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Study of the efficacy and safety of risedronate for the treatment of glucocorticoid-induced
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Abstract: Objective To evaluate the efficacy and safety of risedronate for the treatment of glucocorticoid-
induced osteoporosis ( GIOP). Methods Fifty-nine GIOP patients were randomly divided into the two
groups, 29 patients in the test group and 30 patients in the control group. Patients in two groups were all
treated with calcium carbonate (1.5g/d) and alfacalcidol (0.25ug/d). Patients in the test group were
treated with risedronate ( 10mg/d) for 6 months. Bone mineral density (BMD) and serum calcium and
phosphorus of all patients were measured before and after the treatment. The spontaneous pain score was
measured and compared. Results BMD and the spontaneous pain score of patients in the test group were
significantly ameliorated after the treatment (P <0.05). There were no significant differences of BMD and
the spontaneous pain score of patients in the control group (P >0.05). BMD and the spontaneous pain score
of patients in the test group ameliorated more obvious than those of the control group (P <0.05). The
changes of serum level of calcium and phosphorus had no difference between two groups before and after the
treatment (P >0.05). There was no obvious side-effect in two groups. Conclusion Risedronate is a safe
and effective drug for the treatment of glucocorticoid-induced osteoporosis.
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