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Clinical study of intensive anti-osteoporosis program in the treatment of elderly patients with

acute cerebral infarction combined with osteoporosis
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Abstract; Objective To investigate the influence of intensive anti-osteoporosis program on bone mineral density, bone metabolic
markers and adverse reactions in elderly patients with acute cerebral infarction combined with osteoporosis. Methods 192 elderly
patients with acute cerebral infarction combined with osteoporosis were chosen in the period from October 2015 to October 2017 in
our hospital and randomly divided into three groups including A group (64 patients) received calcium carbonate D3, B group (64
patients) received zoledronic acid and C group (64 patients) received calcium carbonate D3 combined with zoledronic acid. The
VAS score, bone mineral density, biochemical markers of bone metabolism and bone turnover markers before and after treatment
and adverse reaction incidence of the three groups were compared. Results The VAS score after treatment of C group was
significantly lower than that of A group, B group and before treatment ( P<0.05). The bone mineral density after treatment of C
group was significantly higher than that of A group, B group and before treatment ( P<0.05). There were no significant differences
in the levels of serum Ca and P before and after treatment among the three groups ( P>0.05). The after treatment levels of 25( OH)
D3, PTH and OC of C group were significantly better than those of A group, B group and before treatment ( P<0.05). The after
treatment levels of PINP, BALP and B-CTX of C group were significantly better than those of A group, B group and before
treatment ( P<0.05). There were no significant differences in the incidence of abdominal distension, constipation and muscle pain
between the three groups ( P>0.05). The incidence of fever in C group was significantly higher than that of A group and B group
(P<0.05). Conclusion Intensive anti-osteoporosis program in the treatment of elderly patients with acute cerebral infarction
combined with osteoporosis could efficiently relieve pain in limbs, increase bone mineral density, improve biochemical markers of

bone metabolism and bone turnover index and the safety is worthy of recognition.
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Table 1 Comparison of VAS scores before and after treatment

between the three groups ( points)
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A4 (n=64) 7.11x1. 40 3.84+0, 88
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Table 3 Comparison of the levels of bone metaholic markers before and after treatment between the three groups
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Table 4 Comparison of the levels of bone turnover index before and after treatment between the three groups
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