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WEZ R LPS %S0 7 B2 tH 40 it
Dae AL B9 S5 5

ko mEF FEW kBN BRE

HWE B iE microRNA X8 7 kAl 35 & % Mg % 48 ( LPS) H% T AN &84 e ( EPCs) 48
) Re A 09 FAE A B AR X 69 mIRNA KX T oML o FHH, ik H EPCs 24 348, %184,
LPS #2248 (LPS 1) fe 3 K, % 42 TR 2240 (APS 41) , # 47 miRNA £ A #4547 5 3iE | SF A A A 915 6 7

FEoH mIRNA BAEGR AR5 5E%, 8 A 15 A~ miRNA 5 LPS #$65 ez se 4548 £
194 MIRNA ZH K S BRARE R XL A THRE, 74 mRNA % -F B hsa-miR-146a-5p . hsa-miR-
145-5p .hsa-miR-7977 .hsa-miR-19a-3p .hsa-miR-377-3p .hsa-miR-7114-5p &hsa-mlR-424-5p £ LPS
Bl APS b, £ A %t F & L (P<0.05), K+ 3 A~ miRNA £ RT-PCR B4 R 5% K 28 RARAF
7 A mRNA #3ek BH T 2 ALK G2 50AT S LA EAK(GO) it o £ L& PIBK Akt %7—4’ B, L
i APS #f LPS # 349 EPCs Zhfb 845 A 4715 ZAF A iZAF A TAE 5 miRNA 2 F o9 R B A%,
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Effect of Astragalus Polysaccharides on LPS-induced EPCs Functional Damage ZHANG Jing',
WAN Xiao-qing", SU Hui-li', ZHANG Zhong-shan?, and MAO Gen-xiang' 1 Zhejiang Provincial Key
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ABSTRACT Objective To analyze the relative miRNA network of Astragalus Polysaccharides'
(APS) protective effect on lipopolysaccharide (LPS)-induced functional damage of endothelial progenitor
cells(EPCs). Methods For miRNA expression profile analysis, endothelial progenitor cells were divided
into three groups: Control group, LPS treatment group, and APS pretreatment group. Real-time PCR were
used for microarray data validation. Bioinformatics methods were used for miRNA network analysis.
Results Totally 15 miRNAs were found to be associated with LPS-induced cellular functional impairment.
Expressions of 19 miRNAs were changed after APS pretreatment with LPS stimulation. Seven miRNAs in-
cluding hsa-miR-146a-5p, hsa-miR-145-5p, hsa-miR-7977, hsa-miR-19a-3p, hsa-miR-377-3p, hsa-miR-
7114-5p, and hsa-miR-424-5p, showed significant differences between the LPS group and the APS pre-
treatment group ( P<0. 05). Expressions of 3 miRNAs verified by RT-PCR were consistent with the microar-
ray results. GO analysis found that mRNA targets of the 7 miRNAs were enriched in protein ubiquitination
functional group and PI3K-Akt signaling pathway. Conclusions APS had protective effects on LPS-in-
duced functional damage of EPCs. The molecular mechanism of this effect was related to expression chan-
ges of miRNAs.

KEYWORDS Astragalus Polysaccharides; lipopolysaccharide; endothelial progenitor cell; microRNA
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A U S B T A2 A O IR W8 PR Al
ORGSR E A RN EAMIFFE R, O
AR BT JEAE K 7K1 B T e f B 3 A
B YEN AL EE , By TR B A AR 2E e 1 S Al
NEZEHEL, NI 1 10 /87 728 1Y) 4 e, RO By 52 1 A8
BT R X UG, N A4 (endothelial pro-
genitor cells, EPCs ) J&—F 77 TAEFR /N 1L 4 EME
3R A PR R 240 L T AR 400 L, 32 Bk R T R
MBARIFS . 7R B A sk B S, A7 75
TEHET ) EPCs 7] LU 2 T R B B ik i AE < X+
YR MG EE, Ak ITBh 5 BANE MG PR, RE
P UE SR T A Bk I A7, i — 2038 5 ok ok B Y
WAL, 225 AR A AR B Ak

WROE —MME G A s b 2, R A YIS TEY)
TR o 045 220 B BT AR e SRR | TR 2R
K e RS, BA RN R T he, WS
( Astragalus Polysaccharides, APS) J2& M 5 FEHR S
PEW—Fp A AR BT, EEH o1, 4 (1, 6)
L3 N IETR (SRS S8 2 I R S A e 2 1 ]
P FLE I ZHE T AL, BREE A RO T MUK R 4
PEYIREFE ELAM I e iy A K1 APS I8 AT B AR R
9 K B IUARE 7K1, el 5 SO0 PR o A B L A5 1A 1 240 B 2L
A RAF R ER 1,

microRNAs %0 i 55 mRNA 3° UTR
X3 58 2 BN 58 A BEXT 5 mRNA R i 55 B P41
il , N TR 538 J AP PR B PR A 3Rk R T 2 5
MERE AT 85 oS AR T AR
WFEoE 01 4 3 T APS Xt ig £ B (lipopolysaccha-
ride, LPS)i%S EPCs i i (9 & 474, Jf M miR-
NA /K-F487~ APS {4 EPCs 14 FHLiil .

B 7%

1 40 JFARER SR EPCs A 5256 % M AH
Moy B3R,

2 24y APS,I AL EEERHA R AT,

3 W AUAR  EGM-2 537 5E (£ [E Lonza 2
A)) 4R I (32 E Hyclone 24 F]) 5 Trizol 15 (In-
vitrogen /AH]) ; miScript Reverse Transcription Kit
77 & (2 Qiagen 2 )) ; miScript SYBR Green
PCR kit 200 7] & ( %[ Qiagen /A 7)) ; CCK- 8 4ijifg
RIS (AR AL 52BT) s miRNA 54
Y1 Fig 50 R ;BD matrigel 5551 (72 E BD Bi-
osciences A #]) , HAh A L& ¥ 0 E = dr 4, 2e
DO i (TEE DR AR A D) o

4 Tk

4.1 RSB SRS AhIBGE R S8 A K
30 mL, SR A6 B8 3 0 1k 4 i ik Hh AR o oA
il , FE T EGM-2 Ji 573k (% 20% fiG4- vl . &
% 100/mL BEFEE 0.1 mg/mL I P Bz 2B K A7
50 ng/mL) , M 10 5 4 Bl b £F 4 3% B2 8 1 A9 40 i
Bigeid 8T 37 °C 5% CO, HiFsihiigs,;3 Kin
FEBR A NG RE B V7 A1 M, 960 155 95 W Ak SR 85 97 B 3 Rk
N e N R €M N O UE 2411 D N ST F e i
14 K2 A7 A I RE 20 B g S 56 i 9 EPCs ™

4.2 EPCs % 7E I BE4H M 5 Wk N
2.4 pg/mL Dil F3ic Y 2 B AL I % B2 i 25 14 ( Dil-ac-
LDL)7E 37 CI¥HE 1 h J5 H 2% 2 B H i [F 2 ; B
W R 10 pg/mL FITC fric WA S BEE R 1 (FITC-
UEA-1) T EikgrAs s 37 <C B F 1 h, BFERZE nf
VW (PBS) #hk 3 Uk, 281K vk 1 Wk, T N2 ovp
Him s R, a5 O 5 BB AUEE % FIT-UEA-1,
Dil-ac-LDL B4 te BHPE4M i by 1E 7 434k ) EPCs

4.3 SUTE KRR AL R RIS N 3
20 . % BEZH  EGM-2 #5593 48 h; LPS Ab34 ( {7 Fk LPS
4) ,EGM-2 557 24 h J5 , /1 1 mg/mL LPS 4k£: 555
24 h; APS Fiab 34 (fHiFk APS 4H) , EGM-2 #77 Jit
Jin APS (800 pg/mL) 55740l 24 h J5 4k, 4k 22 H]
EGM-2 8535501 1 mg/mL LPS, 55% 24 h, AbB)5E
RN Z AR AN M4 T T — 2K

5 XERIH KA vk

5.1  ANMIIGFEAE S RGN  F oy 2H Ak B G 41 i
AL, A(1.5~2.0) x10* 4 /LAY %% B 7E 7 96 fLES
Fib FoRr A Fl AR 6 L, BEFL 100 pb, 4390F
0.24 48 .72 h Jin CCK-8 ¥ & 2 h, fEfifEr1Y I+ 450
nm I AR I E RO R

5.2 microRNA il EPCs TALH )5, 57
RO B2 4 i, Trizol 32055) 45 40 i A RNA SR A )
SN (ZHE(E,2100) %52 RNA 408 fl i, X
RNA 3’ 5iifil poly (A)  IF AT 2B hRIC, #7438
¥, ASZH R LC Sciences microRNA 451 ( £
%, miRbase 19.0 A% ) , FHEOGIL R B TR 42
REE R E I BT, A 5 B AT S
B, H—1k,

5.3 P PCR HiEith i 4558 HUS
ZEHL T I 295 B SA 1) miIRNA HE7503E ., PCR 51
I A 1% [E Qiagen 74y, % M8 miScript Reverse
Transcription Kit 3557 & Ui B 45, K 45 6 RNA FE AR
Wik 5%}y cDNA, )RR 724 37 G260 min, 95 C
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5 min, K F#-77F. %M miScript SYBR Green PCR
kit FOLHH , #E47 € B PCR, R W 2JF }:95 °C 5 min
TiAEPE, 95 °C 155,55 °C 30 5,70 C 34 s (CREEMR
5) HA A0 MEHHATY 1S B th 2R ABI 7000
BROANFRT . 45 5 A F 35 Ct (thresh-
old cycles) i, FFMFEABE 3 NEES, FBHE L
BRRR BT IR, 2749 T4 41 22 18] miRNA (13
KZES

5.4 AfEg  BUEK ZXEUNM EPCs, &
% Invitrogen AR AR T {K Lipofectamine 2000 ¥4
Ye 7157 5K miRNA- 424 mimics .mimics control
Mg M SR 5 = IRCE 20 min,6 h J5 4R AL
EGM-2 58 & 533, ke R 57 48 h A TIe S5L8

5.5 IMEILHEEE T oK w96 fLk &AL
JIMA 50pL 3 i %, 5% CO, B 37 C W48 i &
60 min, 41k EPCs, fFLimA 2x10* A4, 15577
2 h &, BB 1 h 7R A T LSRN A T L
FARIOE

5.6 FEELTN S0 SRAR WG B
(mirtarbase http ://mirtarbase. mbc.nctu.edu.tw)
F1 microT-CDS ( http ://diana.imis.athena-innova-
tion.gr/DianaTools/index.php? r=microT_CDS/in-
dex) XFU RN 22 73755 miRNA ( P<0. 05) #E47
R, 5T GO (gene ontology ) Iy fE X4 2 Fi
KEGG ( kyoto encyclopedia of genes and ge-
nomes) 545 % | F| ] David {4 (the database for
annotation, visualization and integrated discover-
y, https.//david.ncifcrf.gov/) XL R 4T GO L%
PESI TR 530 i W M AP

6 Siite# ik R SPSS 10. 0 #4174
I3HT. ZAIA R T B R 5 22 00, PRI LU R
I LSD J5ik, WAl b BCR A t K, 1 K
Graph Pad Prism 5 {4, P<0.05 k2R A4t

R

1 EPCs XE45 R (K1) EPCs HAHH ac-
LDL FIZ54 UEA-1 IURE T IRER 537 14 K9 I BE 41
M1, % FITC-UEA-1 #1 Dil-ac-LDL 55 [ Hi ik Fric,
DGR B WU T % 5E Dil-ac-LDL 4 {0 [H 4 41 g 5
210, FITC-UEA-1 Yt (o BH P 41 g S 4% {5, FITC-UEA-
1 il Dil-ac-LDL Xy BHME ANl EPCs |, S {1,

2 34l EPCs $fHAE Jitbis (£ 1) 4bFE 96 h
J&,LPS 20 % APS #1 EPCs 43 5l g 7 %5 %t MR £H 1]

AR (P<0.05) ., 5 LPS 4%, APS 41 EPCs
FERE 13858 ( P<0.05)

Q (B
1 :A 4 Dil-ac-LDL J4 4B Jy 4l UEA-1 FITC
gefr ;C ARG
Bl 1 EPCs %458 (x200)

(C)

1 341 EPCs HifHpE Itk (OD1H, Xxs)

49 n Oh 24 h 48 h 96 h

X 4 0.61:0.04  0.85:0.06  1.55:0.11  2.02+0.08
LPS 4 0.67+0.05 0.72:0.08  1.31:0.01  1.65+0.05"
APS 4 0.52:0.03  0.81:0.01  1.50:0.04  1.79+0.06*%

I SX A RIS, * P<0.05;5 LPS 4RMIHE:, 2 P<0.05

3 341 EPCs 1 miRNA ki 5 (£ 2)
5% BRZH He#, LPS 2045 15 1> miRNA 352 5 i
F(P<0.05), 5 LPS 4l tb#,APS 4A 19 4> miR-
NA %4 T 878 ( P<0.05) , H:H' hsa-miR-146a-5p
FIkETE LPS %5 KA T+ (P<0.05) ; Mi7E APS
T 5 2 35 4% ( P<0. 05) . hsa-miR-145-5p . hsa-
miR-7977 .hsa-miR-19a-3p . hsa-miR-377-3p . hsa-
miR-7114-5p .hsa-miR- 424-5p 7E

%2 341 EPCs i/ miRNA FEikiE% F i

miRNA MRALPSH P APSHILPSH4  P{i
hsa-miR-155-5p — — 0.56 0.00
hsa-miR-146a-5p 0.57 0.03 0.24 0.03
hsa-miR-8069 — — 0.59 0.04
hsa-miR-575 — — 0.60 0.01
hsa-miR-376b-3p — — 1.51 0.05
hsa-miR-154-3p 1.52 0.04 — —
hsa-miR-337-5p — — 1.52 0.01
hsa-miR-590-5p — — 1.53 0.01
hsa-miR-145-5p 1.55 0.03 1.50 0.05
hsa-miR-130a-3p — — 1.55 0.05
hsa-miR-299-3p — — 1.56 0.03
hsa-miR-5194 — — 1.57 0.02
hsa-miR-424-5p 1.58 0.02 1.79 0.02
hsa-miR-6085 1.61 0.05 — —
hsa-miR-210-3p — — 1.61 0.05
hsa-miR-18a-5p — — 1.62 0.01
hsa-miR-136-5p — — 1.62 0.01
hsa-miR-377-3p 1.68 0.03 1.66 0.04
hsa-miR-19a-3p 1.71 0.04 1.65 0.03
hsa-miR-21-3p 1.77 0.03 — —
hsa-miR-6826-5p 1.78 0.01 — —
hsa-miR-5100 1.78 0.02 — —
hsa-miR-4286 1.78 0.01 — 5
hsa-miR-1260a 1.91 0.04 — —
hsa-miR-1260b 2.04 0.02 — —
hsa-miR-7114-5p 2.07 0.04 1.70 0.03
hsa-miR-7977 2.10 0.01 1.59 0.04
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LPS #lli# )5 225K % ( P<0.05) , 7E APS 15 &k
FH#E (P<0.05)

4 GBS R (K 2) hsa-miR-146a-
5p .hsa-miR-145-5p . hsa-miR-424-5p #£ ik ##H 5
O RAAT

49 - A
m LPSH
34 x Bl APSH

R R R
@Q’YD y%b;a R v%fo
N &

TE: SXP AL S, © P<0.05;5 LPS 41
H#z, 2 P<0. 05
2 3SR RIES R

5 2535 miRNA LR BEE4H£N GO
{55 g APS 1845 A0 miRNA 437 it #0355 PR 3 fig
4R B FE B iz F ALY (GO: 0016567 ) |
wnt {5 5 i #% ( GO. 0016055) . 4i Jifi ¥ 1= ( GO
0097190) . 4l it 7 354 2 1 f 3 47 ( GO . 0080135) %5 %

PO‘.’BF‘IB
JAK3 S \wiires
WNTeA 1 S
BMBR1IA_ |/
hsa-miR-7977

”\K:/

MAP2K|

3AKT3\

hsa-miR-377-3p MEl w\\
PI m\

ACNR1B IL6ST

ACHR2B
o po
LIF
[

8

%yﬂ ngee
; \STP’\:Y
o]

=
@

P

El

'm -
3

>

g

> >

A~ GO 4y 2K, DL K 4L 45 PIBK-Akt {5 = il #%
(hsa04151) 4 9% T 4 i £ BE ¥ 0 {5 5 @ #%
(hsa04550) .FoxO {5 =i % ( hsa04068) .Hippo {5
i % (hsa04390) 457 Tl ik b, Horh A 65 AL A
EAETEITT T2 Rt B9 (5 518 % (hsa04550)

6 71> miRNAs 5 $E3EP % B G & (& 3)
JEE R c-myc & hsa-miR-377-3p . hsa-miR-424-
5p .hsa-miR-145-5p 1y # 5L P ; 22 %4 [ 3% Ak 38 11
f#1 ( mitogen-activated protein kinase 1,
MAPK1 ) J& hsa-miR-19a-3p., hsa-miR-424-5p .
hsa-miR-377-3p ML EE A ; 73 L 30 I+ 4 (tran-
scription factor inhibitor of differentiation 4, 1D4)
KPR ERAKEF 1 24K (insulin-like growth
factor 1 receptor, IGF1R) J& hsa-miR-145-5p
hsa-miR-19a-3p .hsa-miR-424-5p (¥ 5L B4
N -38 (glycogen synthase kinase 3 Beta,
GSK3B) /& hsa-miR-145-5p . hsa-miR-19a-3p .hsa-
miR-424-5p .hsa-miR-146a-5p F{)3L [ LA

7 3%k hsa-miR- 424 ) EPCs #l % 8 20
EPCs I IERE I LA (K 4) X RADEHT Bon
R 22 HICTE A PIST 20 B 248 i TR K D0 B B 32 4 i a2 422
R ik #235 miR- 424 1) EPCs [ H} 3% #2, 7] UL
i A R B S5 R A . 6B T I3 B
HURLET 4 2 FN ) 22 57 3

=

1
F2
3
‘ hsa-miR-1 FR2
= PR2

PabEPS miRNAs

1/ miRNAKI$EZEFH

2 miRNAsHFEE$EEF
31 miRNAsH 3L E$E & FH
¢ 4PmiRNAsEIFLEISEREA

— BIEMEEXR
-- TRMEEfERFR

3 7> miRNAs S#IIE R A X X 5
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0
hsa-miR-424-5p pagich C

A it ik hsa-miR-424 ) EPCs (x40) ;B yXf lB4H EPCs (x40) ;C it £k hsa-
miR-424 1) EPCs 55X 82 EPCs M4k H b ; ST th#s, * P<0.05; n=3
4 IMEIEAHE T g

o

Asahara T % gk ge KB, PEFRAHE I A7
FE—FIRE S0 A A5 PN R 20 B A AR 0B, IR FoA
%} EPCs ., EPCs X1 € IfiL 4 W IR A& 2 il 4,
AR 1M A5 A 55 e i DX A S A A ST 0 S I X
W itk 3 7T EEMEH . LPS J& 8 2% B PE B 40 i B
FERLST, AT UM B AAE BN, 3 T 3 ok i A
VAL B AL 5, o i ISP W PR S5 55 00 2 A K
JRE 1 5 PR 22 FSE Sy i R i LB S A
MAEFR EPCs AR Ry A= bRl Py 0o 1482 s 1 T 7
A B T RE R E S RN 25 ) EPCs
$oit A 5, R EPCs FIG A C ™

W e G ny b s e rh 2y, FEAE YIS Y
o 45 220 AR T AR e AR RS
K MEITR S, H MU i e s P E 28
ZENEM,APS & BT AR AR R —F 1 o R AR Y
B, B a1, 4 (1, 6) FREE BRI FL2h
BRZE -2 ZUBH S 2 2240 RN BT h A1) 2 2L 8 1 2 8 i A
B, BEAEAT RO T AL A Ho 28 iy BE I LA ek 3 14 2
KO i s T D BE L 2, #ER B H9c2
WL, APS a3 R i miR-127 ik, Jil % K 7
kB (nuclear factor kappa-B, NF-«kB) . 2 3 & ¥ 5
fiff(c-Jun N-terminal kinase, JNK) ,J#4% LPS %S
RAE XA APS 4l TLR-4/NF-xB
T B, DA U R AT B A B 4L 3 B B (cox-
sackievirus group B type3, CVB3) 5|z i)/ .0
WL 0, I i R 4E I F IL- 6, TNF-a, INF-y B3
IBH L APS AT [ AROME PR s R BRI B K ST, X A
HEPRIPE K B INLAE P B 0 LA B A Y AR R
SR APS XFABE FR | 40T PR 55 5 350 i 454 4 1) O
PR EVEFILE M R BIRR , AHESE & B LPS #il
Ji EPCs RYNEFHBE J108i55 , mifiA APS Xf EPCs #Y3
FERE I BA —E MR ERT . A5 — 2 F HEmi-

croRNA Microarray %} APS {4 LPS & i # EPCs
REM DA T ML 5T

miR-146a & LPS/TLR4 {55 1 ¢ 4 i 2 4> 1
Z—. ZWS A, 75 LPS BT, 40 M0 miR-
146a Z 5| NF-xB s ih 2k 7 & (g
1 ZARHMC IR 1 (IL-1 receptor associated Ki-
nase 1, IRAK1) il Jif 58 IR 5E K 7 52 (A A C K F 6
(TNF receptor associated factor 6, TRAF6) &
miR-146a M) T 3R, 52 2 A 4t b i 40 1)
NF-«kB £k JE AR BRI . 7EA LX2 JHEIR 40
H E#RIA R miR-146a-5p 1l T LPS i 51 4l 4
i A 5 0 R 20 PR 4 5, 38 T 4 TLR4 (IRAKT
TRAF6 NF-xB ik, ot 40 fagd v SRt A 47
18, miR-146a HA e it R 5E H ¥Rk E M, 52 LPS
S /B ATDCS iR 20 L B 3% 1 A, R a7
A4 IL-6.IL- 8 TNF-a, [d]i hsa-miR-146a-5p #ikH:
BT E R A it F ik hsa-miR-146a-5p &, AT-
DC5 A A THMEREAR, 28 E K58 i, i 41 1 1% miR-
NA 2t J0) 22 30 s AH B 0T

miR-145 7E Z M i vh A 4B 2 9% miRNA 73
To TEZTNIIMIE A0 e K5 1% miRNA a] L) 46
B A S A T TS B R, miR-145
AT A o) R PR A BB R S6 R 1 1 (ribosomal
protein S6 kinase, 70 kDa, polypeptide 1,
p70S6K1) ik , 11 41 il T i i PRI 40175 5 -1
(hypoxia inducible factor-1, HIF-1a) FlIfL 45 N J
4K ] T (vascular endothelial growth factor,
VEGF) , il il L% 1™ . 7€ H,0, % T, miR-
145 38 i<t 410 il HHR I ) Bel2 A0 H 7 FH & 1 3 (Bcl2
interacting protein 3, BNIP3) , 11 i £& ki 4 J 1~ i
NN Al 21 S

MiR-424 Fik 5 M8 E ARG, TEB IR T,
miR-424 52 5% e 5 BRIV B B IR W AR XA A 1R 1
( purine-rich <nucleic acid binding * protein 1,
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PNABP1) (3G e 2235, e 2F I 4E P Kz 41 A A 34 5 F
ERERETT , AW T A A8, miR-424 B M5 G1EZ R
RS SRR 1 CUL2(cullin2) 9 37 UTR X, #1441
CUL2 ik, f# HIF-1a ANBEFEAR 76 PN R 4l i vt 3
ik miR- 424 RERZHEIN HIF-1o F1 HIF-2o0 ZEZR A &
A UE Y R A0 A S s AR RSP Lee A SEP K
I, miR- 424 57 3| b 48 Ak W) T 1R 1 58 W 80T 32 A y
( peroxisome proliferators-activated receptors
gamma, PPARy) B IE , 78 95 N BRI T 3=
ik PPARy FIE&33 miR- 424 %35 R, i miR-424
HUJLE B ZHAF TPl CD40(B cell surface antigen
CDA40,CD40) 3¢k [T, CDA0 244 — B IRAE N Kz 4
LR 1 48 S S by A B S AR

DIReRAEAE S i o tr itk — L4878 T APS
209 miRNA 43 B E ] g R 4R 4 F Pl .
JERH c-myc MAPK1.ID4 IGF1R #l GSK3B 2%
A3 APS i £ 1 miRNA 4> F iy 2 [F) 80 56 1,
Zhang L % &3 APS i@ 133457 MAPK/ NF-«xB il
il FEL B A 5 B0 55 A RN e PR 9 /) BRUSE AR
Hi APS A LIFI ] GSK3B [y 5 15 M T $2 v i 5 R A
R fE— e R RS BUEILR c-myc
XoT 2 RV 5 AN A A AR R T 2 EE 1% 1 A8 A 1
PElH 7, 78 g of 5 A AT B B4R T, Florea V
AL PR R R L R c-myc AT DL S P R 40 i
W, WUE N TR A N IR IR S B SRS
BTl AR RAE SN A G, 1D4 SE 4R T A0 A F R
B A2 HOE A R 1S AL IR JC W
H 2 SRR R Y EEE (1 1 (achaete-scute homolog-
1, ASCL1) i 5 a4 25 20 A e EUIR 2520,
IGF1R 5458 L& b B VA5G, I 2 S5
AN T, AR DR A 2L,

2z |, APS 18 i 4% miRNA &4 LPS i S /1Y
EPCs $it /1, A Bt 5% 45 & miRNA #I 5 [H (1) T G XF
APS WAL T TRIL 0T, itk — DA 5
APS Xf LPS  RAE P45 3 B0 i 48 40 1 - g
SEAE LIS At T HeAl

MR I,
& % x o
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