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The inhibitory mechanism of endostatin on human umbilical vein endothelial cells (HUVEC)
XINO Hui, KAN Xuan, JIN De— jun
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ABSTRACT ()bJ ective: To evaluate the inhibitory effect and the possible mechanism of endostatin on human umbilical vein endothelial
cells (HUVEC) . Methods: By means of MTT assay, the influences of endostatin with different concentrations( 10~ 50Hg/ml) and endostatin
(30Hg/ml) with different time(24~ 72h) on the HUVEC cells were studied. The changes of HUVEC cells’ ulirastructures were examined by
electron micwscope. The irfluences of endostatin(30Hg/ ml) on the ectogenetic attificial blood vessel models were observed by photic microscope.
Result: The growth of HUVEC cells was significantly inhibited by endostatin(20~ 50Hg/ ml) (P< 0. 05, P< 0.01), with dose— time— depen-
dence. Apoptosis was obsewved in the groups of HUVEC cells with endostatin by electron micoscope. Endostatin could not only inhibit the forma-
tion of neonatal blood vessels but also destroy the formation of neonatal blood vessel nets. Conclusion: Endostatin can inhibit the proliferation of
HUVEC cells with time— dose— dependence and i’ s mechanism maybe induces the apoptosis. It is pointed out that Endostatin can inhibit the
proliferation of HUVEC cells, probably inducing the apoptosis, which can destory the neonatal blood vessels. Endostatin perhaps inhibis the
growth and the transformation of human carcinoma according to this mechanisn.
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Figure 1. Chain Hl_IVEC 11200 Figure 2. \ctted HUVEC 1-200

HUVEC cells gathered into chains at 1 hour. Formed into the branch-like at 5 hours,netted.at 10 hours
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Figure 4. Twelve hours of HUVEC after medication 1+200

At 12 hours,split cell gathered pieces can be seen
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Figure 1: no breakthrough of prostate cancer Figure2: prostate cancer breakthrough the right partial Figure 3: no seminal vesicle infiltration of prostate Figured: prostate cancer infiltrate seminal vesicl

in T weight MRI (axial view) veil (arrowhead) in DCE-MRI (axial view) cancer in T, weight MRI (axial view) (arrowhead) in DCE-MRI (axial view)
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