FTREF 20165 1 A% 45 5% 24

doi:10. 3969/j. issn. 1671-8348. 2016. 02. 039

257

S NRM X Bk EEHRIER

My LB R 3R

A AR

(I.LAPEHAXEWERLEZERESFHFA 650051;2. LR EHKF
H—WEERS KA 650032)

XA T390 0 33 bk s 30 bk £ R
[hESFEE] R543 [xuk#RiR®] A

5 U I Y& T R B 3 e IR Bl K A A TR YT (PCD et IR 3l ik
F A (CABG MZ§ WG I7 % . X T Rae 5 O &,
PCT 1T g 4% filt 1 i bR A A i 48 K 42 47 s CABG 1T 403 £ 32 1M %
I AR 20 S T RE BRI G 0o g A D UHE T L IE KR A R
B RTF AR s AT 2259 g Sl 09 25 3R 97 O0E B 8%
B P BT B Lk g K PR I AR AN BB A R S AN R R SO
WL R AR . KT PCL.CABG i ¥ 15 XU F1 3L A 259
P J B S 4 2% 00 UL P 00 3 3l kB A 14 O 1% Ok B 1 BF 5
751
1 BhEkE RS

Bk Az iR A8 Sk 3h bk A ZE TS L St X R 19 Al /N sh ik
SCER A G N SRR AR K Tk . ShIkE S 4 A
BB, 1 B B 2t B kB sE sk PR A ) 2 d
PN B2 41 it CEC) F1F- 7 UL 4t i (SMOC) #E A & B R 384 5l By B L I
BB TERG I, 1 dJ5 BB R R Y 5% 4 IR 7R 8 0 R 1R
TR ERAL . 52 B B 40 AN AN SN Bl K A P S
PR 1 . SMC F1 EC TR 4 K7 . 25 3 Br B/ o ik o
SRR R LA . SMC g7 40 j 18] 7% 22 5 76 K TE U2 A=
Ko RIS B A B R 2R RN TR AR TR ORI 9 ST S A5
54 BB BB S L, — e N I A IR AR S — e
(YRR N S BN (O N ATR UM o TR Ve N 1
Y 30 %6, A1 JE 3 ik e R LR 19 50 %65, O WU BE & 2R IS L 0 L
A5 70 [ R ANAS —  (ELSE /N T P4 2E e B 3 e . TR R A
T WA T W A 00 S A0 S 10 o 2 0 4 . 3 R I R i
2 A s B ISR CAAFE B H AR T AT AEK VR E TR A D fig
BN SCAE IR . o0 UAR BB J5 M0 3 il 58 & 45 22 /0 1R 43 A 47 4 IR
YT S A Y AR . (R R Ik W S S H AR R N T 200
e, 2 5 Ik 2V P S 5™ B R e ARSI OR R LR e R
T RO WU BE & A . T 24 0 32 3 ok /9 B 4% 3% #)] 500~ 800 pm
B o o0 JLAE 6 119 T FBL AT A6 S0KE [T o 0 JILAE A6 IX 77 45 1o 1
AR S 3N Bk 5 3 BRI ARG 0 7 3 0B XURE T 0 BB R
T,
2 FKERKER

B3, 78 HARRAS T Wik BY 4 Jy 2 3h Jik BHL 28 =™ Bk
A5 I S ik AR B T B M & R0 B ™ AR G HE B
RH 2 i 457 94 30T Sty A0 L 28 378 35 22 1D T B T — A~ K9 R a6 B
S St i 5 R0 BT 4 25 0 S KL B A B ) AT e A% TR T
kB(NK-«B) , J5 & b8 — b & (NO) I T B 91 /9 M 52 3h ik
Pk,

AN BRBY ) 340 B R ) e 2l ik AR 7 0 R G
RET, 585U U RVER . I8 JE By FAE 1) B ) (4 4 Jin a]

x  BEETB:EEAREFEIES R HE (81260027) ; = M 4 M H LAk W 55 351 H (2014FZ051)
B 1EE , E-mail ; guotao20 @ hotmail. com,

L, FEAR MR, 2

[XEHS]

1671-8348(2016)02-0257-03

ECETE Y A -1 CAP-D A 5 1Y BRA% 40 i 4k B 1 (MCP-1)
LU LR M e ik 1 22, X Bh bk AR R e s A BT .
Pipp 255 % 38 75 P41 2 10 5 1B 3l Jik 3zs o ARk 47 bk =2 1) 22 57 3
IR A T 1A S 37 o 1) I 9 WA S 6 I O ELE T BRI, BT BT
B S 398 o v [ S 2 S D) B ) S G T 2. 3 A% K
F IS bk sy S B0 T SR W 0 40 % . [ JE R ) F0A% [a) g
HTFES kA RSP E SR EEEERES DAL,
3 HLAET Y] 3T ML PR 4 B A A 4 3R

kLU IRZIDANE s (il e Y S o
BYU) 7 A% T 0 A 408 1) &5 4 L B A /N B (caveolae) 38 A R
(integrin) 41 % [ (vinculin) B8 [ (talin) BL X #E 5 [ (paxil-
lin) &, BY Y] B0 ) 3 . 9 B Al i & A T AR 2 1 AR Ak AL S
NO Bk - G & 0 B O C S - i/ P9 B2 4t i 75 B
53 F (PECAM-1) 1 i 24 R Wl B2 1k LA S 4 ML Bk . 4R, 57 47
ISt B ML A 2 E .

R GE KR PN B A0 6 30 Ao e R S W R 7 4 L A R
H (TRPVO A Y] Sy 45 k. TRPV4 & — Fp 45 8 7 (Ca* ")
WIELZEB Y e A R A P Ca® ' vk B ot S S
S5 AEDY) S NI A 3 h L AR A KO R A R
RS A s SIS HE LM%, 6 hig. W
P i R TN B ) S | U R R i K S D K e e A (O
B M A A b B A0 R BN B, 12 h JE . N R 4
TG AR K I AR T 3h 19 7 m HEB . 40 M PN Y 5K T 4T 4 3
JEEAR K, AN B 45 A 0 R AR 22 (1 JEE B 38 I o K 4 g AR A T i —
BT 1) 40 A S 4R 45 1 I FLBE 25 BY V) 0 1 AR T 0 AE . TE PR
1 B ATL DR AL S (0 ASE A0 eh L L3l B 1 40 A 2K 40 A A 1 O 44k B
Y13 AR 9 — A~ o0 1 338 5 55 — A8 40, L3l &8 1 40 i B e
Wi J5 5 90 ) A 5 A5 515 38 R 3L
4 FIRERNERNESES

P9 B2 4l it 2 5% TG AR M B U 1 J5 30~60 s P, PECAM-1
B % A W A R R AL o W AR B T 0 X P B A A A ML B 1
B 72 PECAM-1 3 i T HLAR R 38R 37 45 (19 /5 s PECAM-1 B
B AL )5 » v P15 SHP-2(Sre [RIE X 2 A 85 1 i 2 1R W6 R ) i
Gabl (Grb2-associated binder) 2 [ ¥4 v 2 4 Mo %2 5, SHP-2
Fl Gabl Y12 5 41 i )i 25 i 41 it A0 5 5 98 35 808 (ERKO 1 #%
. iRk PECAM-1 5 SHP-2 454 . SHP-2 id ki
Gabl %54, J5 & ¥ % SHP-2 # 2 B 19 1% 14 . 3¢ v] Ak & 3 PE-
CAM-1 i £®sfa . PECAM-1.SHP-2 il Gabl Z [a] i #f & {F
FAA] 7= A A5 5 R 3G ERK & 48 . Bk, ATl a8 SHP-2 X i /&
B9 75 1 2l A e AR TS I B R Ak R 2% Bl TR of 3% 2 M U 9k 4
B )y, R RRTENLAR ) 1% 508 B PR SCHE L SR . A SR

EE BN A SCE(1982—) , IR R, 7



258

iR3E F PECAM Gt /I B 3l ok BEL 28, 3 %] i 0 JHC J2c o i
TRMETE 25 5 R B 2B /N R IS I 1 VBV T 1 3k 189. 8%
ifi PECAM & /N B3 i 65. 5%, 78 PECAM-1 1 3
Jok A B R R H AT RE R R E AR .

Y S A/E T . PECAM-1,MCP-1,eNOS #1 40 Jft [71] &
B 73 F (ICAM-1) 55 A 2 36 [ 3R 38 FF 3006 T 2 4%l B, (b F
i LB RS 20 BT 1) A0 1) PN B A B 3 b I R T AR AR A b R
AR T, IR HE S 0 B B IR 5 TS AR RN R B . AR B kAR
S BR B Be A NF-«B'%' \NO. Ras-ERK 15 55 S8 i LA &
Rho {5 558 B RS . N R 40 R 5 T ARSI Y] 1 5~10
min J§ ERK @& R0 . A6 5 /N BU% 2 BE 3l ik 4 52 09 R
PRI e B e s 7 AP-1 7 ERK-1,ERK-2 1 H T~ #3%
. I HE MG 5 MCP-1 76 P9 B AN 45 i LA I A =ik . h
AP-1 A F: /) MCP-1 23k B 35 W4 g 28 & 3h ko A= i iy 32 %82
Fifp, MCP-1 & gtk 72K . C-C RGN 7214k 2
(CC chemokine receptor 2,CCR2) #il C-C K& ¥k A Tk 4
(CC chemokine receptor 4,CCR4) A L sh 7). X 3 I~Z K
FEHAEMMEERE. = CCR2 #Y /) BUH: 35 ik A= B Z L.
SR - 24 N B2 E LA B B )5 - MCP-1 i 55 5% 97 K & AE W 8
B RCAS , AR BE D) D)4 N R R T R Bl K AR R — 1 ik R
PR L a8 He AR 26 00 180 8 2 4 7 P R T B9 1 T DL 40
R 46 3l PR AT 5k 26 o) A e i — 2B BFSY

JUE NG, MCP-1 3 3K 38 1 7T 0% 51 5042 40 i B &5 9F 8 A
) 56 bR B ok 00 S 1) P B B S A TR S i A R A0 IR TR B R
B B0 Jik P S J Jey 35 A MCP-10 m] 388 A ) S 1t 38 4% 5 o 7 P9 %
2 i 2 T . i BRF 20 T 49 gk 5 R 26 L ICAME-1 L, ICAM-2 il IffL
NJEEG BT 4> -1 (VCAM-1) K3k 1 £ I 4 5% 76 76 & B [
Y. MCP-1 Fil VEGF T 2 5 8 A 3078 500 40 i i1 3K . A
MR R . SR Ja Al a6 R B w0 i s
42 4 1-1(macrophage antigen complex-1, Mac-1) Fl itk B 41 Jfig
I i #4H 3¢ ¥t J-1 (lymphocyte functionassociated antigen-1 ,
LFA-D 5 N Bz 4 ffs I /9 %5 Bif 2> + ICAM-1, ICAM-2 A
VCAM-1 454G JFET AR ER LG, AR 58S T
HIS5 AT T SR 20 A I 4 P8 B 3 B8 8 I 4 A1 S I A
FIB . i ICAM-1 503 B2-integrins 5 5e 4T M4 AT B 17 ) 32 50
ik A B3t T B AT B 1 B B R A T
5 MERBEALBKHNESE

— ELAEFE o i1 B A VA SR 2 B Bk A R A O HLT R
AN T B, S AT & O B g g it 9t Hoe
KEBRIE B E T35 MCP-1, it K3 ] T « (TNF-o) |
K AR EG-1 (arginase-1) I3 BT 4 & & A BF (MMP) %%, 3l ik &
T, A A A I L Wk 200 PR 0 - L A Y R T R K
K+ (GM-CSF) i[9 /E i T » MMP-12 #1 MMP-14 ik & F
PAST BRI A 1 I A B TE I 4T 4 SR B Bl Ik 2k
K1y a5 [a], FF B S B ik e 4 BE . BR Ak AR K I F-B(TGE-B)
TE I 55 Y- ¥ L0 L 0N T 3 I B D R R R asTY . B A U IR
Je AR RSP R Al TR BRI 1 S R A A L ST 1 A0 BT Y S
0 b BB Y B — A AR R Y M A .
6 I X 52 40 B A0 S 78 AL 4R Al A9 1 5A

55 W 240 L R 2 %) P B2 00 Y P 3 B B B b R AR S R 1Y
22K GO BAT 4E A e R T (DFGE) | i /M R P A K R T
(PDGF-B) f1 TGF-B81. #F5% & ¥ . VEGF-A Fl FGF-4 it 3 ik
S AT AR 39 B 4 I A 1 8 A O A B BT L S B Bk
B2 20 i R) 2Rk VEGE , DA 38 07 35 L40 i 8 MCP-1 9 3%
ik, FHEEHURE A VEGER {55 0] L 58 4208 B a2 8l 1% 3l ik A=
JSCASE TR ) S 3 A 3 N B Bk K. T B U i

FTREF 2016 F 1A% 55520

E VEGF (g5 an 4y 3 AR . VEGF J& P Bz 41 il (1) 3
K A2 4t B 53 2450, VEGEF-A 78 A K v i ) 32 80 ik o9 Bz 48 it 2
RIS N R s . R Wk, VEGF X 3 L 4i i
WA HEEMAE A . WS ER TR ARG S
B 2 T W UL A0 e 3 B 4 LB AP R T A

FE P ANIE 58 R B, 43R A1 00 WE 72 I8 (CSWT) B ik 119 1% i 22 HL
W 1 0 2 00 3 A A 75 Bt AT 7O UL ZH 0 40 i ) 7 A s AR
N7 FETE B K B S A T Il 44k i & A S i e e L ki
BRI ) LA 0 AL A0 Y T2 Jol B o 7 68 8 19 B9 1) L 76 R A i
B RFERE b AR R B AR A A 0 UL O . IR
HURUH 22588 300 % B8 WF 58 R 222, CSWT Al ol 3% 500 i R 3
O FLEE 3 00 FOLAR ST » 908 2 0 88 0 i R 5 0 /0 i 1 H b L & 5 oK
FOVRE B, I AR e, S LK 5
WAESE CSWT & i 48 9 B2 AR 4 PR A 0F I 8 P 12 440 i 34
B A i i 28 27 R B A0 O B 2R L R i AMI B R 1Y 5l Bk S
MEERTT . Bl e i 41 2 4 2R 5 0045 B A R 3l ik AR s U A
%, B kb BT RE R ¥E M E L M VE T . W98 87 U1 1 42 20 Bk
A G T ) S PR S T T I I A o 1 R B R

&% ik

[1] Troidl K, Schaper W. Arteriogenesis versus angiogenesis
in peripheral artery disease[ J]. Diabetes Metab Res Rev,
2012.28 Suppl 1:527-29.

[2] Meier P, Schirmer SH, Lansky AJ, et al. The collateral
circulation of the heart[J]. BMC Med,2013,11:143.

[3] Xiang FL,Liu Y,Lu X,et al. Cardiac-specific overexpres-
sion of human stem cell factor promotes epicardial activa-
tion and arteriogenesis after myocardial infarction[J]. Circ
Heart Fail,2014,7(5) :831-842.

[4] Steg PG.Kerner A,Mancini GB,et al. Impact of collateral
flow to the occluded infarctrelated artery on clinical out-
comes in patients with recent myocardial infarction: A re-
port from the randomized occluded artery trial[ J]. Circu-
lation,2010,121(25) :2724-2730.

[5] Oh CC,Klein JD, Migrino RQ, et al. Growing collateral
arteries on demand[J]. Recent Pat Cardiovasc Drug Dis-
cov,2011,6(3):189-198.

[6] Seghers L,de Vries MR, Pardali E, et al. Shear induced
collateral artery growth modulated by endoglin but not by
ALK1[J].] Cell Mol Med,2012,16(10) :2440-2450.

[7] Dyer L,Pi X,Patterson C. Connecting the coronaries: how
the coronary plexus develops and is functionalized[ J]. Dev
Biol,2014,395(1) :111-119.

[8] Pipp F,Boehm S,Cai W], et al. Elevated fluid shear stress
enhances postocclusive collateral artery growth and gene
expression in the pig hind limb[J]. Arterioscler Thromb
Vasc Biol,2004,24:1664-1668.

[9] Bubolz AH,Mendoza SA,Zheng X, et al. Activation of en-
dothelial TRPV4 channels mediates flow-induced dilation
in human coronary arterioles:role of Ca*" entry and mito-
chondrial ROS signaling [J]. Am J Physiol Heart Circ
Physiol,2012,302(3) :634-642.

[10] Conway DE,Breckenridge MT, Hinde E, et al. Fluid shear
stress on endothelial cells modulates mechanical tension
across VE-cadherin and PECAM-1[ ] ]. Curr Biol, 2013,
23(11):1024-1030.



FTREF 20165 1 A% 45 5% 24

[11] Chen Z,Rubin J, Tzima E. Role of PECAM-1 in arterio-
genesis and specification of preexisting collaterals[]]. Circ
Res,2010,107(11) :1355-1363.

[12] Tzima E,Irani-Tehrani M, Kiosses WB, et al. A mecha-
nosensory complex that mediates the endothelial cell re-
sponse to fluid shear stress[J]. Nature,2005,437(7057) ;
426-431.

[13] Eitenmiiller I, Volger O,Kluge A,et al. The range of ad-
aptation by collateral vessels after femoral artery occlu-
sion[ ] ]. Circ Res,2006,99(6) :656-662.

[14] Heil M, Schaper W. Influence of mechanical, cellular, and
molecular factors on collateral artery growth (arteriogen-
esis)[J]. Circ Res,2004,95(5) :449-458,

[15] Jaipersad AS, Lip GY. Silverman S, et al. The role of
monocytes in angiogenesis and atherosclerosis[J]. ] Am
Coll Cardiol,2014,63(1):1-11.

[16] Bruce AC,Kelly-Goss MR, Heuslein JL, et al. Monocytes
are recruited from venules during arteriogenesis in the
murine spinotrapezius ligation model [ J ]. Arterioscler
Thromb Vasc Biol,2014,34(9):2012-2022.

[17] Yang BL,Wu S,Wu X,et al. Effect of shunting of collat-
eral flow into the venous system on arteriogenesis and an-
giogenesis in rabbit hind limb[]J]. Acta Histochem Cyto-
chem,2013,46(1) :1-10.

[18] Sager HB, Middendorff R,Rauche K,et al. Temporal pat-
terns of blood flow and nitric oxide synthase expression
affect macrophage accumulation and proliferation during
collateral growth[J].] Angiogenes Res,2010,2(1):18.

[19] Jazwa A, Tomczyk M, Taha HM,et al. Arteriogenic ther-

doi: 10. 3969/j. issn. 1671-8348. 2016. 02. 040

259

apy based on simultaneous delivery of VEGF-A and FGF4
genes improves the recovery from acute limb ischemia
[1]. Vasc Cell,2013,13(1) :13.

[20] Wang Y.Guo T.Ma TK,et al. A modified regimen of ex-
tracorporeal cardiac shock wave therapy for treatment of
coronary artery disease[ J |. Cardiovasc Ultrasound, 2012,
10(8) :789-790.

[21] Di Meglio F, Nurzynska D, Castaldo C, et al. Cardiac
shock wave therapy: assessment of safety and new in-
sights into mechanisms of tissue regeneration[J]. J Cell
Mol Med,2012,16(4) :936-942.

[22] Gabrusenko SA,Malakhov VV,Shitov VN, et al. An ex-
perience of the use of a curative method of cardiac shock
wave therapy in patients with ischemic heart disease[ J].
Kardiologiia,2013,53(5) :20-26.

[23] Tto K, Fukumoto Y, Shimokawa H. Extracorporeal shock
wave therapy for ischemic cardiovascular disorders[]].
Am ] Cardiovasc Drugs,2011,11(5):295-302.

[24] Yang P,Guo T, Wang W,et al. Randomized and double-
blind controlled clinical trial of extracorporeal cardiac
shock wave therapy for coronary heart disease[ J]. Heart
Vessels,2013,28(3) :284-291.

[25] Tao SM, Guo T, Wang Y. et al. Extracorporeal cardiac
shock wave therapy improved myocardial micro-vascular
circulation after acute myocardial infarction at early stage
in pigs[ J]. Sichuan Da Xue Xue Bao Yi Xue Ban,2011,42
(2):222-226.

Wi B #7:2015-07-15 &[] H 19 .2015-08-03)

Bree SESREGERFHNARTR

X FLBEE %
(L#FHFBEHRSEH —WEERREH, 5 EKF
XF 5 EWEERA S DB, 56K F

[xgA]
[FES%ES] R593.2 [ #ttriRfE] A

1 Breg R RS E

1.1 Breg &M HAE 20 fib 28 50 40, A HF 57 R W] B
Z BAMIR /N2 B B B B T 5 AR DG Y AE AR 5 1974
AR UCGIEW] T B 40 w] R K R SN 1% 5% S Y B Y
Xt G K BRI 51996 47 Woll 20 43 5 F 33t £ M B 410 il 6k 3
F /IS BRAN B A TR /0N BROE 2 36 1k B B B 0% M IR B 48 Cexperri-
mental autoimmune encephalo-myelitis, EAE) /)y i A5 B, 4%

F W35t fE P B A M B R 19 /0 BRUR N 1 EAE B 5 %Ak 10
Ja WA B AR AT S SE 3R L T Breg MA£TE. H
1E 1997 4E , Mizoguchi j# 15 X} 4 4E 1 1% 9% (inflammatory bowel
disease, IBD) BT {55, 55 — R 45t Breg S — 28 HA F A

ii?? %ﬁl/\ﬁﬁ

830011;2. #7352 E 4}
830000)

F Sk R R Bregs X W R, R KR BERIE, RS

[xEHS] 1671-8348(2016)02-0259-04

R S W e R H JC ORI B AT . 5 RS
Mizoguchi 7£ IBD #£%1 th % 31 CD1d (%) B 41 iy 37 £ 7] 43 W 1L-
10, HL AT 400 ) % 95 30F Jee o [) B i 9K 8 6 ] Breg X MR IE .
2008 4£, Yanaba %538 1 %F CHS(contact hypersensitivity) /s i,
BRI BESE, %8 1 —28 CD5 ™ CD1dhi 3 19 % B 40 it T 4F X
S5 B A e 0 T 40 A 3 5 B H A 5 Rk RN L TR B A
TEPURE R Pk

1.2 Breg W2 S 2R ARG B 4 00 ok U L 3% 10 A o AT
BT S B 405 0 W45 & . BLA B2, o Bl 4f
L BEUR G Be LT . 76 B 5 B i R Rk iR £ . Bl
Y VA3 45 Bla 41 g (CD11b™ CD5™ ) 1 Blb 4 Jfd (CD11b™

* BETE B4R E R B A X R R TR R 22 B Y R I H (XJTEDU2013120) s B i 4E 5 /K HG X 3 AR = I & R B ol H

(20157121C042) ,
442334051 (@qq. com,

YEE® A XI55 (1986 —), B BEE, il L, FEMNFRNBRWWEH SHRITHR. -

i# il £ & . E-mail:



