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[ ABSTRACT)] Aim To investigate the effects of asymmetric dimethylarginine (ADMA) on the proliferation of endothelial
progenitor cell (EPC) of human umbilical cord blood and observe whether - arginine can antagonize the effects of ADMA.

Asymmetric Dimethylarginine;  I- Arginine;

Methods Mononuclear cells were isolated from fresh cord blood and cultured for 7days, attached cells were incubated with differ-
ent concentration of ADMA (1, 5 and 10 Pmol/L) among different times (24, 48 and 72 h).
forming units ( CFU) were quantified to evaluate the proliferation of EPC after treated with ADMA. Meanwhile, MTT assay was

MTT assay was used and colony

used and DilF acl.DL uptake cells under higlr power field of fluorescence microscopy were quantified to assay effects of L~ arginine on

ADMA- induced EPC proliferation.
trate reductase assay and chemical colorimetry assay.
creased the number and the proliferation of EPC.

ceasing dosage of - arginine.

Nitric oxide (NO) and nitric oxide synthase (NOS) in the supernatant were measured by ni-
Results
In addition, the depressant effect of ADMA on EPC were dismissed with the in-

Incubation of EPC with ADMA dose and time- dependently de-

Conclusions It is suggested that ADMA can promote endothelial dysfunction by means of de-

pressant EPC proliferation and exogeno I arginine maybe antagonize the effects of ADMA.
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Chemicon /- ]; Dil #R1CH ZBE LK X E B8 & &1 ( DiF
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FRE, E MmN 2mL & 10% B4 mE.FEE
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FHE 12h REH 2% £ R FEEZ 30 min, D-
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RHEEITFE X

2 &R

2.1 REEMBNEE

JIF% AL AN R A B 5 T K, 4 PR ER R T /S
[ % 38 B — AN AN B SR 7, B i A [T 40 i, A
BN 2 BETIR AR AR LA 1) . 6B mE
N, 403X DiFadlDL J5 2 41 4, FITC-UEA-T (4
J& Rk, WG A IETE 4> 1Y EPC, 235 8,
98% LA = (1) 24 Jf g XU G € BH 14 40 B 2) o

2. NREMMKEE



CN 431262/ R A [E sh kg6 4% & 2007 55 15 £ 10 753

2.2 AEXTFRME Z B EHE SEE X A R AE 4 AR TE Y
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10 Bmol/L. ADMA Xt EPC ¥4 il {F Fi 5 &5 3% 2%
F(P< 0.01; % 1) o 10 Umol/L. ADMA 1E ] 24.48 &
72 h J&, OD {8 2 I [RMROBPE T [, 21 2 7 B2 (P
< 0.01; % 2) . 10 Pmol/L. ADMA 4 CFU (& T [#
(P< 0.01; & 3) .

F 1 ENHREZRESERMAEAMEMEENEN LR
ADMA ¥R JE oD fH

0 Mmol/L ( X e 41) 0.278 0. 023
1 Pmol/L 0. 276 0. 009
5 Umol/LL 0. 250 £0. 010*
10 Hmol/L 0. 235 £0. 019°

ay P< 0.01, 5XFIBAILLE .

7 2. dEXTHRME — FR B REA XY A BT AR 4R B A TE AU B S K B
! 24 h 48 h 72h

X R ZH
ADMA 41 0.236 0. 014°

ay P< 0.01, 5XFIBAILLE .

0. 288 £0. 019 0.325%0.016 0. 351 0. 009

0. 219 £0. 008" 0. 163 £0. 002°
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BR300 N B 4B 4R ARt 5E RO 1E

BEE L- K5 BRI B ()38 K, XT ADMA 5% &
EPC 45 DU/ F B #3581 mmol/L 14 & R Xt
EPC M FE R #EE H Z 7 A B E (P < 0. 05 &
4) . 1 mmol/L I- K &R 41 M 202 5 ADMA 238 i
(P<0.05); HE=AALKRES LG IR (A
5). H5FHE4 T, 10 Umol/L ADMA 2H NO 7K %

E 4. HERERXIEN R - RER SRR AR EARAEEETNE (n=3)

NOS V&P 22 TR (P< 0.01), 1 mmol/L I~ 5% B2+
ADMA ZHA1 1 mmol/L I~ 52 FRZH NO 7K~F- J&& NOS ¥
PE5 10 Umol/L ADMA 41 3% 2 34 /1( P< 0.01) .

L.'Il

pmol/]

& 3. AEKEAHEX RS Z R RS SRR AR EN RN
(n=3) A NI VEGF 10 Bg/L, Al bFGF 2 g/, B S4/iI A\ ADMA
10 Umol/L. * A P< 0.01.

® 3. FRIKE - BRI - R AR ERAIEN A
B A 4R AEIBTER MR ( n= 3)

| oD 1
75 0] H 2 0. 277 0. 068
ADMA 0. 164 0. 0015"

ADMA+ 100 Hmol/L I- ¥ 2 B8 0. 184 0. 0226

ADMA+ 500 Bmol/L 1- #5 & iR 0. 232 £0. 0484

ADMA+ 1 mol/L I-¥ % % 0. 265 £0. 0699*

a A P< 0.05, 5 ADMA A% b A P< 0.01, 5% AXIRALE.

A F1 B AXTHEZ, C 5 ADMA 41, D iy ADMA+

L-REERA, EALRBARL. * N P<0.01, 5AXBRALE; # A P<0.05, # # N P<0.01, 5 ADMA 4lEHb%.
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FER 38 K, %t EPC 1 3% %8 k2 21 7 {2 2 1E F; Dil
acL.DL %¢ 6 Y (20 i J 1F £, [FIAE R I L- K =08 R
bt ADMA Xf EPC f#I/ER . 5546, N - &
R f5 NOS #& /I RINO KPR Bt tralgels 1
F AR T 35 4 1t 5 NOS 183 P B A 45 &, 0 i
ADMA IR, ik FEHE EPC BB IR . (HAZ, 78
BN L R &R J5 A RE AR 3E 1IE# 1) EPC R34 5, 7
Mol B 5 AME M L- K &R R 380 NO 4 Bl H A 5
W' ADMA V&R Z A K, #&7~ ADMA 1] §E 50 4 PE 47
il NOS, T AR M 145 2 B 5 N JE P NOS 471 1) 771
ADMA #1554, NI E NO &% ™ .

25 LR, ADMA GEHMHIF . EPC ()4 44 AE,
X PR AR = A s e, AT AR B PN B Th e AN A 1
RIE. %5 5MNEVE ) 1-65 2 B B8 4% 51 ADMA %}
EPC 3§58 4/ H .
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