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[ABSTRACT] Am To mvestigate the effects of cobra cardiotoxin-13 (CTX-13) on the apoptosis of human umbilr
cal vem endothelial cells (HUVEC) and the expression of Bel2 fam ily M ethods The effect of CTX-13 on HUVEC
The momphological changes were observed w ith Annexin V-FII'C/P1 staining

Apoptosis Bel2

proliferation was analyzed by CCK-8 assay.
The DNA plidy analysis and apoptotic rates assay were perfomed by flow cytanetry  The expression level of Bel2
gene fan ily was m easured by RT-PCR and W estem blotting Results CTX-13 caused a dose-dependent decrease of
cell viability and displayed several features of apoptosis nclud ing translocation ofm en brane phosphatidylserme and ncrease
of sub G1 hypodiplid cell population  The apoptotic rates of HUVEC treated w ith CTX-13 concentrations ofQ 3 Q 75
1. 5 Umol/L were 20 5000 *2 6%, 54 200 T4 9% and 93 40% *6& 4%6. CTX-13 up-regulated the mRNA ex-
pression of Bax about 4-fold as well as its protein expression but did not affect the expression of Bel2 and Belx;.
Conclusions CTX-13 suppressed HUVEC proliferation significantly and nduced apoptosis m a dose-dependent m anner

CTX-13 up-regulated Bax nmRNA and protein level  Itwas probable the CTX-13 suppressed proliferation and induced
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apoptosis by up-regulating Bax
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