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MR EDOHEE (L) : When human microvascular endothelial cells (HMVEC), a
constituent of microvessels wherein angiogenesis occurs in diseases, formed the
capillary like tubes on plastic plate, we found the expression of some specific genes and
micro RNA (small non-coding RNA). Hypoxia (2.5%02) down-regulated anti-angiogenic
factor, sFlt-1 while it up-regulated angiogenic factor, VEGF in HMVEC. UV exposure to
human lens epithelial cells stimulated the secretion of several cytokines, which may
result in cataract. Our research might be useful for diminishing the actions of

causing-disease genes.
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matrix metallopeptidase 10

Rap guanine nucleotide
exchange factor 4 (Epac2)

MMP10 6.58
RAPGEF4 5.90

histone deacetylase 9 HDAC9 5.82

matrix metallopeptidase 1 MMP1 517

potassium intermediate/small
conductance
calcium-activated channel,
subfamily N, member 2
HECT, C2 and WW domain
containing E3 ubiquitin protein
ligase 2
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samine:polypeptide
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guanine nucleotide binding
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