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Morphological and distributional changes of filamentous actin
in human umbilical vein endothelial cells under stimulation

of advanced glycosylation end products
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{Abstract] Objective To investigate the pathophysiclogical facts underlying the increase in capillary permeability by ob-
serving the impact of advanced glycosylation end products (AGE) on proliferation activity of human umbilical vein endothelial cell
(HUVEC) and on filamentous actin { F-actin) in it morphologieally, Methods  Cell viability curves of normal and AGE-albumin
treated HUVEC were clravn using MTT cell proliferation assay (MTT-CPA). F-actin was examined with fluorescence staining of
thodamine-phalloidin every day from the 1 day to the 12* day of culture. Results  The viability curve of the AGE-treated
group declined significantly as compared with that of the normal group. Observation by fluorescence microscopy showed that the fi-
bers of F-actin in the cells of the normal group concentrated along the cell membrane and no dense fibers were observed in the cy-
toplasm. Three forms of abnormal F-actin fibers, i.e. siress fibers, filopodia, and lamellipodia, appeared in AGE-treated
HUVEC, while most of the peripheral fibers disuppeared and dense stress fibers were observed in the cytoplasm during the late
stage. Conclusion AGE inhibited significantly the viability of the endothelium and induced the reorganization of actin in it,
i.e. the F-actin transformed from concentrated distribution along the membrane lo 1 diffused one in the cytoplasm, which might
mediate the cell shrinkage and the subsequent formation of intercellular gaps, followed by increase in capillary permeability.
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