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INFLUENCE OF NUTRITIONAL STATUS ON THE THERAPEUTIC EFFECT
OF ANTI-RANKL ANTIBODY IN PATIENTS
WITH POSTMENOPAUSAL OSTEOPOROSIS
—A RETROSPECTIVE COHORT STUDY—

Soji TANT, Koji ISHIKAWA, Koki TSUCHIYA,
Toshiyuki SHIRAHATA, Yoshifumi KUDO, Yusuke OSHITA,
Takuma KURODA, Toshio YAGI, Hiroki OKAMURA,
Takashi NAGAI Tomoaki TOYONE and Katsunori INAGAKI

Department of Orthopaedic Surgery, Showa University School of Medicine

Abstract —— Nutritional status is an important factor for osteoporosis treatment. Anti-RANKL anti-
body (denosumab) effectively decreases bone resorption and increases bone mineral density (BMD).
However, no clinical study has been performed to evaluate the influence of nutritional status following
osteoporosis treatment. The aim of this study was to evaluate the effect of nutritional status on deno-
sumab treatment using a modified CONUT (Controlling nutritional status) method. We performed a ret-
rospective analysis of 110 patients with postmenopausal osteoporosis who had undergone denosumab
treatment. The patients were divided into two groups: a normal nutrition group and a malnutrition
group according to the modified CONUT method. We compared the bone turnover makers, BMD of the
lumbar spine (Spine-BMD), femoral neck (FN-BMD) and total hip (TH-BMD) between the two groups
from baseline to 12 months. There were 77 (70%) patients in the normal nutrition group and 33 (30%)
in the malnutrition group. The normal nutrition group had significantly younger patients, higher levels
of serum calcium and higher values of TH-BMD than the malnutrition group. In the normal group, LS-
BMD, FN-BMD and TH-BMD were increased significantly compared to the baseline. In contrast, in the
malnutrition group, although LS-BMD and TH-BMD were increased significantly compared to the base-
line, there was no significant difference in the FN-BMD. No significant difference was observed in per-
centage changes from baseline in BMD between the two groups. Our study showed that poor nutritional
status might diminish the efficacy of denosumab in FN-BMD. Early therapeutic intervention, including
assessment of nutritional status, is important for the treatment of osteoporosis.

Key words: denosumab, CONUT score, osteoporosis, nutritional status, therapy
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