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[ABSTRACT] Aim To explore the mhbition of aldosterone (ALD) on proliferation of hum an umbilical vemn endo-

thelial cells (HUVEC) and its m echan iam. M ethods MTT was used to measure the proliferation  Flow cytam etry
assay (FCM ) was applied for the detection of the apoptlosis V ascular Endothelial G row th Factor( VEGF) mRNA and
Results Proliferation of
HUVEC was mhbited by ALD in a dose-dependentm anner the cell viability of HUVEC decreased gradually @H ow eves

when the concentration of ALD was above 800 Hg/l, HUVEC were resistant to ALD. A fter the cells were mcubated w ith

VEGF protein were measured by sem iquantitative RT-PCR and W estem blot respectively

ALD( 800 Hg/L) for 24 h

The rate of apoplosis in the HUVEC could reach 26 ¥ *3 3% . WThe expression of VEGF
mRNA and VEGF protein n HUVEC were decreased after itwas incubated w ith ALD.

Conclusion ALD can induce

apoptosis and mhibit proliferation of HUVEC through changing the expression of VEGFE.
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