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[ABSTRACT] Aim To investigate effects of advanced glycation end products (AGE) modified abum in (AGE-ab
bum ) on functions of late endothelial progenitor cell (EPC) derived fran hum an umbilical cord blood and its m echa-
nism s M ethods M ononuclear cells fran hum an umbilical cord blood were culured by using EGM -2MV ( Clonet
ics). Expression of CD45 CD146 and CD105 were detected by fluorescence-activated cell sorter analysis ( FACS),
W F was detected by mmunocytochen istry U ptake of acetylated low density lipoprotein ( ac-LDL) and binding to U lex
European A gglatinin (UEA-1) were used for fluorescent labeling of EPC. Late EPC were mcubated w ith different concen-
trations of AGE-album in which were sm ilar to the diabetic serim for24 h  MTT was used for EPC proliferation assay.

To m easure the apoptosis Annexin V' /PT cells were detected by FACS analysis ~ Boyden chamber assay was used to
detect the m igration by vascular endothelial grow th factor (VEGF).  Tube fom ation on ECM atrix-gelw as perfom ed to as-
sess the capacity for vasculogenesis The mRNA and protein expression of AGE receptor (RAGE) were evaluated by re-
verse-transcriptase polym erase chain reaction (RT-PCR) andW estem blotting respectively Results Therewere wo
types of cells appeared in the culure systan. A fter3 to 5 d attached cells appeared and appeared to be clusters  Their
number mncreased for 2 weeks  Thereafter they did not replicate n vitro and gradually disappeared W e observed an-

other population of cells w ith differentm orphology and grow th pattem  These appeared m 10 to 15 d after platng w ith
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smooth cytoplasm ic outline and were firm ly attached to the plate and showed cobblestone appearance named late EPC.
M ore than 9%% of late EPC were CD45™ /CD 146" /CD105" and W F", took-up ac-LDL and showed UEA -1 bind ing affin-
ity ~AGE-abum n concentration-dependently enhanced apoptosis and depressed m igration and tube fom ation but did not

affect proliferation, of late EPC. H igh AGE-album m mncreased RAGE mRNA and protein expression

Conclusion

These results suggest that AGE-album in m ake m paired function of late EPC, through up-regulation of RAGE m these cells
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Pro Plus & 4 #T £ 5 (Version 3 Q 1),
L2 #RAK

AHREF 2000F @R FETE WXL E
AE, FRGTERIAFRAAFEFHAEZ A&#
B, AT RS R B AR =M 24~ 29 5 &4
BUR P& S BT A LR I 2040, PR3 e 4
YR HA T o R IR A R R DA R R R R
# 1mL4 i 508 & & fF % 405058
L3 SMHEIRBREEREKEIENEMERER
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Z AR B
L 10 F#HEFE
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(B 1)); 3 EEE FICUEA-14:4&, 2865 (K

1K); P XUHPE RN 2 3 6 (B L), $AR N “ME 3
TSR ERA N 4 3 B

L

22 WA A KR AT SO R - g -
LT IMAA FIREE ) AGE24 hJF, 555 Ty

41550 LA L7 05 0 PO AL 40 B e DL S22 >
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Wb 2 AGEIREEILF] 400 mg /LI, JLFEIR A
HAM R AT (R 1FE 3). b AGE RGN,
P 12 AELAH TR St T 00 L A DX R 25 4 PR TR 2 T B
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2 3 ARBEMEERECETYZARRRIA

W 31 P Bz 4L 4 B v AT DA 31 RAGE mRNA
EARRIE (B 5). fEXRARN 50 mg/LAGE 4
i, RAGE ik /K- #RARK; 24 AGE WK ZE KT 100
mg/LIF, RAGE ik 7K “F 8500 B8 4H & 35 39 0 4
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HINLREER (R 2).
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50 100 200 400
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3 1
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FE ML BT A2 R R v, XY SR 40 i P e 4 A AN A
g e AHE AR, I S0 0 40 A i 3 P
BeAHAm AR, 18 FH A AGE IR 508 PRV (8 5% rh ik
FEZAL . DRk, SR BIA AGE i Py R AL AT a3 ik
RCIE BE NS S WO PR B8 1A A ) AGE Fir 51 ) 9
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AEAERE T I BE ) 51 21 JE 18 20 1 P Rz AHL 20
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2 Y ) RSP N B B S 2 A . ARSI AT e A
FEFNYE T 5 7 TSR W22 AGE X fiF I B A 4% 41 il
SRR BB HA N B A A AR T RE RS2 o R AN IR 5
AGE 5Me I B 40 e 3L 55 7% J5, W AGE ¥R 7t
T, RRORAR 2 1 N R A AR M B T SRR B
TRPEI AGE SR A P Bz AEL 200 P 38 8 1) 8 2 B2 ), 2
7555 P B AEL 40 i SR Y A [R) B3 5% 7% B ) K 4 oK,
W 5 B 2 1) SR IE S

B DA A AR S E BT AR LA () e 4
AR B A R AL 200 PR s 2 P R 4 L ) R P i
fabr. BEAEA KB SCHANT AGE #1524 Py 5 41 i
FHB TR DL TR AR A BB AR I R RE I T R
W1, BRI RN AGE X P Bz AH 40 F iR B
VR BEATIRIE IR A T AT, BE AGE K
FE T, M A B AR K R 5 16 9 R A 40 i
T B 2B I (14 B 77 48 B 2 52 24041 .

AGETEAR N B B A Bk 5 2 A B4
MG REZMAEMZRN, HATAREEE AGE S
AR A0 M ThRE R RS T E oA E . H a2 M
AGEMIZ M RAGE. W Rl 48, SOKH B iR
EAMEAESESEA 3 VAR ORLEIE K Z 4
AL IS P 7 40T B A O 1 s 4 2R A A0 B 2 T i
HEHZ 1.CD36.051E K2k SR-BI%¥. RAGE 2
SEPL AGE 7= A5 5% 1A 41 B 1) i 10 40 i N 15 5 1) 2 2
AR, FAth 52 A U] 3 AR T B AN PR AGE 48 i 551
HIYEFR . RAGE fE 1E % #0241 4URN 1 3 o R I8 & 4K
b AGEEHE AR, ¥ EB) — A 540
RS YRGS 8, /2R 2 g, XAME 58553
1285 FL R WOE XA B 2 U L 5L R T NF-KB.
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7t RAGE FJ R 3 T 9, B& A %A NF-KB M. ot
4, B IE ) 9 45 5 R 1) 8 B 7, AT B AGE /
RAGE /NF-XB /RAGE [F)1E ) B HL i, 34 il RAGE 1)
Fis P AW AT rb, B P R AE 40 A A A
RAGEmRNA IR HERIE, it Rk K-FHIRME; H
ANFERER AGE 5 4 f 41 B 335 5% J5, RAGE &
LR E AGEWREHME EAEH; (5 AGER
F| 400 mg/LFf, RAGE mRNA Al A £ LKA
H—HE RN TR X—8 R EESTSKRER
AGE T e /= AE 41 ff 25 M Fr 3. X S 45 LR /R 75 1
BN R AHA M, AGE 5 H 24k 2 [AIB A7 7E — /ML
AR 2 R R IA ) B RS, XL RS S
T AGE 51 2 i B 5 N B2 tH 40 M I e 2 Bt L
RAGE it 4 1 7] %5 P£ RAGE W] 35 43 5 4 %5 BH Wy
RAGE FT =4 (e e T 1, DR ok, ) £ P L
S 1 RO BEL IR 71 3 — SBAIE S AGE X B 1A P Rz 4 41 Al
RerIsm 2 5 RAGEZ A Er=4.

AW RV P IUESE T AGE 8 i | 3 32 4k
(RAGE) 5| B 5 P4 Sz 45 40 g Th R 5, {5 AGE i@
T IR A 5 16 S o 4% SIS P 2 HEL 40 L D e ) 2
AT 75 1 — B SEIIE SE
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