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Immunomodulatory effect of denosumab in early breast cancer: preliminary results of a
randomized window-opportunity clinical trial D-Biomark (NCT03691311)
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Conclusions and future work
Preliminary data from the D-Biomark clinical trial show
that a short treatment of neoadjuvant single agent
denosumab does not reduce tumour cell proliferation
or survival but increases TILs in early BC. This study
will  be completed with immunohistochemical
characterization of immune infiltrate and gene
expression data. The increase in stromal TILs will be
confirmed in premenopausal and postmenopausal
patients, as well as in TNBC and luminal subtypes.

N o -
AMGEN fp i, 7T .2 1c0® .
' de Salud Institut Catala d'Oncologia
Carlos Il GEica

Acknowledgments
We are grateful with patients who participated in the
study, and collaborating services of ICO, Bellvitge
Hospital, IDIBELL and CNIO.

Funding
The D-Biomark clinical trial is sponsored by Institut
Catala d'Oncologia and it is funded by Amgen Inc.
Additional funding sources include: European
research council (No. 682935 PLEIO-RANK ERC-
Consolidator grant); Ministry of Science, Innovation
and Universities, Juan de la Cierva, postdoctoral
contract (IJCI-2017-31564); Carlos Ill Health Institute,
Rio Hortega contract (CM19/00148), Spanish Breast
Cancer Research Group GEICAM, Balil-Pelegri grant.

Main Author: No conflicts of interest.

[gi= re—
Bibliography

1.Gonzalez-Suarez, E. et al. RANK ligand mediates progestin-
induced mammary epithelial proliferation and carcinogenesis.
Nature 468, 103-107 (2010).

2.Palafox, M. et al. RANK induces epithelial-mesenchymal
transition and stemness in human mammary epithelial cells and
promotes tumorigenesis and metastasis. Cancer Res. 72, 2879—
88 (2012).

3. Yoldi G, Pellegrini P, Trinidad EM, et al. RANK Signaling
Blockade Reduces Breast Cancer Recurrence by Inducing
Tumor Cell Differentiation. Cancer Res;76(19):5857-5869 (2016)
4.Gémez-Aleza C et al. Inhibition of RANK signaling in breast
cancer induces an anti-tumor immune response orchestrated by
CD8+ T cells. Nat Commun.11-1 (2020).

investigacian en
cancer de mama

c

\showing an increase in stromal TILs after denosumab treatment.
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