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As a new kind of biomarker, the decreased numbers of endothelial progenitor cells can predict the high
Nowadays exercise rehabilitation has become a research hotspot, since it can reduce
the morbidity of cardiovascular disease and improve the patients’ quality of life. ~ Multiple evidence has demonstrated that
cardiovascular rehabilitation can mobilize the endothelial progenitor cells and improve endothelia function, but the mecha-
nism of mobilization is not fully understood, which seems to be closely related to the ischemic stimulation and the regulation
of important humoral factors.  This review will summarize the effects of exercise training on mobilization of endothelial pro-

genitor cells in patients with cardiovascular disease and discuss the possible mechanisms involved.
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TR R EIEER T EPC B0, Adams %57 BFSE &
B, 32 fi5 T O LB L 4 560 24 EPC 400 B 25 1
£ EIZBhJG 24 548 h HECR A g (3N 3.3 +
0.5 %) , H 5% W B2 K K+ ( VEGF ) Wk B 22 1F
FSE, WIS — YIRS T O R R4 D) —
U2 B S O LB IS, wk BE3E i H: EPC %L
% VEGF ¥ . Steiner %5 & B, 560095 51 A 0>
A5 FE RS R R W R EAT 0 12 8], B8 3 Ik, 4
K 30 2| 60 min YA AMIL B G, TEHHH EPC 4L
LRI (M 2.9 £0.4 %) .

SO IURESE (AMD) (B35 17z B R v] LI
fin EPC i 50 % 45 55 12 B it . Cesari 251°7 4 1
AMI BB TEE S 4 Lkt o 4 J, &8 3 Ik, B
Y40 min [ 518 8 J5, EPC it | 06 {5 $% 440 i
( maximal oxygen consumption, VO,, ) B340, A
R, 7 Tkeda S5 W58, 23 B AT i 1 S 289R 7
() AMI H A S £8 AMIL G 11 RIFIEIET4AK 30
#| 60 min ATIEE, 458 AMI B E Db iR B A
Aizsh 3 A HJa, HAMNE I EPC #: K JC & H LA
TS RER B R B 2014 4F, Kriiger 2517 HEAT
T—TT HEsshEEXT AMI 3% EPC 520 R
WA 9T, & Bz ol B i BLAiliiz ol i Mz 3l B[]
55 CD34 */KDR * i e Bt 3 52 BH S AE ARG

i85S EPC (W3 5t 518 30 BT 800 N K s
RE YIS, 2010 4F | Liao %5 4 T — FIXUAR
XiF 2 AU PR G B EPC B0 AP K T RE (K R0  JIE
S2T EPC % J2 I 7 AR BYMLE P 5K (flow-media-
ted dilation, FMD ) A7t 37 15 5 Xl &, EPC &0 1Y 2K
AR FMD AR B 35 M 5E, Steiner 251 BB 5T X
FrUbahie i 0o B H A FU2 g e EPC B e,
H5 FMD A8 & — AL A A B (nitric oxide syn-
thase ,NOS) (34 fin 22 IEAH G, AL, EPC 203 Al DA
Ry A 1A P9 B D RE AR AR . SR, A ST A
RIB BTN K DI RE 3 S EPC £ A BT
2012 4F, Luk %51 K& Bk E B0 B B A A8 3
8 JilJm e FMD B T, AR A O 0 S B R
AIREAR, T CD34 */KDR * 40 0 ¥ 35 o il 284k
1.2 BEFHRETRHEMEOINERIESEE EPC 3
R EIhEE

FENZ MO DI RE R0 B EPCORIE A o 4
JE B4 MY ( circulating angiogenic cells, CAC) 7E 4 £F
B S50 K DR e B v VR FH T [ S 30N TR &
RS20, KEEWFFE R, EPC £ 3 hnfil CAC
UIse LM A B 25 T2 BRI 45

Van Craenenbroeck 25" flF98 % B0, 18 4.0 B fig
ORI H 2 6 4B I 3 K, B 60 min
iz ghik - ZR)S , HAEFRH CD34 */KDR ™ 4fi i %k
R FEW N, NI —YGIER] T iz 3 nT LR
CD34*/KDR " 2 s ¢  J9f 4] IE CAC I REZH L.
2011 4F, Van Craenenbroeck sl 5 I B 5T K
B, MO T RE R B TE— IR 4z 3 )5, H EPC
Bt b TR R R YA TR

WD ) BE 2 0 J8 % T IMOR SR AE I 1 «
(TNF-o) 1] EPC 351, 3¢ EPC /KPR R
15 3y RS2 N AT AR A WG A0 D) e R 0 FR 1 EPC Bl
AL MR N IIRE, Erbs YR 37 218 01
RE IR IR I 3 (AL 2.0 DR A3 9 3 90) kA7 il
12 & 5K 20 & 30 min iz 314145, H EPC
B KAREHGIN, FMD B A2 O & 58 il 438 i

B B WA RO R EPC A AN CAC iRk
71, 2010 4£, Van Craenenbroeck gz 14] KB e
Uitie vy 8 EPC % 2 CAC iR I BT
W&, TR 280 — UL O iz 3l 5, AU CD34* 4
JAE Y AR S 15, 1 B CAC #aln) T VEGF Bk
SR AAT A2 R F 1 (stromal cell-derived factor, SDF-
1) WIS R ) 76 4% B RV ER 320 ) Rl s ol /3 T 3
W0 T HIE IR W K, Fi8h WS R B CAC
(55 53 WA D) RETE A2 3 J5 o 1 2 4

18 B S — A T ) O A S
PO DR SR O I RERIAYT k. Gatta 551
R BT RE R B AT A iz sl 3 s H
6 min P4 TS5 B B S AE I EPC ¥l W
T ML 5657 4 )& 25 FI 8% 1 (matrix metalloproteinas-
es-1, MMP-1) ¥ B 1 25 5 [, DA TTIT o3 M 45 B 9
1.3 EFREFRHAMENERRKEE EPC IR
A E A R ThRE

2011 4F, Sandri %51 W5 KB, S0 ] i 55 95 0
BB A R AR A TR 4 T — WAz 2 i S 0 Bk i )]
Y5)o, Wi EPC KU S B B3N, PEEEE VEGF K
JESEIN iz sh I ZRER rT 75 S A0 E IS B 8 EPC
Zh AN BTG LR T AE . Sandri 4517 WLEE
AP I B AR T 4 JEE 35S i s Il 25
J& , H EPC %t 0 T IR PRBEE B 72 1k 4
(C-X-C chemokine receptor 4, CXCR4) & £k, ©
1 CXCR4 A7 B TAE#E EPC 4 3y 2 J2 v 25, 14
SRHBEMTIIRE (et Z N B, S RfE2iYnin
STLH AL, Schlager AU S BA ) I A R R ot
108 6 A~ H AR 50 min WIS AT IR )R,
EPC %t T, HARXTFR M H HokS 20 (ADMA)
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KA R [, T ADMA 23 52 0iks 42 /R 7 A= —
AALA (nitric oxide, NO) AL F&, AT 5 | L 0o 1L 45
PN . UL IS Bl B ]l A0 ] I A 9 9 B EPC
IV BT IR N 2 TIfg

1.4 BEFFREVRISMERSE EPC ShRMKE
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LM AEER R RS, @i EEIA & EPC 41
BRI RER A S R 5T R AR
TR LR/ U R e | H: EPC i el 0 I ik 3
Fernandes 25"V 20 JE (R Bk /)N BRBEHL 4>y 4 4,
— R IR/ (SHR) , B —2H 2 #1715 3 B
SR I R /N BL4H (SHR-T ), — 41 & %) B8 41
(WKY) , 75 — 4 J& #1712 8 Bl &2 0 % B4l ( WKY-
T) . B e I 10 &, 8 5 K, 5K 60
min BTEIK I 25, 2558 W7, SHR 24 @9 7 1. EPC
it B VI B WKY 210 5 F %, 78 SHR-T
v, 2 2 A2 e LR BRI TR 03 A
T A5 A HL i e, 5 B 3 5 i 4138 3l hd i %
VO,,...o 73—, &8 FEE ffi SHR-T 41/ EPC 7K
S N R DR S AL R O F AL RS VEGE
NO KT, 3k Be 45 B —J7 TRIESE T & 1l & v]
DA/ PG PR rf ) EPC Bt /b B P 1 DI RE T B
WHE BRI R B SRR B B B RAEHZ 40,
AT LA I EPC %0 B 3G FE D he , DA £ i#F 2 &
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IR EPC 7K VBl 128 SR 2 o] i 14 1M 1S 2, 7F
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W R R R EERIKE . RUIA iz 3% 51 EPC 1
1o S I T AR | Btz B Ap 22 i [ SE TG 22
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i TA AR EPC 3l 5 5 AT B K | A 4
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YER, Cesari 257" BB FE i — 20 SRR IS 3632
b O T AR (o O R e R s 3 5 R Bl k4 A7
AR) B FE T 2 ARzl 5, IR KB EPC
B, Van Craenenbroeck 25100 iF 52 7 % T 42
PR TIRE R B, — K2 gh It R 51 EPC /K
SRR HfEL T 6 N H A RIS R WER N,

S MAE BhE S 0 EPC 0 88 K 44 P 4
FEIHE] 45 %6 . Sandri 251 BF 5T & BLAM R I $5 0%
BEFTRI S ATIZEN G, H EPC K- Tizgh s 24
h :\dj%ﬂlkJZ h EREIEH K, X5 Adams LT
FR IO B E R IE B 5 | H EPC $iE Tz 3
JG 24 % 48 h AL RARLL, SR, KA iz
Sl KR 4ERE EPC THE A RIER, &Rz )
15 LB B ) 5 HA FIVE A 253881 2K . Schlag-
er ZUS R BN A PR A A iz s 6 A H A,
H EPC /KB s 20k 6 4~ H J5 Hxt EPC
AT B2 R A 9855, HBIHE , Sarto 26 148 0
Uie sl B AT 8 A iz dhfm , HIE K i EPC
KFAEAT 1RIZ 8 8 J 5 AR I KT,

ZEIRPTIAR AT AN e 2 S5 S e i v B
fEit EPC 2 51 AL 2 —  {H2& B T X EPC /K-
T FIVE R R A s sl il EPC
KBz SRRz R A TG £, I A KA
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2.2 EEHEIEREFET EPC HIER

FIE 3 A 32 Sl S AT LA i 18 5 4R
TEi EPC 351, Kz 31 A sk 41 =
“F 1a(hypoxia-inducible factor-1ar, HIF-1a) , M 17 34
{8 51 EPC ME 20, 4l VEGF (SDF-1 KA 2141
JLE R (EPO) S5 1Y, 53, o VEGF JZ3f1 i3 EPC
EEMRE AT, KWz 5 EPC BALHIA
[F] T iz 2l , H i P i AL — 48 Ak & A 1 (endothe-
lial nitric oxide synthase, eNOS)/NO & 4 X} T 1
IBEN T EPC 3 5t R SR E R B2 R

2.2.1 #ehMizshfefy 25 Tidid VEGF &
#HRAEA T & B0, 032 517 S 4 Bk i )

WBE B HE A VEGE YR EESE N, H 5 EPC %k
HEHINEIEM S, Adams 50 B M2 50 S
B R R FEFEZE S G 2 2 6 h, HfL i
VEGF e 2 i, THAI B FES 2 h ik 285
WE(HEK 4.0 £ 1.1 %), HAEREE EPC B3,
Sandri %' R FE A B, SME A BRI R E TE— IR
SR NG, Hf s o VEGF ¥BEM 27.4 £3. 1 ng/
L FF%E 126.4 12 ng/L,

BT E NN, R B2 0 A BE AR 4 1L 7/
VEGF ¥ T4, Steiner 25 WF 5% 2% B0 6 0006 Bl AT
M R R R R R A Rz 12 F5, Hin
151 VEGF 7K T i 28 A A T B2 T4
FasshIF R E LS, B e VEGF EEAYE
FHTF, X5 Adams P &I AEZ SO AL
L O E A T A AR BINE T VEGF $8hngs R —2,

SR, KER -5 E N IR A s vz s A
ATLME#E VEGE KT8, A iz s IR Al g i VEGF
KT, EOIEEEE S RSO LR I RN 2 B
T VEGF Rk B[R K 24 HAgRR sl A /NEL S
pEYAIE 2 1K 1 i I (1A E B 5 5 N R/
UK 2 min PERAERREEE IR 8 &, 32 2h 24 B i
WAL EHATRER 1 IR BK 30 min K522 8 JE T4
AEasgl, 4550 WLEk I 20 F1az 3 4195 5 0 T
VEGF MR EE43 BIFESS 2 RS 4 JRIR 3 g0, SR 5 ik
NFEEW, sahd g+ VEGE SEirs: T 254
JE iRm0 O S a a B TR R T
FrE A AN ZRnT i ) 2 R VEGF 1A 1,
AT VEGF T B 1) fa 35T A0 4k ¢ 7 3= K F-
PORAFIB RN TS5 VEGF Rk G B,
XA O I R AR v Rz FH TR DT P v 45 5 B A RLis B R
SARHUEAE T B IR

Fernandes %513\ Jyiz sl & nl ik i@ i VEGF/
eNOS 1R 1) 17 5318 1% 42 1F 25 1l /N B EPC 3 B

PR HAMNR BN % B, VEGE 5 2 e
KA LY VEGE 2R %5 & 5 i 2 1 T 22 2 R
I FRIA (serine threonine protein kinase, Akt )&
PR eNOS BEFR AL , 00 - 16 3L 5 20 i i) eNOS
FEAE NO #2530 6 I T 4 S 2R P 9 (ma-
trix metallo proteinases-9 , MMP-9 ) | i {f 41 g M i 1
ARAFL A Ry 15 R A, I BLAE e A1 8h &2 240 H 16
W, BLAh, VEGF i Rl 3 il A5 P9 B2 40 B 5326 NO LA
YRR IE W I D RE R G L 8h 112

2.2.2 &g Tidid NO 423 EPC #3) i g |
A AT 1 eNOS J& K Y #3k , [a] i b ] B ARG 7= 4=
TEPESE (ROS) MG IE M, AT 32 = NO ¥R B2, fi ifF
EPC 3 51 & N T BERLE . Fernandes 551" & BY,
T IR /N BRI 3 PP NO MR BE RS i e /N A S T
F%(9.2 +0.7 mmol/L) , MMilifikizsh 10 J& 5, &
JE/NEUEY EPC K- K T REIE # AL, fEBEE NO ¥R JE
BEEF(21.1 £1.9 mmol/L) . Steiner 25 i 13
F 5 5 O Ao LA A o DR 25 7 R 3 A T 12 )]
iz s s, kI EPC Bos W Wi, H 5 FMD
FIEAE K NOS B3 N2 IEAHE (r = 0. 83, P <0.
001), T FMD fRFE NO #isi 1 M K D fig , ixX
IEAHSE IR E NO MR I [V 5 EPC 3 53 22 1]
FETE DRI . BT 02 3h T8 NO U8 7E EPC 3)
B A DR R E A

—Jy T, iz sl B A v] i A 2 #E eNOS [ mRNA
Feik B A R NO, FE SRR rh il
HIECE IR eNOS BTG 1, Wiz 2 F: BU)E 6 EPC
HYIGRAE RSB BR . I, eNOS #A R /& EPC
ST, Laufs % & BLSL 56 /N RETT 28
KA RGN B A RN R4 P & BLH: EPC %K
HHEIN T eNOS ik BB R 5% 114 /) B A oK & B e AR
k., AN A2 20 52 T AR i 45 5 U1 g B, £
M4 N eNOS ) mRNA 235 [, i Ake 48 5
[ eNOS BEIRIL I NO 1 Bl 3 2 | F — 20 30
MMP-9 , i fi 2E -8 1 3l 5t EPC,

F—I7 1, iz g 2 0] 3 5 FE AR ROS (1 il 2=
KA NO JRTE /D, DTG58 P R AR 1 1 38 9 5k
Ik, Fernandes 251" & ¥, B I 7K /) B4 0 i
ROS 7= Wk BERCE R /N FR AL 8 % TH iy (33.8 2.8
nmol/L) , TMi IfE ¥k iz 2l 10 J )=, & i &/ B Y
ROS 7= ¥y e B2 422 3 T B /N BRZH 7K F- (6.3 0. 8
nmol/L) , fERfiE NO MREFH&E ., WFFINN, T
IR /)N BRI %5 BE 9 NADPH 480 A6 it 04 156 12 38 Aim , M
A /N BRIV H ROS W BE 3 w1732 2l e &2 vT e
TIZ A ALBEATE M, 06 ROS 774,
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