70 FUBN AR, A SC LB T 0 i & T 48 A A2 31X 3 KU o
MERBER, RETHROERMDE THARNARER, FXESEHARTAHTRE, UEEMAAXCMLE

2 g A G o A B S AT R A R 5

KEEIR R T A, R T @, THEBEE ARTE, F4

H 1 78 ML 0 7 56 0 R BB AT, 2265% LA
L NBER A B AL, AR o A P AT Y A
JE M. O WUFE(myocardial infarction, MI)J5 G140
JH R 5 HAS o] 308 (P SR R4k 1T R T B o ) 5 v 1Y) B
FFE R, FEAA O BFH I 110077, SFIRTH
40%, HJEOFBH VST H 5IA50%.

HATHIZ9M) e NFIEEE 16T T Bt — e R
R O U BE R AR, P AR TR, EA 2 A
P RAIRIE O, RARIESZ O v (1) R AR R . OIS
TR 2R IO 3 FB A B — I B, (H PRI RS = A
Rel Tz TR, DAL, GO i gy TR VR IT T B
T2 M B A TV R AR e kO B R S I A A, PR AP
O LA IR AF TS 55 2 B4 A2 i 2 vl O IE I Th eV &,

LR 0 J1 S8R A R Sy T BB — P
PEFEE 42 & Piero  Anversal30%2 fe 18 SCHIESE
BRI, MR AL T T <O T 0 A
LA A I RS AT S, K C 2B I 194 (0 fil
PR TANRIAITHE B T KR, A RN XA
TR Lo EL R B, AR BRE T T 2 AR I R
F 1A B Wl % K (Oransky 1, Marcus A. Harvard and
the Brigham call for more than 30 retractions of cardiac
stem cell research. STAT https://www.statnews.com/
2018/10/14/harvard-brigham-retractions-stem-cell/
2018). c-kit 4 74k O LA B 75 2 i, AR
R FTA 20 A o I ) SCR S 2 T2 F
A O M SR AT AT T2 ARSI I [ B R A
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IR L I AE T4 AR O B AR R S T B DLIR 5 R 2R

oA L6 T2 M O T Ut e, A B2 T LAERTR H A%
SURIIBEFETT 18, N5 Ja AT PR LV E 225, it
AR RO .

LD ET AR A4

KHILLK, PRS2 A— B N O 2 AN AR 7
ARE I RARIIER B2 —. 7E20HE20904EA0°K, Anversa
[ BATF U5k 0% a4 g 382, B 2 (1 A2, AT
OER— A DL EH S E. 20034F, Anversald]
AP TR MRS K B Co JUE P 20 B HE — SRR IA TR 2 R W
c-kit, THANFRIA HADE AR B0 T4 M3, X R0
B BT, w2 1 g e, RN RS Re
Sy A g LR B . I A T 0 LA B e o R e
20074, Anversal#] BAF KR R AN BOAA OO JIE 73 B5 -
kit 2, KX Y AR R B BT/ RO T P i s A2
TIIRE, AN RS T R A O LRI A F) Lo UL ZE 231
a1, 23| AnversalZ] AW FC IR, e SR
EH5HREIFEIEUT, A8 Anversal2] PAE P 5N
Fo 20, IR FRN B W T S e-kit 2 B A% M g FE 2 Lo L

TE AR O T 40 B A FE K n 25t AT I Rl 2
ANHIF 40 R 3 DAAIE 520 U c-Keit " 411 6 23 i
Menaschéf 7t 4R IE, 160 1 sEd B, L fc-
kit i Sz B ARG, Lee®i s 20 Mt —Fh i
U 2[RI 22 50 3 A, UF BH RS /DN B0 JULBE B
AEHFFANG, NL1%/AFE, HIXFREE 56 42 TR
L 4> 24T 8. BE % Cre-LoxP%5 H 4 R 4 fllist %
TRENRAERBOR KRR, BE S R ERBOR H R
R, IR BOR W] B AR P B B A M ) A RN i 43
iz, DR 2 BT TA0m . 20144,
van Berlo§ N\ V7E /N B b SR T AEE R R B AR G e-
kit i BEATIB B, R O YR c-kit 4 i TR 1
DR G 2 A 5 O R G F 5 2 il R L ek
A RO LA FR.(<0.03%). #5522, c-kit 42 0oL
AL ) U v R A R ). R Z 45 WA 2] T An-
versal[FIBAHI5E %, (H it e 3 Ak 7 A BAABAIE Sz e-kit 41
Ji, H A Sca-1" g AR ORI AGRM, JEEk L ALY
1{[10~|2]'

20164F, o [ A2 Fa vk 1 BA SR i 44 2 -
kit CreER/) R 5 Rosa-RFPH 5 % K /N B 45 & Kt e-
kit 40 AT AR RN B, RO I c-kit 4R AE O
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JUE A B RS S A 40 45 12 B A AR b ok o0 UL 4H i
(~0.35%). 20184F, JE ot ] pA gt — 0 i@ ik B A A v 1 15
FE1E RN EREOAR, I FH ORI 2 4 52 AR (R B Frad O L
4 B A0 T AT O LA B (AN 18 2 15 3 A (T PR R T A il
V), KIS O EFERR S dE R AN P 15 R R AN
23 R A AR L PR 2H 1 1 L PR B ) B oA, S 2, AR
oI A B A DL RE T m e,
] I, AnversaffIHIF 78 75 Fre-kit 4 AT 434k N
O LA A SE B Co LS AR FH M e o D RE, T B Al
KB AE 2 B e-Keit 40 A 43 1 Dy O JULA Bt 1 BB AR 2D,
AEEA S5 ONFA, X2 Anversaliff 752 2 i 5 2
b, B SRc-kit GIMIARE Ak o LGT L, {E AR Rk
HRLELE, Hoo Ak i 5 4 o 2 O 4 4 KB AF 9 31F S
f¥1. van Berlo N"VRIN, Lo fFc-kit 4i il AR A 243
R VAR, AR AT DL B L 8% 21 e AE AR 010 A
ONEN AL, TTRES S5O MR H k. R BATR
3 3 308 A 2R S B BOR R B -kt 40 A 7E RS AN i
LTRSS AT I IR=A D5 A5 Al

2 DTN RRIE A S R O R A T 4
wEsE

WIFTSCATA, Anversald| A S HER G FIIEFEH, A
U I YRR TR AE,  RIATIE 5900 41 B (car-
diac stem cell, CSC). RO lE T4 FAE O E S
HHT ey, T4+ R AN WA (0 5 1
T2t 7 2 — 40RO E T4l it e 45
[ 0o I A5 P40 J At 9 e 2

ORI 20 Bt T R fe i B B I £
[ TS BRI T4l R R A N O EZH Y, T R 35
O YJRE, WL EFWE KRG FB&. HTBER
TR 70T A, FEEEE R T
FE R EAART- A ARAG 41l (embryonic stem cells,
ESCs). Zfeds T T4iRss. Bk, 25 e, O
U 24 AN B [ T o IR B T At My T, sk b
o JIFE T 2 LS AN 2 o 59 1 - 24 PR A 7 s rp — A
JEH NSRS .

21 AT

(1) [E 75 T4} (mesenchymal stem cells,
MSCs). MSCs& — s f R VR T B8 EiE I & T2
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Jitl, FiXCD73, CD90, CD105 /& STRO-1%, {H AR Lk
I & ¥R EMINCD14/CD11b, CD34 ) CD45%%, REAEAR A
KEY IR 2 Mo 6E, TR AN e 14
NREMA R A B AR, P A i R LR gn
M. HeAh, MSCsA KX 1T AN A4 Ht )7 (human leu-
kocyte antigen, HLA), SFHE 5 0 Rzl F M 4.
MSCsHE A FR AR 3 OB AE IR O WU BE f5 0 71 5
SR A TR, KESIT R, MSCshgiET
YeRp O WIANIAE TS (RS B AE . Mk JORE . 3
Wbtk A 22 EALI, (LHERAE O Shag 1,
(2) 1M T4ufE. XFHu 0 i RF5, M
ERARR T ONEEZAN, O G L T
FEI7 ). BRI AU B SRR M 1 B4 I /AE 4
Hd(stem/progenitor cells, SPCs)J& L& ¥ LA ML A1
4 L g S TR, S e A 20 M B IR R T A
ZEREEAL I N TINS5 SRS
AW BRI, ARIMTIT AR M 34548 = ALk
KA TERNRM, BRI EARGIFELRLEE
AN RN e SEHLHZARD. FAE20044E, Husg APY

F 1 HAFECRIUG A AT AR AN K 35 7 1P

Table 1 Summary of vascular resident stem/progenitor cells and their differentiation directions™

T IRAE ApoE 4 [RI FE /) (o5 FH (R I HLE - Bl ks
FEREALARE /N R = B AME I T K & 1R I8 T4
FRiEH(Sca-1, c-kit, CD34, KDRZ5) I, F & B
SR N B A 9 B RE A AR R, Rt T AR
RIS AP AN AR BRAIESE, 511
BAEN, VF2 I FC A4k B T IR SE T MR/
BB RIAEAE, JERWISPCSREAEIRIN . A1 E 171704k
LR P R A AT LR B 28 A a2,

B 1w DL R L o R A, LA AR B AT
oy — B BT ) 2 R AE I i (allograft  vasculopathy,
AV). AVE FEFEIE ST (R 2O R AE) D §e 2k
M FE R, BRI 1~3F 1 B 5 F E
TIRE. KEHFR KNS5 BB G g %
o, T LR B R R T S AR T I AR AR G2 ) i BE A A,
T AL AL I A A2 2 0 A v P R 40 At ] 5T 29 >Rl 1106
PRAHGAAL™ ;[ 7R 8 KR ARt SR 4
FHAE IR A R 20 B o A B A R IR, T A I B /4
AR R R, B S5 X LB 7 4k SR S LA e 4 A
ANTF R SRR R A A R I S22 (2R 1),

1

R WK E AR 1 58 r ki RE
Sca-1" PO, PR, SN, SEREREACBRER, A I
[RR—— CD34: POIEE, rRBE A IR FEIX, 9#){:%, %ﬁ%mij 9*é$¥ﬁ$4£fi{m ——
Flk-1 HUVECs, HAECs, WIE, S, 3L BEER
c-kit" POE, rRBEAMBAE FRIX, S, BT AE PO, SRR B B
: Sca-1" R, AR AE SIX, SN, SRFEREALBEER, A Y X
T A . N iR
CD34 HMIEL, S RERE AL BT
CD44" L, SR
CD29" HE, M
CD90"/CD105" L, SR
V51 75 )52 T+ 40 P CD34" S BeEs Wl AR R0
Sca-1" HRE, A
Gli A
Nestin+ LA
Sca-1" SN, AR BB
CD34" B AMIEAS FRIX, AR, SRR AL BE B
W R LA cDas' oL, i HRA i B
CD68" B, SRR
F4/80° S

a) HAEC: AZhfik N 40, HUVEC: Ak vy 52 40 i
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IR L I AE T4 AR O B AR R S T B DLIR 5 R 2R

2.2 BIEIIE T A RANS Sk 2 e T A AR N
ZRE T2

ESCsoR U5 T 1\ BT FENE 19 py 4 A A1), AL 3ok
() T & 2 B R, SR IR AR 0 I R
Y B AR SRR, 2 I TR R B, ESCsfiTAE L L40 i
HRRELAMBRIRESHEL, B&— 2 LT
1y, RIE0WURE R MR S 7 WNkx2.5, GATAA4,
MEF2C%, FfReH &), BI0hH. LE&FEHL
AERAEY. % S 2 T4 (induced pluripotent
stem cells, iPSCs)| &1t Yamanaka Y X & &
(OCT3/4, SOX2, KLF4}c-MYC)E % F2 i £ 44 il
i3k, iPSCs 2 SESCsAHL A IZS . K
bR EFRIEFIIETAREE, B A& HESCsHLL L1k
TERE, FLA AT R O L2 At L 2% 78 (0 TLRRAE, G
R TEED . T A B Tl AR A st M
TESCsTii 7, iPSCsI i & # il £ 24 41 ff = 4 F2 3K
13, DAFLEAC 2 T 5o 9% HE R i 8.

3 FHES 5O ML B I T REFIHL ]

WhsE
3.1 LRET IS O A B R S RE AT AL

(1) OET4IE I ThRER 0. B0, BR
FEFEC L. 40 B RS AR A 7 T8 o L Aok B A A BT
P —H R E PR BRI L BMSCsIfi &, I
FLINAMSCsFEAE 5 BE BT 4346 0 UL 20 At B8 it 7 P
Bz K T WL ke kA ey 20 R, JE
Z I 7L A FEMSCs B A iR T JE N R K O IUAEBE 1)
W5, RIAMSCsF A Ja I B8 RAFTE R, HAKIL
T R 4B i Co JULEH PR P B2 4T At 434k, MISCs RS 7 2K
F2 BRI I 55 2 WAE AR a3E RO LA R B if
EEAE. desOFRE RN, A DI RE T A
i s A SR R 4,

FEXT T AT 4 M, AFEESCs ZiPSCsTEHN [ %
RET- 4 M CE R AMRE B 264, BE N ORI, 7E
B S R B R BB R ) R INESCsfiT AR
O L 2R 41 B R2 A8 S e 1E — 25 4 A0 9 A D 0 UL 4
M, S51E B OISR LS, I 2 =R, R,
TR R I, NESCs/iPSCsATA= L ULYH i A2 48 fE
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2 R ORI D D RE, (DR FE R 40 B 0 B AR AR
ik, HBE/DRAONARREE mIRITE. il
BB AU TR T, IACNESCs/iPSCs T AR L TLAH A
F B 55 WAME F R EGE O IR DI RE, TR AR RS
LILE

hESCATA= 40 B #1697 N R A KO LR I 1Y
WHFE A R IR E 45 5. Charles Murry H B\ *5iE 52
hESCHTA= L JULZH A2 18 R A Rk 35 OB 5 1 e % T
fie, B = H RS M5 2R 520%, H A R4 fe
AR AL 0L, I 518 T OB B RERSIEC, (2
hESCAHTAE O UL4H fF8 1E 2 S BEEBBEIE 1) O R
KA Zhuss NS hES Cs T AR O LT I 40
(hESC-derived cardiovascular progenitor cells, hESC-
CVPCs)iaITAE AN R KON 7L, HEbx T A2
B T2 B AT AR 0o M55 T AR A4 o T 42 6 1 32 o LA 2R
Ko O IIREM T RETE, UESE T hESCsATAE O i % Jif
A 240 60 3= L8 I 55 J3 WA 280 ek 2 A IR A JUL 2 i O
T2, S R O R S 173 B0 R A0 I ) AN [R) R B TT g
ET NRER: (1) BEAMEA R OESCHT A 21 i:
>5x10°~10x10° vs. hESCsHTZE Lo IfiL & R A 41 ffu
1x107); (ii) 40 5 S [ (hESCHT A 41 i vs.
hESCsAi7 A4 Il B AR 4H ). R A& T ez )
hESCHTA 4 FE 16 7] Ge 52 5 T- PR AERESE 0L, I 515
FLIETIREEE A, (HAFULER XK.

(2) CRETAHRRINLRIBETT. 55 E . 55 7k
VB2 T 40 M Fe R o8 O IE D R 1 R EEMLAR] . FEBRAR
519701116 Sl O 11 05 = AN = 11 AP e e = S
T & AN 7 A ¥ (vascular  endothelial growth
factor, VEGF). )i 40 fafiT 4= K ¥ (stromal cell-de-
rived faceor-1, SDF-1). B 14 pl 2 4E 40 i A= K K+ (ba-
sic fibroblast growth factor, bFGF). FT4HE LK KFF
(hepatocyte growth factor, HGF). JjESRAEKEF-1
(insulin-like growth factor 1, IGF-1). I 4 mkZE-1
(angiopoietin 1, Ang-1) &5 4 J& & H l§-9(matrix me-
talloprotein 9, MMP-9) X H 4l ffi /) % -6(interleukin 6,
IL-6)%%, /b s i X O LA R T, (k& B A, T2
FSCFRT I A I 3E — 25 (IR S SOR S TR 40 53 i 2 Bk I
OV, AERE OV AE I, i Ze = E R,
20054F, Gnecchi®s A" 16 Aktidh 263 1A 78 5 T4 g
) SR A 855 TR B S 380 /N B OB R, R IR L Y 2 ik
DRI, SO DIRE, HOGIESE T T4 R iE T
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53 WA RN O I D REVK . B f5, 22N T IR S
HREMSCs# A8 5, it 55 Wk 2 P A W v 4 - o
miR-21-5p™, CTRPO™ 4% Svmit 4544 J5 Lo JIF T i

SMIBRAE A —RBEEL . WHREF. micro-
RNAs(miRs) 1) I ReEREH, S 40 M & 4% 55 73 Wb H
() B BLAH R Ay, KB/ NS FE IR, 40 SR IR )
AN UM RS AR N R IO U AR B i sk 22 ML A R O
TRk, WAL E A,

HHl, Marban[IB\FFfE T A IMBEFEHEIGST O
WUREBE B R SDIG R AT 7T, UE SCAERE Stk B8 O
UREZEAE R - 2800 LA 3 5O LER T 41 B2 (cardio-
sphere-derived cells, CDCs) Y& 144 RE 8 (i 1
MAEHT A Pk IR JFE IR S WUIE R EE L, gk A
FEIAY, JEEMAE TN, Bk OlEshae™, %ttt —
SO HE BN 4 M S U5 1 A A A AE Dy B B[ 55 3 WA TR ¥+ 1)
I R 2 FH e Ak

3.2 I F/AH0 M2 5 i R Y D RE AL )
W5

() METALGERThRER T, W IE R 5L,
ML P B2 JE AR5 R0 N B Ty e B A/ 0 12 38 2 Bl ik ks
FEREAL S5 M B3 AL an 0 3%, kI 5 B 8 B 22 i
PRk, EIEE sk, 1% M & ey vy -
W S I F Krueppel B K 7 (KLF)2 4, i ik $71 i
PFKFB3 75 /b & f L ORI R IR, 38900 P4 2 44t P 43
FVE-cadherinff) 1A, WK M BERE, 4R B4

o

g
Monocytes P

O c-Kit* cell
cp31High

Flk-1+ih

B

B 1 MU RET ARG S 5 4 B 40 T BRI P R A5 5 229 48 B R 1))

o

A RHGTE . PR AP TR, E7 28 XI5, 2L
F18 L 978 A AR A AR 2 B2 T 45 1 (oxidized lowdensity li-
poprotein, oxLDL)ifHid 5 FmiR-92a%5 41| KLF21) %
ik, FEUN R R R D e R AN RS AE RS, M
TMTETRAE 5y X 35175 5 P 1 240 i 2 00 HR 20 v 1) B i 2
R A 5 A0, X R A B 20 i e e i 2
FEN KB DIReREAS AR & E N R AL
M E, HARARLERN—MESEET
P2, DAERR N R AE M BEM ORI VER, X H A A 4E48
i 56BN R A PR S BEATT B, TS A B) G I RE A
UM E BESEE T, RS ARY, MK
T TR e 0 24 FA P R 4 AR P R HEL 24 i i 1
{FL 1T A B AEL 24 P SR Y1 P B2 440 B A I S 1T A PR A
B 3. Zengins NP R AEE IS R, A1 T
AR ER R ], JR4EATCD34 KDR'CD31 #1401,
R oA 9 N R4l i, T I8 I 2 5 5 i e
CampagnoloZE N N Ba# ik h 20 B85 CD34"/
CD31 i, 4 I LL 2 i JUL ATV 565 1) 6 788 R B /) B
(R AR L JE A W8 813 2 L T R L it 5 3 (1 1),
(2) I T/AHAR I DhRERTE TT.  Hr Ak I AL
TER. ARG SN R, TS 5 ¥ A N TR it 72
PP AL T TR LR YR T I A R i - T UL ) 3R R
1o, IS4 B AR 3G FE AL L 4 i YA FF )45
PHEBALTRE G TE, ATE NS REIE A, SR, M
T HEL 4 A ] REAE T AR B e R AE A, i, Hu
2t N2V R M IR 3 A A RS A ST LR SR i

o

Shear stress

e
o CD31int m——
= o Flk-1tax

Figure 1 Vascular wall resident stem/progenitor cells are involved in endothelial cell formation and endothelial repairm] (color online)
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PRI A O INE T A0 AR O MU P AR B2 S P I BUIR B e B

AN B REAEL AT AR, T AR SR SRR ) 1 A . X
B S 7 S K e BE R AL 1 50 RO RIE 72 A5 33— 25
W FF. BentzonZE \$R H A7 I -1 WLARD S 0 o B ok
T8, Twata®: A2 815 8640 AN S5 3045 )5 1 2%
RN, AR S0 R A PR L2 i (o e )
R, LI c-kit T ARIHEE RoREREOR, ENL
AT A7 P9 RS A ) AR R R, U WD B ekt T/
AR T B A AR BT LA B, T 48 8 4
fyc-kit /A 40 ML EE A0 N S SR IR S 5 I 5 B,
il -kt T/ AELZH P R k2 B 453405 i A S AT P
i A=Y Teaish NPVHEAT T — AT %, 16/ RSN AK
FEE 2o IS, T2 BT A Y R AR . 45 AR A R
HlSca-17, c-kit MCD34 4, I+ E A £ m1Lhg
FERE RN, BEKG)E, >50% 05 A P
FILSAe T M I /4E 40 DO (1212).

(3) M AL SRt 7e. Rel At shiksl
PR AR 1 14 P o AR S e 0% 51 S 1T A A T/
ML B A 102 Th B (AR Ak, U A B 9T B, SR S i
F1 BEL 200 M ) 5 i A L A2 i 5 A i S ca- 1T/ 4N AR LE IE
L g AR LN R R R 22 5, R I ApoESE Al
R /I B 09 Sca- 17T/ 4H 0 B 22 1t 3 A5 75 I 8T PN i,
BE— DR CUE S AR A A% G 8 Sca- 1 T/ &2

Blood flow

Fibroblasts

— vy =

B 2 ARG S 5 B R A T R (9 44 i % 181

U B = E R R T, AR I P UL R Y R 4
i A607, RNy, 53— BF 0 A T 2 (— i g iy ]
Ty /K 1 F R Re a9 2 S AR R R A T
STAT3-Rac1/Cdc42-ERK-FAKGE 1% i 2 IfL & M i Sca-
U TR RTER BE 1), ek SN B0 Ja 4
i ey 8 .

(4) I EET AL A4 LRI 7T, Bl f
Fas TIVERE . B4 Ral, oS, BLLALPDGFZ /&
SRS 5 I BT A LR Beah, ol
FRRIEFE AN, 4B A 74 B DKK3(Dickkopf 3)7EiH
P A BE AR AN M 4k ) R R EE . DKK34&
— R ER 1, EA AL R RE, |
SN ES 2R THRK AR Yul NMRE
DKK3 & —Fl gl bk o FERE AL R R A R 7. 55— T
W TR B, DKK3M 2k S 2030 ik s B i 46 B e 5
B AT R, DKK3TT il oS TGF/ATF6
Wnt{5 5B S Sca- 171 T-/AH 400 731k 9~ F- 15 L
ZHM. WangZe N F S2DKK3 ) LA i 05 ATF6 A7
fiE it myocardingR A K75 T/ B 40 i o A A~ L.
A —7J7TH, DKK3A]i# VEGF/miR-125a-5p/Stat3i# 4
1R RS T AT AN PR B B o O I P R A,
HAEARAMAZ TR M S0 b, X8 o 2 4 4 i 3%

Figure 2 Vascular wall resident stem/progenitor cells participate in the progress of vascular discase!™ (color online)
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EBNE: ARl 2019 4F 49 % A 8 I

I T R P B 4 O RE % SR B TR I S AUL A B I 8 P9 B
JZ 2. 2,

4 TR AL L L B 00 1

HH T AnversaSHF [ 5200, O ML 40 B4R 79 2 0
JUE -2 BB ST U B Iz B e, 2 Tt AT O WA R
TN AL I TR IEANFAERERS 70 AL AR . A T REI
O WA B <OV, ik, 2 40 8%
MU AE T R OR AR ER X O JIF 20 bt 98 22kt it 2 A e
XPASFE, O BEAS T4 RN T AR R 2 A 2 — IR
1.

SR, AnversaZs A AT 7t 32 B4 th 7E c-kit 40 g f)
AW E TR TT I, FEANRE Am A4, 44k 15 e O U8 T
9 Jf ) FARAE 7T O I T 20 B 5 IR A R R T e-
kit 40, AR T AR LA, T4 ss o
Wh, R I A AR, IR AR 4R RSB N A,
O MVE T 4RI 7T J7 18], H AT, S0k O i 140 i
AP AR 222 B e PR T LA 20 @y (1) Bt
BN R AR R, R EBAEAE, Bl AT ELA ]
& LR A A DhRE RO L I R At O 1L 78 2 21
UML) T4 (i) FEANFLE B AR T4 e 4 5)
A RREATS, Wi R TR, A8 TRE N NR
FFE, A UNNGIATAHMIFE S HE m 1k,
FFEREIFYIIRITERI? (i) anfr e A i 4
K, VENTAMETT K T 2 (iv) T4
TRIT XTI PR TT 3R a AL fer 2 & T4 B 5 oy
ABHNZ AR L2 Sl i o W A Y M o) T B AR A
LA ? 32 AT AR I O SR A1

4.1 AT

DL BE A AZ A . MSCs AR 1) R AR T4
FERE AT B AL O 5 (1401 PR R S 09T 78 B R e
CAIFRE TIT164E. F#HHBOOST X REPAIR-AMII
PRARIRUESE, 2856 WK F AR E 40 B i B/ A% 48 i e o5
o JIUREFE 55 25 1 e % 3 173 44 (left ventricular ejection
fractions, LVEF), #R1MEE & F1414BENLXT HE I AR i 26
SR TR, BB MR A A AR 4, H
T NFL R R KA &, 075 SCE OB
MILVEF AR T 5B R MZAIA L, K
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Current status and prospects of cardiovascular stem/progenitor cells
in cardiovascular regenerative medicine

JIANG LiuJun & XU QingBo

Department of Heart and Vascular Center, School of Medicine, First Affiliated Hospital of Zhejiang University, Hangzhou 310003, China

The retraction of more than 30 falsified studies by Anversa et al. from Harvard University has a frustrating impact on cardiovascular
stem cell research. The theory of regenerating myocardium by differentiation of bone marrow cells or adult heart resident stem/
progenitor cells has been denied while countless researchers have spent a lot of energy and financial resources on this seemingly “no
income” research in the past 20 years. But the achievements of stem/progenitor cells in cardiovascular research are abundant, and
should not be denied because of Anversa et al. This article reviews the controversy in the “Anversa events”, summarizes the current
research progress of cardiac and vascular stem/progenitor cells, and prospects for future research directions.
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