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Preparation and drug releasing property of sodium Alendronate gelatin Nanoparticles L/ Bo, CONG Rui,
LE] Wei, et al . Institute of Orthopedics , Xijing Hospital , The Fourth Military Medical University , Xi'an 710032,
China

Abstract: Objective To study the preparation techniques of gelatin nanometer particles encapsulated with sodium
Alendronate and evaluate the effects of Drug release in vitro and in enzyme degradation. And to approach the
prospect of the new preparation of Alendronate. Methods Alendronate-loaded gelatin nanometer particles were
prepared by the coacervation-phase separation. The rate of encapsulation and loading drug were tested by
colorimetric method, Jn witro Drug release was also examined. We built a curve of drug release in enzyme
degradation to determine the degradation nature. Results The size of nanometer paricles was around 100 ~ 200
nm. The encapsulation rate was 56.73% . The drug content was 2.14% . The release profile in witro showed
sustained delay-releasing effects. ¢, were 36.75 min. Trypsin made a longer degradation towards nanometer
particle. Conclusion  Alendronate gelatin nanometer particles may be a promising systematical Alendronate

release system.
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