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Aim To explore the relationship of asymm etric din ethylargimine (ADM A ) and senescence of endo-
M ethods The ratmodel of type 1 diabetes m ellitus was estab-
lished by mtraperitoneal injection of streptozotocin ( STZ 65 mg/kg) for one tme

The concentration of fasting blood glu-

cosg the level of ADMA i plasna the percentage of senescence of EPC fran bone m arrow and the mRNA expression of

dm ethylarginine dm ethylan mohydrolase 2 ( DDAH 2) and SIRT1 were detected

of EPC(39%

Results The senescence percentage

*8% vs11% *2% ) and the level of ADMA (Q 67 £Q 06 lmol/L vsQ 55 £ Q 07 Hmol/L ) in plas-

mawere increased and the expression of DDAH 2 and SIRT1 mRNA were down-regulated (Q 56 £Q 17 vs 1. 00 £ Q 22

Q08 £0 17 vs L 00 £ Q 39).
n plasmna which may mvolve the SIRT1/DDAH 2 pathw ay.
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Conclusion The senescence of EPC was related w ith the ncreased level of ADM A
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BEMIAY . SRT1REIEIN DDAH 275, {23t ADMA
KA, T P e m g2 T DR, FRAVTHE I B SR
i ADMA /DDAH 2%t EPC % % B 1% v fe i &
SRT1&&. ASLIGTE 1898 IR KRB B8R )
T EPC3## 5 DDAH /ADMA 2 |f] ff) % &, M i%it
BRBW K SRT1&ZE.

1 MR5REE
L1 EZEAH

WK 40 B A K 3 7 & ((endothelial cell grow th
medim-2 EBM -2) 14 T %5 + Clonetics A &]; 4 4 &
BEEO ARMEL, B R EREET E ( steptozoto-
cin STZ) #| B4t &% £ (FITC- ulex europaeus agghitr
nin-l, FITCUEA-1)#4F % E Signa 7; ZE
K% E I8 & & (D ilacetylated low-density lipoprotein,
DiFaclDL). TrizolJ§ T % E Ivitogen /A 8 . ¥
FIRF . SYBR Green-OneL if & Bk A &4 T A
EEAEMIBRARNE; BHEFEL BRI BHBEL
BERANEYTIAEITZZRNE.
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B (n= 6) M JE VE 4T 5 K BUH 4 R BR + 4 M BR 44
ZHK. BRFEREHE R 4B EHATEEE
L3 BEEAKEMESE

TEBRARER KEEFHAM, 1000 r/imin
B Smin F LVE; SmLPBSEEMM, Im . SmL
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B R E, Bl # 8 3 2 7 I ( phosphate buffered saling
PBS)WE¥k 2k, B F L&, EBM 2 £ E &4
M, BEMTEERAAEEHEEST (10mg/L)BHH
AR, WE 3REEREFAM. WEHREE
BHREF TRHIATHEENEAFRN.
L4 BEANKEMRRNEE

BEFRE TR, v\ DiraclDL(2 41
g/L)37 CH##E 1 hLlA Ml EPC 3 Dilad.DL # 3 B
Bh. ZEH % 2 RFEEZHHE 10min PBS
% Smin x3%, WA 1 mL FITCUEA-1( 10 mg/
L),37 CEAEE 1h RARAERALEMENE

DilacdlDL(4 6 )1 FI'CUEA-1 (% & )% &, X[
P (¥ ) EAE el EPCTY,
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B TARMHM, £ L&, A PBSHE% S5min
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MEF, T EFRH AT 2%,
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KRR R R AR R AR I R ADMA K
$l12J0
17 AREME-BERRE —BRKEED
SRT1#9 mRNA Fi&

Fl Trizolik £ B & RNA, Bl Q 5 Bg & RNA i#
# R JGH# 1T Real tine PCR X 7. DDAH2 L 5|4
# 5” -AAA GCC GTC AGG GCA ATG-3’, T34
# 5" -CGT CAT CTG GGA GGG TCA GA-3’; GAPDH
L#BIM A 5 TGG CCT CCA AGG AGT AAG AAA
C-3’, T#3l## 5 -GGC CTC TCT CTT GCT CTC
AGT ATC-3’; SRT1 L #5141 % 5 “-TCC TTT CAG
AAC CAC CAA-3’, T#E|# % 5 -GGC GAG CAT
AAA TAC CAT-3’. RN &K 94CE % 10 5
95CiE K 55 60CHEMH 31 5 & 40M1EF. ROAL 4
K E# A Real tine PCR 89 ¥ 3 o & fogh A% ot &, DA
GAPDH # %, it & DDAH2%r SRT1# mRNA %
L8 FtFESHT

FrAKEHU x Tskr, HEZR XA
Swdent (%3, Il P< Q 05A A E KitFE L.

2 £ R

21 In#¥E

B PRI KB FBS( 13 67 £2 57 mmol/L) &
FIEEXTEE4 (5 00 20 61 mmol/I, P< Q 01), &
N 1 BURE PRI E BT -
22 KREBESRENEBEMBNEE

A EPC R LEREL D L-ad DL 454 FIIC-
UEA-1, 98% L b 948y 4 FHPE 4R (B 1)
2 3 AREMBEERER

SERIRR EPCEAT B=PIMEHRE 6, i
A =2 PR (B 2). BEAYAH K R 58
EPCHIEZREE®m T IEW A (3% £8% b
11% 2% ,P< Q 05),



CN 43-1262/R HE B kit 44 & 2010528 18455 21 97

. BRERENAEBEMAMALEE (X400 58 7X)
acLDLA FI'C-UEA-1.

2 1BEREAREEARAERRRE PHIAETIE
BEF (x400)  ZENIEWR AL AR

24 KRMBIFMMR_CBEEFREKFERARLE
Mph — AR SR — BRKREER SRTIH
mRNA FRiX

5 IEH % A K RO B, B R i K R i 2k
ADMA 7KF- & J+ &, EPCH DDAH2 Al SRT1 ]
mRNA RIEEZE T (P< Q05%& 1),

1 ONHBERFARMRIFENR-BEFRBEKFUR
DDAH2#1 SRT1#) mRNA &k

& R TE 0 20 B PR 4

ADMA ( Hmol/L) Q55 *ao7 Q 67 a 06
DDAH 2 mRNA 100 £a 22 Q56 ta 17
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ASRBHEBEERERK. MLERES EPCI b2
BRI e PRIF IR B, B8 SR B3 53 EPC %L
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H b BE pS3REIR #F EPC %22, 78 140 5 B 100
HZRRIENS — R E R AT N AR A A S T
AEUk 55 NO A=y i& vk, #ifh EPC % & W L& B
U ARSI S, FREEEA S EPCEZ I
H EPC 45 BT A A A plihe 1 . Ak
S I 1B R K BRAE AL BE Sk IR EPC 32
REERTIERNRHA. 2R, EPC N EHE3) I
T2 A0 B8 055, T 5 EORE PR K BRI
BB R IR,

DDAH f77£ DDAH 1 Al DDAH 2 % # 7. 78, /3 51
FH AN ] 2 K 4% 15, hDDAH 147 T 1p22 i hDDAH 2
f7F 6p21 31X, DDAH 1#1 DDAH 2 & 22 )T 51 AH
oL, BLEH 2501 EA BT A F, DDAH 5 NOS £
RUES L3 0K, DDAH 2 EEFLE T RIE NOSAHI
75 NOS( induced nitric oxide synthase NOS) ]
HEO AT M. G DDAH 2 B3R I8 5
&, TN R NRIE T, AL =R
KEEBERIE EPCREF X DDAH?2 78 EPC H &
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W FE R B, o I 92 995 1100 05 3R A 3 R 0 %
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M FER R T ADMA A5 5 N B 40 A 98 8E [ b
p R T bR Py R i e, HAE S O A
H B2 -p38 22 2 5 E Ak B AR (m itogen-activated
protein kinase MAPK )82 3¢, g% 5 EPC
a5 i 7', DDAH 2/ADMA &% 7T R
5 W5 R MU N R % V1M DG . 305 1k RAF 72
RO, BERIR IS ADMA KFThe ' P s se i
EBA, B PRI K RIS DDAH 2 2638 Mg PR R AR,
o i S B0 E 52, R R S T IR A B AR T AR
(ROS) #I ] DDAH 2 & 1 & FE M, F+ & ADMA
AP ARSI KB, PR K R ADMA /KF
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SETEFEIN 4 EPC DDAH2 %A Fif. EW]
iR, ADMA A5 0 & A Bz 4 g 58 22 1, X3RN B
JRIS EPC DDAH 2 %A 5 ADMA /KFF- =]
et mZREZ —.

SIRT 12— (14 75 255 (A1, 0 5 [R] 60 5 iy
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JRIRI EPCEZEZ v ES SRT1 R T i HE M 5 W
DDAH2/ADMA &2 H %, ARSI gh R IR, fE R
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