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Dual effect of autophagy in the regulation of cell-mediated cytotoxicity. , 2020, , 1-8. 0

Selection of tumora€'resistant variants following sustained natural Riller celld€‘'mediated immune stress.
Oncology Reports, 2020, 45, 582-594.

The pharmalogical reactivation of p53 function improves breast tumor cell lysis by granzyme B and NK

cells through induction of autophagy. Cell Death and Disease, 2019, 10, 695. 6.3 38

Role of Hypoxic Stress in Regulating Tumor Immunogenicity, Resistance and Plasticity. International
Journal of Molecular Sciences, 2018, 19, 3044.

Alteration of the Antitumor Immune Response by Cancer-Associated Fibroblasts. Frontiers in 48 279
Immunology, 2018, 9, 414. ’

Melanoma-associated fibroblasts decrease tumor cell susceptibility to NK cell-mediated Rilling
through matrix-metalloproteinases secretion. Oncotarget, 2017, 8, 19780-19794.

Mechanisms of Cytotoxic Lymphocyte-Mediated Apoptosis and Relationship with the Tumor Suppressor 0.5 5
p53. Critical Reviews in Immunology, 2015, 35, 433-449. :

Critical Role of Tumor Microenvironment in Shaping NK Cell Functions: Implication of Hypoxic Stress.
Frontiers in Immunology, 2015, 6, 482.

Granzyme Ba€“Activated p53 Interacts with Bcl-2 To Promote Cytotoxic Lymphocyted€“Mediated Apoptosis. 0.8 37
Journal of Immunology, 2015, 194, 418-428. :
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Perforin: A Key Pore-Forming Protein for Inmune Control of Viruses and Cancer. Sub-Cellular 9.4 a7
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