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P2 2 B W 6 50 0 56 16247 75 2 019 0 EPCs
S AR T S L4 T AL

HoOR k4w Le& K A

HWE HHB WEITA % 8er x4 A % % (advanced glycation end products, AGE) 7] A2 # 8%, 41 N
J 48 48 fE ( endothelial progenitor cells, EPCs) Zh st A 6916 £ 8 A , AR T L P o T4, Fixk TEHRE
B kg B P A e, RN ECM-2-MV 35 Jif 3% Jc e A EPCs; A A 4 o 75 & & @ & 6] 8 48 4] & 0
B4 AL A5 69 & & G (AGE modified bovine serum albumin, AGE-albumin) , 52 3 4 % 3 1k m A 200 wg/mL
AGE-albumin # AGE 48 ; B 8 A X 200 pwg/mL AGE-albumin & 0.1 pg/mL.1 wg/mL 10 pwg/mL # 4 % &
BB T HA EA; mA200 ug/mL R ZEBA G K G B4, KA Annexin V/PI A% &40 i 41 EPCs
74 = ; ECMatirx-gel 4 8%, 41 EPCs 7% & #7 £ o & 69 88 /1, KA RT-PCR 3 4% 0 2w fe & 45 R AL & = 4 2 1k
(the receptor for AGE, RAGE) . A & & — & 4L & 4 % ( endothelial nitric oxide synthase, eNOS) mRNA /K - ;
Western blot ;x4 RAGE .eNOS Z &% G i# s At 9 E G £ 2K, GR LB arbs, AGE 48 Annexin
V /Pl 4m g v ) 38 A, £ ECMatirx-gel £ 75 % #7 4 fo % 46 7 4K ; 1.2 EPCs F rage mRNA & RAGE & & &
k3% m, enos mRNA & eNOS & Akt F @ K& m V., FFA4A S HE % 1.0.10.0 wg/mL 20,5 AGE 201048, 8%,
HEPCs AT 2 m Y (P <0.05,P <0.01), & ECMatirx-gel LB s # A &4 A3 m (P <0.01), 1% 17
EPCs  RAGE &£ # V(P <0.05, P<0.01),eNOS Akt kL3 m (P <0.05); 5 s B b4k, FF A4 % By ik
# 10 pg/mL 45582 41 EPCs A = & f£ ECMatirx-gel £ & #7 & & & 48 /1 ,rage mRNA & RAGE, enos mRNA
% eNOS, Akt & & kit , ZFH A% FEL(P>0.05), it AGE 4 EPCs Zh st L 4R, K I A B 3 4m
A BRI RAT £ F R T B, A S B 3T 15 2l AGE-albumin 7] A2 49 EPCs 2 s 471 5 .
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Effect of Depside Salt from Salvia Miltiorrhizae in Repairing Advanced Glycation End Products-induced
Late Endothelial Progenitor Cell Dysfunction and Its Molecular Mechanism CHEN Qin, HUANG Ming-han,
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ABSTRACT Objective To investigate the effects of depside salt from salvia miltiorrhizae (DSSM) in re-
pairing advanced glycation end products ( AGE) -induced late endothelial progenitor cell (EPC) dysfunction, and
its possible molecular mechanism. Methods Mononuclear cells (MNCs) were separated using density gradient
centrifugation from human umbilical cord blood, and cultured with EGM-2-MV culture fluid to late EPCs. Then the
EPCs were divided into 5 groups: Group A incubated with 200 ug/mL AGE-modified bovine serum albumin
(AGE-albumin) alone (A), Groups B, C and D with equal dosage of AGE-albumin plus DSSM at different dosa-
ges (0.1 uyg/mL, 1 yg/mL, and 10 yg/mL), Group E with 200 ug/mL of unmodified-AGE. The late EPCs apop-
tosis was detected by Annexin V* /Pl double-stain, angiogenic capacity was detected by ECMatrix-gel, mRNA
expressions of the receptor for AGE (RAGE) and endothelial nitric oxide synthase (eNOS) were measured by
reverse-transcriptase polymerase chain reaction (RT-PCR), and the protein expressions of RAGE, eNOS and
protein kinase ( Akt) were measured by Western blot. Results Compared with Group E, in Group A, the Annex-
in V*/PI" ratio and expression of RAGE in EPCs increased, the angiogenic capacity, mRNA and protein expres-
sions of eNOS, and protein expression of Akt decreased significantly. These abnormal changes in Groups C and
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D were significantly smaller than those in Group A (P <0.05 or P<0.01). And all the indices in Group D were

adjacent to those in Group E, showing insignificant difference between the two groups ( P > 0.05) .

Conclusions

AGE could injure the function of EPCs, revealing increase of cell apoptosis and migration, depriva-

tion of angiogenic capacity in vitro. DSSM could repair the EPCs dysfunction induced by AGE-albumin. Up-regu-

lation of eNOS and Akt in these cells may be involved in the mechanism.

KEYWORDS depside salt from salvia miltiorrhizae; advanced glycation end products; late endothelial pro-

genitor cell; agiogenesis

HE L AL 2 72 ¥y (advanced glycation end products,
AGE) 2 if JsU 5 8 1 B e AR B 25 14 8 B R AR Y
— KRRV, Z 5 T EE PR KHER (Alzheimer's)
I B PR 1 R I R RE B gl Bk s FE BE AL S B R AR R
' BB Sk R B N Bz AH 48 B (endothelial progenitor
cells, EPCs) 255 1 2 ZUk Il . 451 45 J& A9 1L 4 397 A= 2o
' VR 22 R B D 3D T RE BY I EPCs f B
FZhEE" . AGE 5l EPCs D fi 3240 & ¥ £ Bl Il
VeSO A R BT LE T o FE BRI R 1)
I T A4 S O 7E N Y BRI PR R R B R . P2
M 2 £h ( depside salt from salvia miltiorrhiza ) J& H 25 7}
Z: PRI b d SR KIS U 8 2 B AR R A
PUMLARTE B | 503 GOIE 31 B e A 1 55 2 i 42 A 4
S e MLk 595 AT VR Y AR BIF 5 i K T B
Z MR AGE 512y EPCs ) RE ke it 1Y 18 52 /E JH JF
PSP AT RERY 3 T HLH , 2F — 20 B WP 2 2 W R 4k
X R I 1 5 By ¥ A T BIL AR

MRETE

1L MR

L1 ARA AWF5EE Y 2000 48 (7K 3 2 E
B A IAS BERLE , BIF 5 T 1] B 44 R bR AS X R 58
I3 B REAS T T R, S0 S0, IR 28 38 A TR & 5 o A
SER AT Y 7 SR A% B B R A BE A B AR LR DY st
HE RSP DL MY R E o B I bR AR 240k B Rt
R 5 25 e B s b B B ™ Bk 24 ~ 29 B iR I, HE
A e 0 S0 1 LT e 0 S PR A R H Al A B 1 9
i o RO i B 23 0% 1) B A LI i 20 6y, £y 50 ~
100 mL,1 mL 41Dk 50 U 358 - Z bt .

1.2 25 EHANSZmRE( Ligag
W™ i, it 20071004 ) , 3 2 0. 1,1.0,10 pg/mL,
S 55 I 7 6 P 7

1.3 F2E0 AL gs A v E 2R B (BSA, Tow
endotoxin, Merck) ; B 58 . A Wk B 20 Jf9 43 &5 Wi ( Ficoll-
Paque 1077) \FITC-Jf| &2 BE4E & -1 (UEA-1) (@i fL ;v IT
( propidium iodide, PI), LA i F| 4 4 Sigma 2\ &) F=

S s P RZ 40 B 2L Al 3 5% W ( endothelial cell basal medi-
um-2, EBM-2) | 52 4 15 3% W% ( EGM-2 MV Bulletkit ) ,
Clonetics = fh s i 4 1% (FBS) , GIBCO 7= &5/t
A vWF PATE P A . ECMatrix-gel , Becton Dickinson 7=
fih s Dil-Z Bk AR AR %5 B2 S 25 B (acetylated low density lip-
oprotein, Dil-ac-LDL) , Molecule Probe ;= f; APC-An-
nexin V, Bender Medsystems ;= fif; ; Trizol, Invitrogen j=
it s RNA PCR kit, TAKARA 7= ;100 bp DNA ladder,
LAY TR A s D R AR AL )
1K (the receptor for AGE, RAGE) LT R Hi{&k (1:
10007 ) /N BT A N B B — 481k A& i ( endothelial
nitric oxide synthase, eNOS) B TLREHLIA (1:1 000 F
BE) /N BB H T 1 -3 -l R I AU B ( glyceraldehyde-3-
phosphate dehydrogenase, GAPDH ) PA 77 [ Hi 4K (1:
4 000% B8, HHYEN Z) , LA B si BSR4 Chemicon
7= i HRP-2E 41 /0 B TgG, Jackson Tmmuno Research f&
il 5 1 5 A4 Ak 27 92 06 3R A IR &, Pierce Biotechnolo-
gy 720 T 2 40 g { ( FACSCanto ) , Becton Dickinson
75 s B R R R 4, Phannacia Biotech 7= i o

2 ik

2.1 W IE R AL & 1 1 4 B (AGE modified bo-
vine serum albumin, AGE- albumin) fl4s L4 0.2 mol/L
pH 7.4 BEEREE 2% wh i o 7 9], T ) 24 9k B2 0 20 mg/
mL BSA 1 50 mmol/L #fj %5 % A ¥ W, LAAS 4 26 B 7Y
20 mg/mL BSA ¥ AR g BIPE XS B, fE B & N
0.22 wmol/L ff Lk I 8 & i DB BR 1 Jo % &, B 37°C
THIRIE A OGS 12 B, 2L 0.01 mmol/L ., pH
7.2 ~7.4 JORE WER R 2 b i (PBS) S 4> E T 24 h
(4 C) BRERG G ARG, 1 0.45 wmol/L fif L
DB U8 A% 4 U8 BR T, Bradford 3547 8 A 2 &, 203K,
=70 CHRAFHT

2.2 Wil EPCs By7r & B S A
B2 40 i 73 4 9 ( Ficoll-Paque 1077) X 1 Ifil b5 A< 47 %5 5
BhRE B0, o0 B L B R A0, T 20% FBS K
EGM-2 MV 85 37 i 42 B 28 W 52 60 5 19 T 1 35 5%
AN 29 10" /mL, 48 h JF , WCAE oK W BE 4 i, 40 A
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LRSI LG 4 3 REHIE IR 1K, S B
BRI S, M — D v R RO
10 ~ 15 KIS, A 55 0 0w 0 BE 2R 1 A 4R P 200 Il o 17
YERE (1) A7 J5UAE S 2 M A A A6 T vWF 3k, g e
th AR (ORL A D vWF FHPEANN . (2) K dn e
5 wg/mL Dil-ac-LDL 5 2 % E 4 h,4% £ R H
fE & % 10 min, PBS I ¥k, hn A FITC-UEA-I
(10 mg/L) =@M F 1 ho ] B 2206 B floe F %,
Dil-ac-LDL B 2 2045525, FITC-UEA-1 F 1 2 4¢ (5
PO, W # 2 B RS E R e,

2.3 Wi EPCs U8 T B BT A BE ) A OGE B
BRI SEER 4y oA LRI A 200 pg/mL AGE-albumin
f) AGE 41 ; [F B i A 200 pg/mL AGE-albumin J% 0. 1
1.0.,10. 0 wg/mL #7422 W BREAT b L 50 5 4
A 200 pg/mL R 2B M 3R R X B4

2.3.1 AN TI AR EPCs AR 3 LR
EPCs , 44 RS2 560 73 21 A6 15 3% 980 A 45 i 52 56 0 4
SRR 24 h WCAR TR PR MW BEAR MY, L 1 x Annexin V
556 G IR BRI T R, A APC-Annexin Vil
0.002% Pl ,4 CHEOLIET 15 min, 17 240 L A
A6r I 4 43 it v Annexin V7 /P 20 0 B Fo 491 (A
ATH10° A i) o

2.3.2 MM EPCs JEBUB AR M AIRE ) 5 IR
A5 ZOR B ECM atrix-gel AR, A 078 1 24
FLEE SRR, 459 2 5 5 FL VS Jo iR R 5 7% 28 37 °C 40 g 1%
Fefh, 30 min J5 RP AT BE[E . WA 3 AU EPCs, LA
EGM-2 MV (5% FBS) il £ 41 i v i 2 10°/mL (1) 2 21
B VR, e SIS 30 4 2 A P A0 R IR P A 4% R S 5
VR, B 520 B Y AE 2 &€ [# 1) ECMatrix-gel | 4% 42
Bigr 16 ho BEPLIEI 6 LB (H 8L 10 x , ¥ Bt
20 x )FH &, L) Tmage-Pro Plus [& 1% 43 #F & 4t ( Version
5.0. 1) JEAT BB A3 HT L 1153 T8 ikt 00 4R 285 449 24 Ji T R
LS ISN TR AGONER eV e

2.4 HHg EPCs 5 rage.enos mRNA 33K 19 46 )
K FH 30 %% 5% 3 & Tl 4% [ )i (reverse transcription-poly-
merase chain reaction, RT-PCR) 7%, HU%5 3 /L 0% #A
EPCs, 4 B 9256 73 41 78 55 57 Wb n A 2% ol 52 56 0 40k
Ll IE 24 ho JBREE T AL WA 40, Trizol 32 32 HCAH i &
RINA, F 20 8 B i B 5 5 H Uk I 7 RINA S, B
2 ng A RNA 4 TAKARA /7] RNA PCR kit i f F
WS 10 WL fA R EAT 0 56 5O cDNA, #5720 ul
PCR SN2 IR 2] JG AT 9 1Y B8 #E (94 °C x 4
min) —4A5PE (94 °C x45 s) —iB k— 72°C ZE{# 60 s
—HE n MEH— 72 CHEff 10 min— PCR =4, 5%

FIARSE DR 514 e 90 B G 7 W 4 B R AL 2 AT B4 %
W 1o B PCR =¥y A7 Bl s Bl 5E 2 i 9k, LA 100 bp
DNA ladder #f € H #5 £ %, LA Quantity One software
(Bio-Rad) #EA7 EIE 3 M iH S AR S SN S (B R
P gapdh) 4571 K BE 1 LA o

&1 51WF5 K PCR A1

YK Ta(C) /
P 4 B 2] ety
r (bp) R 55
rage 5'-CTGGTGTTCCCAATAAGG-3’ 372 58.5/38
5'-AGGTCAGGGTTACGGTT-3"’
enos 5'-GTTTGTCTGCGGCGATGT-3’ 192 58.0/38
5'-GTGCGTATGCGGCTTGTC-3"
gapdh 5'-ACCACAGTCCATGCCATCAC-3’ 452 56.0/26
5’-TCCACCACCCTGTTGCTGTA-3"

T - Ta JyiB Kl

2.5 Wil EPCs tp RAGE eNOS, Akt &5 H ik
AR R ] Western blot 3£, M35 3 U] EPCs,
Fiz RS2 30 53 2 AR B 0 WP I A T S R A4k 8 B g
24 ho ANIE R MR BUSE AR BUS0 pg B
5 EFEGE M BOR 51 5 4T 10% SDS-PAGE 1t ik , I 5% E[)
BRI LF 4 B E, B TBST 30 1 h, 43 ) A 4t
rage . eNOS Akt i) — 41 4°C i & (Fi B B2 72 41 B 2
) ,TBST P& 3 Wk “HEWRBEF 1 h, R L2290
Z B4 A . LA Quantity One software ( Bio-Rad) i
& o B, H 5 B bR Zciif 5 NS (5 &KL H GAP-
DH ) 257 JK B2 19 LU AR

2.6 GiilaIrik RA SPSS 13.0 #fF 4 gk A7
Gt hb B, ZAREA S (E AL, SE R TN R 7 22
53 #7 (One-way ANOVA) UiE S A7 75 41 ] 25 5% J5 , 47 Dun-
netts ¢ 6 56 747 %% 2H 249 {2 18] £ P R LL 3K

s R

1 Ml EPCs B35 K% fERAARE RS 5 ~
7 K B S Y JE AR TE 1Y) 5L A BRI BE A K
Ao 20, 3K S 20 i B 486 S B S, AN AE 2 14 R 22 A5 D
TR CE LA, BRR Ry R 040" . 55 10 ~ 15
R I B A v B4 20 ~ 50 S 40 i 4 A 4
J % (P 1B 20 i i b A 20 i TGS i, 2 1 ~ 3 KRB
A TE R F 500 A4S 40 i i 4il i 7% (&l 1C, D), 41 i 7%
o 20 R B B AR (LR AT R AL AR, T AR R IR
TR K 20 B g b 2 R A R AR v R T 95 % 1 44 i
BN AR vWE BIME A R8sk (B 1F) o JLT
ST AT Wi B 240 f L 4% 48 B Dil-ac-LDL ¥ RE 7, 52 41 8, %¢
(B 1G) ;Jf kS FITC-UEA-1 &5 &, R4t a5 % (A
TH) 5 195 & BUBA 1 A 40 ff 522 e (I 1D) , S e i) EPCs
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. IR AN (A); WLl EPCs LI ANIAE (B-D), HAmanis

itk AR (E), £k vWF (F),
(H) mfeh (D

[A] i H 45 45 B Dil—ac—LDL (G) FIZ54 FITC-UEA-1

B 1 Bl EPCs W4HIE ) S 0

2 PSRN EPCs B TRy (£ 1)
5% B2 4, AGE 41 Annexin V' /PL™ 41 g L 1] 2 2%
(P <0.01); F1&L2EEE:0.1.1.0,10.0 pg/mL
A, Fﬁ%ﬁ%ﬁﬁﬁ@ﬁﬂ%&“ﬂ@ﬂ%,f%nnexin V7 /PL 4
i B 1) 32 7 IR 0.0 pg/mL 4, 5 AGE 41 1t
%%, Annexin V' /PI~ éﬂﬂﬂﬂtb{ﬁﬂ%ﬁdﬁ/}‘(}) <0.05,P <
0.01) ; FFZ=LEREL 10.0 pg/mL 4, Annexin V' /PI~
20 i A1) 55 0] BRZH L 8 2 S TR g T (P >0.05)

3 PEZZ MR ER XY EPCs JE BORT A= 1l 8 1Y
RESIHsZm (£ 1) 5HXFHA AL, AGE 4 MR 45 1
T AR/ AL B T AR S AR (P < 0. 01) 5 P+ 2 Z B iR 3h
0.1.1.0.10.0 wg/mL 41, ki % J 2 £ Wy 2 £k e B2 0 Tt
e TR 235 ) TR/ L S T RGBT N, 5 AGE 4 I
F 1 KU EPCs I T MO BUBT AL I8 78 T R

(xx5s)

4151 Annexin V* /PI"~ /{kéﬁ’l‘@ﬁ*ﬂ/
2 i, 1 A ( % ) [ ENTTE A
X B8 5 5.22:1.95 0.36 +0.05
AGE 5 16.94 +5.18" 0.11 +0.03"
Ft 5 Z WL 0.1 pg/mL 5 15.20 £3.70* 0.26 £0.05* 2%
1.0 pg/mL 5 10.80 +1.30°%  0.31+0.06°%
10.0 pg/mL 5 7.26 +1.27%%  0.35+0.08°%

V5 X BEAL L, TP <0.05, TP <0.01; 55 AGE 41 [, P <

0.05,2%P <0.01

B, ERYARITEE L (P <0.01); ﬁﬁgﬁﬁ@ai“
10.0 pg/mL 4 5 X% A i, 2 75 L& i F &
(P>0.05),

4 P+ L WER L X M EPCs W rage 2 enos
mRNA F£iKMZm] 55X B4 %, AGE 4] rage mR-
NA 3K 8 T} 5, enos mRNA FEiK > (P <0.01,
P<0.05) ;1= 2 0.1.1.0.10.0 wg/mL 4, Ff
P S Z BB LW BE Y TF 7, rage mRNA 3 3K 1 7
/b Jenos mRNA FRikiZEWia (& 2A), 1.0.10.0 wg/
mL 4], 5 AGE # [ ,EPCs 1 rage mRNA ik />
enos mRNA Kk i, ZF WA G2 E L (P <
0.05) ;& LR L 10. 0 pg/mL 44, EPCs 5 rage &
enos mRNA £ 3k 5 X BRAL LA, 2 5w B4 it &
(P>0.05 [ 2B) .

5 P ZWIRERX M EPCs tt RAGE (eNOS J
Akt I FRB RN 55X A L4, AGE 41 RAGE
£3kTH 75, eNOS . Akt kI (P <0.01,P <0.01,
P <0.05);f % ZWmEt 0.1.1.0.10.0 pe/mL 41,
S 2 B R R W EE 1 T, RAGE 3% 3K 38 ¥ ik /b
eNOS Akt 25 i 7 W7 8 /i1 (& 3A) . 1.0.10.0 pg/mL
HY5 AGE 4 L #, EPCs t RAGE 3£ ik W] & 3l /b,
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eNOS Akt 42 15 W) 5 34 1, 2 5 3 A7 S5 12 8 3L (P <
0.05) ;12 Z WLk 10. 0 wg/mL 41, EPCs ' RAGE .
eNOS J¢ Akt KX G L, ZF LG it#E X
(P >0.05,[53B) .

o e ]
QR e S, .

o [ ————— 43 by
B 07 ok " ® enos

3 . o rage
% 05
°© 4 A
éﬂ 0.4
5 03
§ 0.2 . *
~ 0.1

0

xR AGE#H 0.1 1.0 10

P15 2R H (ne/mL)
A n=5; SR IRL L4, P <0.05,7P <0.01; 5 AGE 41
e, 2P <0.05
B2 JI&ZWmiREhxt N AL rage
Je enos mRNA 223k 52 i

4 RAGE WD G mm— =48 KD
eNOS S 140 KD
Akt - = 60 KD

GAPDH " s 40 W - 3 ()

Z 097 ” " RAGE
B 5 08 f - B eNOS

= 077 o Akt

-~ L

= 0.6

Tl 7 .

£ ol 4 c g
K A7

Z o3t Z o g é

: ’ % ok *_ﬂ %

ol BE | |
0.1} ¢

= XL AGE 4L 0.1 1.0 10

P13 2R A (ng/ml.)
e WM a=5; 5XHALLE, P <0.05, "P<001; 5
AGE 4 [bEz, 2P <0.05, ““P <0.01
3 PSR N EALAIE T RAGE eNOS
Je Akt 2 IR 5E

Wi
SNE I EPCs i & BN AS T AT AR I AL o
EHEEWOW A, AME I EPCs AT DL 7E A= B G R £
S (AN 2 2t | il G R 05 ) s E R, ol R
Bl 53 R CE S8 I VA SR B3 405 B8 i i R A 3 5
A3 A6 Sk LR B A0, 2 5 Gl o 21 2 O A BT A 2t

YL I I s S A iR U A EPCs (RSN 5 1 7
TS JE B 2 Bl EPCs, 23 5 8 44 O B EPCs
(early EPCs) f1#g ] EPCs(late EPCs) , 7F Ifil 45 7 4= H)
i AR K T 2 A M T R TR e R
EPCs TERAMRE SRR & op il BE A9 B[R] 4R BL ( 276 14 R
ZNERFRER PR LSS B AN
F UL 53 WAL A 20 i AR A 1) A S PR 7 G ( VEGE 48 ) 2y
F 5B EPCs Z 76 48 h L5 I BE | H BE A9 ) ] 45 3R
(ZAE ARG IR 2 FILUG) 162 5 A8 8 A )l e o
FELHES SIE R E W SRS ., mikk.
ey LS B PR e JI IILAE 25 35 T 51 EPCs %0 Fi 2l
AEAY IR | 7E I PRS2 B b, FRATTANXE e B3 26 AR v ik
IV 5995 1 i 2B 38 I UG AR AT AR 25 o FE X 2 A HFIA
P, H T e e AR A D PR SOME R Al B bR,
AGE HEtt i, & TR N . © A 5T LB AGE Xf
A5 55 3% 19 EPCs BRI D) RE RS A7 26 A RIS

FFSAE Jy—Fhilm IR BNz i gy, B R %
8 24 A o0, 465 o 5 T TN R S0 I 0 A 1
AIORIPE T o PF2 AT ROS 0 J2 7K T P 10 1 1R 2R A iR
BER iR B . IS 2R h PSR IR
Py b f L E R KM R, R M S SRR
FHE 80% , R WIS CIRBERF R Y, 5 =
FREE EEFR 4. BEAEX 2 2 R R 1 i oE &
LR P AERE PN ARG AL PR PR A S 5T, X T
A8 BT A2 O T R AT SR A E 8D o BEAEWE ST 3R 2 I
HARW Y PT 2 2 B 1R 1 7T R 3d i 240 3% EPCs T RE A 2
12 3 0 A5 A AV R 4R oR A B SR R B T
KRBT R RS ZS Z W RER X AGE 5[ 1) EPCs L g
A B E AR IR B 58 L

AGE TEAR P 230 3 P A Bk 5 32 AR AH BLAE
Ja RAREZ R A=) # 300, HRTINN G & 7 AGE 5121y
AN e R AT T o Y L HATT M AGE By 52
K4 RAGE \ZEHER FE 1l 48 8OK-H B B2 & 11 121 FL A
55 E 3 1 B ALV I8 K A2 MR A LI A P K 40
HMIRPEBE SR R A A AR B G & 1 32 Ak-1,.CD36
R 3ZAK SR-Bl 4§, RAGE 2523 AGE 7 £E 52 i 2
JEL T R 1 240 B PN A5 5 Y T A A, At A2 A )
T FIEAR AGE 40 M 2514 i 1 1

RAGE 7 1E & By 2 2L/ I 48 rh 2% 35 & i) 2D (mini-
mally) ,{H>4 AGE 5 RAGE Z54 )5 , %Rz — 1 54
NSNS SV A5 5 B, A2 R 2B i b, XA 5 5 5k
J B0 1 45 2 TS X A A Hy R O B o I - NF-
kBo 1t RAGE WA 35 , & A P> NF-«B i % JC
fF, ATIE [ 984 RAGE B& K /9 J5 2 7, N JE Ji AGEs
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/ RAGE / NF-kB / RAGE [ 1E S i HL il , 34 il RAGE
223k . ABFSTH, B EPCs H a] 46 1 $1] RAGE
) mRNA K8 [ R38Rk K- ARG ik
JE 1) AGE-albumin 5 EPCs #£3% 3% 5 ,RAGE £k &
B, X — 45 R PR E M EPCs Hh ,AGE 5 RAGE Z
[i] 0 A7 AE — A Te A AR 52 1A 2 35 1 T S I L o

RAGE ¥4I J5 4 fil & — R 5 A M N5 5 15 =it
b R T A O Ak 35K KR R Ak, 1 T R 4
eNOS [ 23K 5 15 11 , %k A B A5 40 M 1) 3 6B 52 il e hy %%
P, AT, AT E % ST S £ R AL W
A3, AGE 5|2y EPCs Hr eNOS Jz Akt ik 1y F [
B sk e E, X — WSS TS 2 HmmR
B AGE 5|E 1) EPCs ThRERR T . 7 58 U IX —
W 1 T SR eNOS Fl Akt B R {1 7K . eNOS
6 PEIFAT 245 58 1 AR O 28 1 n BELBT .

Z £ X Wt
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