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Experimental Study of Ca — Alg as a Drug Carrier on OPG Sustained - release. Liu Yao, Zhang Xiaohui, Yang Guang, et al. West Chi-
na School of Stomatology, State Key Laboratory of Oral Disease, Sichuan University, Sichuan 610041 ,China

Abstract Objective In this experiment we used calcium alginate (Ca — Alg) gel as a drug carrier of OPG/Ca — Alg/HA compos-
ite material constructed with osteoprotegerin (OPG) and hydroxyapatite( HA). Morphology and function of osteoclasts which were affected
by sustained — release OPG were studied in vitro, and then restoration of rabbit mandibular defects with implanted OPG/Ca — Alg/HA
composite material was evaluated in vivo. Methods Test the release rate of OPG from OPG/Ca — Alg/HA composite material with differ-
ent concentrations of OPG by ELISA assay ,in order to select the stable OPG sustained — release OPG/Ca — Alg/HA for further study. In
vitro, observe morphologic and functional effects of rabbit osteoclasts which are co — cultured with the selected composite material. In vivo,
evaluate osteogenic effects around the composite material implanted in rabbit mandibular defects for 8 weeks by radiological and histological
assay. Results The OPG release rate from OPG/Ca — Alg/HA composed of 1.5% alginate and 100mmol/L calcium chloride solution was
characterized by a stabile release rate throughout 7 days. Rabbit osteoclasts cocultured with OPG/Ca — Alg/HA in vitro were characterized
by pseudopod shrinkage, karyopyknosis, vacuolar degeneration, and decreased area of bone absorptive lacunae. In vivo, OPG/Ca - Alg/
HA composite material had better osseointegration. And obvious osteogenesis and high bone density were observed at material — bone inter-
face. Conclusion As a drug carrier, Ca — Alg gel composed of 1.5% alginate and 100mmol/L calcium chloride solution has more stable
OPG sustained — release effect. Sustained — released OPG could inhibit the bone resorption caused by osteoclasts in vitro and promote the
regeneration of bone around OPG/Ca — Alg/HA composite material in vivo.

Key words Osteoprotegerin; Calcium alginate; Osteoclast; Osteoanagenesis; Sustained — release
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Feature and Significance of the Cell Inmunophenotype of 30 Multiple Myeloma Patients. Zhu Ping, Wu Beigian, Ding Tianling, Huang
Bo, Niu Qiang, Xu Xiaoping, Chen Zi. Hematology Department, Huashan Hospital, Fudan University, Shanghai 200040 ,China

Abstract Objective To investigate the feature and significance of the cell immunophenotype on patients with multiple myeloma.
Methods Multiple parameters of flow cytometry and direct immunofluorescence were used to analysis the cell immunophenotype from 30
patients with multiple myeloma. Results The cell immunophenotype CD38 and CD138 were all positive in all 30 patients, CD3,CDI10,
CD22,CD34 were all negative, CD56 were positive in 25 cases(83.3% ), CD28 were positive in 8 cases(26.7% ), CD117 were positive
in 3 case(10.0% ) ,CD45 was weakly positive in 5 cases (16.7% ) ,CD19 and CD20 were weak expression in only one case. Conclusion
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