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[ABSTRACT] Aim To observe the apoptlosis in endothelial outgrow th cells (EOC) induced by asymm etric dim ethy-
larginine (ADMA) and the relevant signal transduction pathway by detecting the actiity of caspase-3 M ethods
EOC were isolated fran umbilical cord blood and then culured The endothelial characteristic of the cells were identified
by D ilFac-LDL and FITC-UEA-iv double fluorescent staining  Take the O BHmol/LL ADMA group as the control group
The adherent cells were treated w ith different concentrations of ADMA (Q 1, 5 1Q 30 Hmol/L) for48 h then themor

phological changes of cells was observed by the laser scanning confocaln icroscope

Caspase-3

The adherent cells were treated w ith
different concentrations of ADM A for 48 h orw ith ADM A ( 10 Pmol/L) for various periods (3 6 9 h), then caspase-3 ac-
The adherent cells were pretreated for 30 m in with ac-DEVD-CHO ( 100
Pmol/L) -caspase-3 specific mhibior then 10 Pmol/L. ADM A was added and mcubated for 48 hours
of EOC of all the groups wasm easured by Annexin V-FII'C and Propidim iodide(PI) double staming flow cytom etry

tivity was measured by M icroplate R eader

The apoptotic rate

Results Typical apoptotic mormphological changes can be seen in EOC after treament of ADMA and the apoplotic rate of
EOC rised accan panying w ith the increase of the concentration of ADMA. The activity of caspase-3 was enhanced n a dose
and tme dependentm anner during this process

ADMA.

by activating the intrinsic apoploctic pathw ay-caspase-3 signal transduction pathw ay.

Iis specific mhibitor ac-DEVD-CHO can attenuate the apoptosis induced by

Conclusion ADMA can induce apoptosis m EOC n a dose-dependentm anner  This effectm ay be achieved
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