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Expression and purification of human endostatin in Pichia pastoris and its inhibition on the
growth of mouse pulmonary adenocarcinoma cell line LA795
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Department of RespiratoryDiseases,NanfangHospital ,FirstMilitaryMedical University, Guangzhou510515,China

Abstract: Objective Toobtainyeaststrain Pichia pastoris thathi ghlyexpresseshumanendostatinbygene recombination
technology, andtoeval uatetheinhibitoryeffectofrecombinanthumanendostati n(rhES)onthegrowthof mousepulmonary
adenocarcinomacelllineLA795. Methods Thegenecodingforhumanendostati nwasclonedintothegenomeof Pichiapas
toris through LiCltransformationmethod, and thecloneswithhighsolublerhESexpressionwereselected. Purificationof
rhESwasperformedwithheparinaffinitychromatography . Effectsof rhESonbFGF-inducedproliferationof humanendothe-
lialcelllineECV-304cellswereobserved. T739micewithsubcutaneousinocul ationofL A795cell sweretreatedwithinjec-
tionsof eitherrhESorPB Sfor14consecutivedays,andthevolumeofthetumorsweremeasured. Results Cloneswithhigh
rhES expression were obtained and purified rhES potently inhibited the proliferation of ECV-304 cells and the growth of
LA795cellsinT739mice. Conclusion rhESproducedby Pichia pastoris possessesgoodbiol ogical activitiesandconspicu-

ouslyinhibitsthegrowthofLA795cells.
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Fig.5 Changes in tumor volumes in the 2 groups
before and after treatment with rhES or PBS
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