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Systemic review of mechanism and function of
bone vascularization®
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Abstract: The bone is a highly vascularized organ which depends on intimate connection between blood
vessels and cells to maintain its integrity. Thus, angiogenesis plays a pivotal role in development, repair and
remodeling of bone. Blood vessel is the main channel for the transmission of oxygen, nutrients, hormones,
neurotransmitters and growth factors for bone cells. Vessels are also involved in coordinating the hematopoiesis
procedure. There are 2 subtypes of capillaries in bone, including H-type located in the metaphyseal and L-
type in the backbone of the bone marrow cavity. Studies have shown that angiogenesis is closely associated
with bone formation requiring cytokines, MicroRNA and other signaling pathways. In this paper, we reviewed
the latest publications on the structure, function and related regulatory factors of bone vessels. More
specifically, we emphasize on the role of angiogenesis and vascular function in development and regeneration
of bone, which may provide therapeutic approaches in fracture healing and bone engineering.
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41 ifd # 5 (extracellular matrix, ECM)fE#EETE 1
WF5E B BAW, BT A5 10 A B o 2o R
Ty T = 211188 /% 81| U= 94 o W P S L 6 o
BRI PN K2 A K F(vascular endothelial growth
factor, VEGF ) , fiil & 6.4 1l 45 N B2 240 i 5 4
B 200 R R B 200 R PR ) A LR 7 A A S 2
Fy—J7 T, B ILAE PN R AR AT LAAE T4 E 4
JLRD SR A RS R A AR R - IeAh, I A AR A
HEREBMBITEE P EEE TN, R
Ak 515 2 B BB I E A G, AN B BTBRALE |
HIRFE FERIRNE DTS R i e S e % 45,

1 mESmMEER

158 AR RIS B A A A IS A PR )2l
Fz 41 it (endothelial cell, ECs)ZH %, #M2 H 1 45 & [l
S 2 o IR R AR e A B S e R BRI R,
EANINAE ECs FMLAE -1 LAR MEAEA T 200 16 ) 22 fh
Mk =5 ECs MY HE A, T8 A Wit .
55 R A A A 1 1A R AR AE R IR & B
TR Z A oAk o R 4RI (ECs A4 iE A #H
Ui ), HaE B B 7 B IR AR B LS — IR i i
M ARl — RS R AN ECs &2 i,
HOBH , WA BB RY RIA A M4, 108 K%
A T BN [V S TR A A0 2 83z B, AR DR o8T
A DIREM e 2t . KEMFERIIE, T )53
AT 5 T ECs WA AREE 4 F X 1L 48 1T
10, BTV AR B, A4S BT B A e e, B o
B ARG AHIIb
1.1 BmELEH

FLIAIE 5 rh 7 SR A S RS e 8 A il
A AT SO B LA 42, Rl e Ak 1)
Sk A S AL T ZE O RIS R, A il A 2 2N
FEAS R 2L sl Py AR L, A8 KRR, S+, KR
FIAZE, AR, EE S IR EOR EED , I e
YRS AVRE A ERR IO, R BRSO R Y LR 4R
RO T R4, o AL Z 434 (micro-CT),
=YE(3D) F AR , DL b AL B R Y 5 )5 R
A RCHE (o 1A 20 23 S LR A 3 1 i — 2D 2R

R AL B A R A2, R B
AR AL B T AERARAOCT el  TEE RS
BT A X PSS A . FEThRid RN D) ReRE
TERIZE 5, B B AN 7] LAX 43 2 Ry 78 . H B
LAY, H AR 204 T s , T8 2 5 A Tl

B A AR, iR A H R 4 i A A R AR
T H MR, A DL SR B i R
19 H BB 20 00045 5 28 38 W B A AR S5k e s PR 1
osterix ) S AMAROC , w7k PRIk i/ MR - P92
JitL K5 B 43 CD31(platelet endothelial cell adhesion
molecule-1) 14 Kz k54 14 EMCN (endomucin) . BF5¢
FEHIWH R0 A N R AR £ R AR ARG, 5 H
RUAH S, L R IAL4ET P 1 240 B P 25 A B A 3 e A

PR B v R AR v, H LI A R RS, 0T
HAEARMRMEA TR, WL B 7E S T 0 s
I T R A R AR B AR I, AR B K
F-) CD31 1 EMCN . L #8435 41 i /85 2% 4 114 3 i 240
J A B, I ELZE 42 v S ik o sh ORI v/ NSl DK i A
EHEEA L BB AR, 200 A 2 8 i A N
JEE 0 H BB 4RI . BT A AR R X Ry
S G o Bh kA H BB A0 A, 7 T # v
FgTacHab it A L BB A4 W, e A Ak
KSR, AT RAFE BT A B A U IS [R] A AR
PR« ol T = B4 A S0 K i RN DR S 1Y) 3 1 4
FRLARE Y 1T e B R4, TR A RN A /N ER A T
Ui ) ELAT R A ) S A

B IS T A AR R L R A . AE e
mh, L RY I ) I SR AR A 2 A B 3R 32K
(leptin receptor, LEPR)BHYE4H AL A fk K+ CXCL12
(C-X-C chemokine ligand 12)3 & IR (CAR ) 4H
il BFSEREAE, IS R A0S W 15 5 o an T4
Jifa R F-(SCF 8¢ KITL),CXCL12 FlIfi 44 Az i 2 , 76 1
Wik M AR A EEAEA] . LEPR FHE4E A Al 3
K I/ B AT A AR KR T Z K o (platelet-derived
growth factor receptors,PDGFR o ), {HXF )& 40 ffibn
W MR A AE R F32 4Kk B (platelet-derived
growth factor receptors,PDGFR B )FI#4: | #h &
AR 2 (neural/glial antigen2,NG2) X B FR 5B &
% H BB 4 (chondroitin sulfate proteoglycan 4,
CSPG4) [, 1Z L -GFP it B R R Ik 1Y
AL ELA 5340 i A M R A I D 20 A ) e
J1o AL, o FE NI A (alpha smooth
muscle actin, o SMA) FH44E 11T L4 A 73 55 15 3
UK , 240 ML AT Fe 3k NG2, IF HA 434k s A [\ [8] 78 51
IR RE ST o TR A0 H Y B 40 104 A SR BB A A
PDGFR B + #l NG2+ IfiL 4 il 40 g , H B 40 1fL % 1Y
ECs ] i iz 43 W4 Ifit /1N B 475 A= A2 K A F B (platelet
derived growth factor B,PDGFB ) i=5 X W F Ifil 45
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AN, 55 B A A L] 5 DI RE A IF i 1%

JE A,

g5 b, AT LA 0004 A B TUROAS [RS8 A
R AR , A e PR I, B A A RS il
HEAEH.
1.2 BmMEEK

B A A AR . BB S e G
KB 13 ~ 14 d FHHR A M, IFTERUAE Z HA
WAz KB, Bl NI A 0 1 AR 22 A D%k
B 4 AER) 2% Ak 0 (primary  ossification center,
POC) 15 13451 , AR B AR B 20 i, 58 I 4 A —
AL A3 IA R L AR A B R I A A B Dl R
ARE R A M, T B A 7 (400 G I 48 T 285
TR B WK B Wi, 38 2 s RIS KA KA, s
YR RS 5, HE— A AR o A AR K A AR Bl
AR DA KB B P I s A R AR 4K
BT gk e (secondary ossification cen-
ter,SOC) .

i R B AT R, PRI BB iR . 5
A AR, et P R0 I A L A T 7 5 A
PRI A AR G AR AL, X SR BT 25 3 AL 2L
FREZWIE SR PR, A SOR H S
BE A A G TERA
1.3 BOEEREXESEFRIER

BT, &AM R UIE, 5K J1f VEGF RKIGAE
P TR AR SRR P I A AR B R R 2, ANH SR
ECs FIEANMEI% 2, i ELUE RIS A= sA B T A
TR
1.3.1 VEGF{z%#% VEGF-A iM% 45
() OCAE 0, FR AT 3R 40 i i B 38 3K Rl 43
VEGF-A 28 i 454 H 2K VEGFR1(KDR/FIk-
1)F1 VEGFR2(FIt-1 )k ZHFEH . )XE VEGF-A X
VEGFR1 HA R A5 AT (R A5 A il 32
i VEGFR2 /™%, %4454 VEGFRL B} ,VEGF-A 1§
HARE S 22573455 BETESS & VEGFR2 J5,
PR M 2 AR H R A 2200 2455

VEGF-A FZAEE — KA : VEGFAL20- Al %
HAZE A BT \VEGFAL64- m ¥k 5 3L 45 4 .
VEGFA188- i H i B 455 5L 5T . i WA AT 5 [ AN
[7] B A= 0280 < A 2% VEGFAL20 A/ KL 7 H 4%k
B NI A S ek, IF H POC Hid 4l b
ICYI I FE IR A 1 VEGFAL64 5% VEGFA188 fi#
KBRS R B 1) POC H LA AL Ao B A 2
1 VEGFAL64 i ik, Al VTR B - EAE F 7l

%, SRR A A AT T s SR AN R T
A ) VEGFAL188 74 iy %35 5 3 SOC 145 A5 i %
1, X R AT A PE VEGF-A 4 B 1A A il e
W B

AN, ECs 4y VEGFR2 H:DH B e ik
AT BT s I A R AR I R . PIBK-
Akt i SR TE LAY VEGF SZ R il & 1) 3 A5 538
Z—. FIXTF AKT2 1 AKT3, i AKT1 7£ ECs
FFIs, /MR AKTL @R 5 S 20— TE BRI A A= A%
A
1.3.2 #4235 B-F (hypoxaia—inducibble factor,
HIF)  R& AT G 45 Fh AR P15 S 4 , I Fad HIF
PETTEIIE R Ak . HIFs 55 R — RIRH SR IK 7, i
HIF- o & HIF-B 20, Hrb  HIF- o A 3 Ff, 5351
A HIF-1a HIF-2a } HIF-3 o ;HIF- B, BIF5 7%
ZREEEE A WA 3 FF, 430 HIF-18 (HIF-
2B M HIF-3B . HIF-a NIIAEMEHE, g HIFs
(TG PE , 52 20 P9 S BE B TR s HIF - B &A1
JE RN N RS R Tk S AR T, AN 22 SRR
FISZ I AT S o HIFL o 1 HIF2 o 7EMIRAECIRAS (<5%
) TRESFL, EHA G5%%) H HIF-a 5
Von Hippel-Lindau(VHL) & H 456 5 , Bz R it i
fiff E3 ZMH B R E3 I HEREE A . HIF
NI S5 Z R A Wl B2, A JC A A NS A i
B 20 M A T SR AR AR SR R AT L T
HIFL o 87714 2 18 12 A v b 3 04 P ) 5k (R 1
PRI, ZINBR HIFL o 9 a3 T 5 3502 Kl R S e 41X
R N

T4 B o R VEGF 3k, A8 7 45 2E i
PR AR HIF-1 381, i VEGF A 2 %
AEAR DG IR A 23k, W 0 A A S B TR
PRI, B H A A v R S P B B HIFL o, W] 323K
B A A A E TR D . MR HIFL oo 7 RE 40
JiL P R S P o R A B VHL WIS S0 A AR R
FIERIE I, HIFL o F1 HIF2 o 555 ECM
FHRFRIR, IF BB AT S50 ECM 4332451, M
SO BB TE SR o A, ECs Hh Bl 51 B 11
PSR AT R H AL B AN A A 1 0, DA (i i
A BURE TR B it
1.3.3 X K 4 /& % 9 B (matrixmetalloproteinases,
MMPs) S B8 = B0 & & ECM, {H2 B8
AR B E 8 IR RHME S R T A A
a1 RE g2 1 DA UE ity e ap O E I Aol S L2 ¢4 1
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1 A F) POC Hil] ,MMPs i 5 ECM & (17K i , S
LT E I ECs iR A AEE . MMPs 3£ 2 i il
2T LR 100457 20 B 43 , e MMP-9 il MMP-13 78
AR EE PR EZAEH . A MMPs 192
P K A0 T e 2H 21 4 T 2 11 g0 o6 551 tissue in-
hibitor of matrix metalloproteinases, TIMPs) 4 5% 4
e,

ECM AJ 3 o) 82 K 2 11 30 S — SRR 2 K15
YA P A5 555 5 IR - BEBRER U5 5 7% S
F &AM B R R EE ., S5REEAH
VEGF 1[5 VEGFR2 i fb 2L K A 43 24 i 1k 2
[ (mitogen-activated protein, MAP )il p38 1) T i
AL AT DA SRR B 1 S VEGFR2 Al
2 BE G (focal adhesion kinase, FAK) 454, 45 I,
AL VEGF 53 gl &5 T A A i B 6.
MMPs F) 3 Ji 6 4 P ol m 52 o 1f 48 A= ol A i 7
o A WFSERBIET, MMP-9 BN BRUAETE3E N B
TEBIBE % BE S VEGE A A= MR FHEEAS I 4 56, i
AN VEGF 7 bt G iZ i o X S5 ot — 3L,
F B MMP-9 2 5 ECM B VEGF Ay i 72 . 7E
MMP-13 278 /INER R, o] LA R AR FIARCER 15486 , {H
TEMAE R T Bk, fHEHLZ R, 6= MMP-13
FT MMP-9 FRUSEA A/ NG, B PN I AS A2 L M ECM
I, HAEA ST B A0, A BESE 45 SR
MMPs (1) BB T, ZEHA Hom o 40 3L A K 7
5 i S 22 T A A R A
1.34 4 % tmfie £ K B T (fibroblast growth fac—
tor, FGF)/Z 5 il % FGF HA 18 A, vl it
4 T A [w] 1) s 2 PR UK e 2 1R (FGFR1-4) & R 5,
VSRR, UNAHRRLAE T G5 AN oA, e R Hi ],
FGF2,FGF9 Fl FGF18 L)}z 5z {A& FGFR1-3 LARr Bt Ml
i e AU A 1) Ty KGR . Z AR FGFR1 Ml FGFR2
TEB M4 5A, 1 FGFs Hy %k 20 i A B 40
4. EAh,FGF RIS VEGFA 1 VEGFR2 ik,
FGF2 RT3 I AS N KRG B3 VE- S5A5 8 1 (3545
KB 11 5) FE B8 1 Z0-1(5L TIPL) IRk,
AT Sh K A 78 . ZERBR FGF2 IZe A8/
BN ) T B R T B R R
FGF9 Fl FGF18 R 75 3 4 B 4 A 3 4 , HLdh 2k v] 3
SOCE ARG TR . FE FGF9 Fl FGF18 4 4 il
Br/NER R ) VEGFA kg /b, POC ML TE Ak 4E
R Ah  ECs et FGFR1/2 FEPH (0 Sk 4 1%
A A T A B I A 4 M B AR5

W], FGFRL/2 {55 4% S 415 B 1ML 8 25 46 AN D) B 1Y
SEREME . £ 1, KW FGF 5538 5 5 A& A= Al
YERIAS YRR

1.3.5 Notch 1z 5 i %  Notch {5 5 1@ & vl 8 37
VEGF HY {2 iM% A= iiAE o A WF5E K 3L, ECs
Notch 15 538 [ (19 2K 1% 7] 5] 2 ECs 14 78 1 i 27 3
I, SR S il A R B AR . TGS B ECs
Notch {55 5 fi W) AT 42 2 Jay 388 1l 45 A6 A5 B B
Notch 52451 ECs stk , KEHEHIEEK
A # 11(bone morphogenetic protein, BMP )i 1% 1 4%
PO, AT SRR LR A KR AR AR Al M i . EC-
i P Notch B2k 982804, Rl = Notch B {4 DLL4
B Notch % il A% J& [A 5 7 RBPJk (recombination
binding protein-J) 441 5t 14 /N B, 2R B0 1l 8 AR AR
Ko H BLMAE D . BIEREG . At R B
EC- FEF g (A, o T LA RIIE K ) 40 B 24
i, 3 VEGF 153 WA/, I8 AN R I T
AR . SEARSS A1 Notch SZIRTEAL T 2240
— RIVEAKEYIE R, b 2 —ff 1 ADAM K
4 )R & 1 ADAMI0 A5 Kk, ECs ' ADAM10
R B 2R AT B0 A R 32 BRI AR R BB X 5 A
EC- ## 5 1 Notch Lj i i 2k 58 A5 1A v 75 21| 1) R AU
#ﬁ[[ﬂlo

1.3.6 FaE A Mm% mIRNA  microRNA B 28
UESE S5 4 R A BEATR PR FER, miRNA 9205t
TRV B R GRS R Sk, A bt oE 3R
i, miRNA-126 A3 5% VEGF FIAGLF 2 40 i A= 4 [
T FGF A5 LS AE T 5 38 2k 300 ol 1l A8 A B A 515
4 211 e P9 B 1 571 Sprouty AH 525 4 1 (sprouty-re-
lated protein 1,Spred-1) (1A {2 #F i 5 A= BP0,
miRNA-381 7 5% WNTL ifs S AI5 Sl i & 1 -1
(WISP-1) %S9 VEGF-A A ifi & A p b oAy
FEEVER . WISP-1 10 8 miRNA-381 ik fie it
B AR AR P 9 VEGF-A 3k, B B S AN i
FHA0 A (EPC) 1A AN AETE iU, 148 AR i BBy
Sk 2 [ A G B PR SE (steroid induced  osteoncno-
sis of the femoral head,SONFH ) E 554, oY
FIHPI 5 SONFH i H , miRNA-210 7 1E % 4141
HHIEAL, S EGZAH L H mIRNA-210 Fak i) . —
HBEE Sk A SR FE , miRNA-210 i FH Ak i 26k
R AR R A AR B A TR Sk @A £
FH AR b B P R 20 B AT LA in miRNA-210 11
Fik , R fE 2E A S 1 a k. Ak, £ R e Ab
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AN, 55 B A A L] 5 DI RE A IF i 1%

PG AN 1V RO s LA SO A Y RE T
137 HAMAEKR FREZRT SgFHS4KE
“F-(connective tissue growth factor, CTGF/CCN2)#F1i
fitt c-RAF(RAF1)Z: 5 VEGFA ik iy 5, dm 2
SE A8 A2 i CTGF & CCN Ffl— b, /3 KL
MR, 54K TR A EAE . e
PRI A T, 2R BRI E R R 4 i 3R 5K
CTGF.CTGF Sk -4t , fi #F AU A4 A i e 18
VEGF .ECM A FMIH K& - c-RAF & MEK1/2 (5§
MAP2KL/2 )3 i (1) b Uit 30, oA il MAP S (5
SR . c-RAF FENE K HCE AR ik, HAE
) D REE PR N = R e E T ST
o BB A R S c-RAF T fE B T S8 A1
15 d 2R BUM A = A POC, A K 35 d AY#iA: i T
1| = A EY T A | 0 N SR 0 Sl LI L
5 VEGFA B f ¥ am Al ¢, 548 VEGFAL64 F1I
VEGFA188 #4 & Wiy 8 Jo 56

WA, MBI A 3 3 4 I I A
T, G I A B, SR T HEBE AR A AT A T
SRS MR M4 AR K BIFFT B0 S5 %) 1 4
38 3= I AR IR A 1 (s LECT1) A tenomod-
ulin PRI, 4036l A A A RN B IS £k 5 SOXO 12K 1 /
PR 2 BELASH I 5 A2 1, 92> VEGFA 2R3k, 850 4
A BRI s

2 mMEERAEFEEHRIER

DL iR BB R G AN R R A0 i 22 [
HEAER %] s A0S 2 i s gl r= 4
VEGFA Z e i A= 4 R 7, [R] B i 48 SO A
TE S SRR, P A EAE S & F A
e A Sz T Osterix B 5 4 i M 2 it
BT RS MR T/ NRRIE R, T
A K HF R ECs i S0 BMP $5 57 1=, (#45
Osterix PHM4: 41 M A1 265 1 8l v A1 P 2 A i H LB
M AS K AR DG . /N Bl K B T v AR
B H B IR A8 37 i AL 25 2 T8 i 4
YA AR A ET I T B S, ml O i A R AR ol
U Z A AR 2
21 BhEESHFERSHNER

F 45405 0 e B 1ML A PR - BOR M 4 75
SRR B, B AT A R — R A 2R i
i, HAT, BARA G & A 7EE E i A i B
YEF, HRTE 0852 301 18] 145 A 2 98 R e 2 ML

K oE 4, %l B A5 R AS R JR Y ECs MR
BERATHRVT M 7 A K B RR I 7R e i i T
DR UN s R I N I8V T €= A K= B35 B = B
A LA WIE RS 1 2L, DT SE B A
H BB,

WFFE B B A il 48 A R g mE T A
e R, B ] VEGF BT X sk 71477,
T 1B A RS A o 7E /N BB TR AR ep | i
AV 4 VEGFRL (Y FLTL) @il 4 &5 11 BH K Y
U5 VEGF, nl s/ i A8 A iR @ s 21 23 Ak, 10
/N BT AL S . VEGFRL AT 4% A8 145 A=+ 14
THATH, RAEAN A I8 VEGFRL, I 5545 51 4 41 4t
Pt Ar , SR A PTG IR A AE K I (PIGF 5
PGF )& VEGF Z % i Fl VEGFRL LA, 2
S5 ERS, K — R E A E A AR T
P, WFFE R, PIGF 3 PR i o /)N BRASE 7R S e 1ok i 2R
£ B R E D S ECE YT E LB R,

FGF {5 S 1ML S AMBAE I SOFN 1 A8 & A 5 T
REFERZEM M HS B BERREY). BEEN,
TEEAr A AR, FGF Fl FGF 2Rk hm, i B
FGF2 7r-H1& 52 W1 18] , 38 M A5 A6 ORI B, DI-1
(PARKT ){E>A MSCs 43 114 1L A il R 7, W] LA
1k FGFR1 /- {5 5155 IEAE ARSI 45 A B
FISCHE 20 A3k o 53 A1 , AT AR5 26 A 7 K B At
A, DI-1 fEHE R BB AT Ao PRI ™)L 78
FGIO JEH & 4 98748 f /N BRUSE AL v g 7R B 0 ik
VEGF il VEGFR2 f3RIAREAL, Wed dif s, B
MMP-9 Y2 IRFRAR . £ XFiZ oL, nf Ll it 4l
VEGFA MMifE i 4 4U@A , MiiE i FGF9 57
A Mz BB 58 1B 2 . YL VEGFA Hl FGF9 [
A I FHAS(E AT LA 2 ROAE o /0N BRAES vh f af,
AR T HAT BT R R AR R el

Ak KA B (transforming growth factor- B,
TGF- B ),BMP FilE £ 434k A ¥ (growth differention
factor, GDF )t 78 & & Al Fa i B R O F R BB &= .
F 7% & W0, 78 sh A A vh 4> B R 5 TGF- B, 1] 3
AU LRFRE SR . fER AR, TGF- B
A5 A M D 0B 1 43 A S R A
5w HAE A A A R B FEVE FH v A IR . BMP

o 1 T ) R B D 4 L 5 R 434k, BMP2
H1 BMP7 1] LLS S5 T W IR 1B 2, 155 VEGF
FEIR R A

DL LARSE R B, e BT @A T BU ], )
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A AR SR ke, FEAE DM 55
2575 T o FCrb B FE T4 AR Y Noteh {75538 i, 7T
PR H I 40 4L o {2 Notchl fifid ikl
SRR 2N BT R 20 R ) 2T R A A R R
Hiiffrf Notch {5 5155, W 5 RS EAF /N BB B A 1
AW, Bl AT E K e E R S S
[ AR EAE T SRR RIS AE IR I, AR kB &
PRI BITEE .
22 BMEEREAATETHHIMNA

HuTZHZ TR ISR . = DIRErE I
ORI R SR HE G PRIV 0 e KBRS . [ 41
VFZAIFFEIESE 148 PN K2 A 41 (endothelial progen-
itor cells,EPCs) W LAiE i 345 H-1& & 2k A v 1) il 457
AN B BB TR e S B BB R ¥ AR
EPCs i iz ELHEIE SR IS PT 45 v 300 10 A8 T2 A o [
i, AT Y EPCs B 1L IR+ (VEGF) AR 551 &
(1Y) EPCs F- 3l B Siedst Hh 19 1M 38 T i, — Tk EPCs
H1MSC b 35 T B 1% 20 1 A% 4 20 K SR Al g
PRI P B BFST S, 5 MSC Bl B A AR L, EPC-
MSC 4 il 1 B B AT AT LB G b e 56 R R Al - G
TR B P2 E . EPC-MSC 2 it H- r il A il ik [
(VEGF-A il KDR)JZRiA = T MSC J . EPC-MSC
BES L (S 21 L 7/] N7 1| K= WA N W oy el 0 P a o €1
T 048 A RN B B BRI, A RIS B4l EPCs
BMSCs K4 55 55 20 A 2H 21 T R B A8 2] 4 DY i
JULAE P, B ATLF i Ao [ A4 BB 38, 97 A il A A
W% $/8 EPCs I AL 2 TR H PN AR 1A K
A5 R A TR 5K, 386 BMSCss A 77316 50 i: , 12 i o3
SRR B AL BE 790, A W98 &8I, EPCs 5 MSCs &
RGN 1 1 i, MSCs FO4 ILFETE RE 1 o, 1l
DI A T R AN 28 LT EPCs (1) 7L
AL RS e P UE AL 2T AR R Y o R b S BRIl A5
b, LIRS B At DX iy i AL, 55 Ah— I e 6 W
JRi R AR hEPCs 14 M ifi 2% B MR B, T84 o %5
JEW AR, hEPC 1R SRR i m H R A 1 28 4
£, 7E /¥ hEPC B HiJE 5 A TE4L LI M B K
b ARSI SO A R B TP R E IR N R

WA,
3 REEE

B R R GBI R A A - O T AN [ 240 i
BEG TR o SR, ECs A2l A0 1 2 e 0 i i 2 L )
ERcaiPS i = S WINIIPSEHIIN=gastiwilias gl ELEbEeH

IR,

L AN A2 B TR R R TRA T M9
TR HA E AR S B AR5 )
[HESEa R M (B L SRR = i R e
L Z AR LB A A o T AN RIS 2 T -
i AR R Ao B A RE R OCHE, I, RS A
A FECE Y R ER E BREAAE B RAET
IR B8 8 o ARSI, IR AR R A AR P 3R 284k
T, WA PO T B, (e B0 SLUT8R /N B
JRARR I i, L TR A AR 1 CD31L I/, R
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