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checkpoint inhibitors. Communications Biology, 2020, 3, 645. 2.0 80

Outcomes of RIP Kinase Signaling During Neuroinvasive Viral Infection. Current Topics in
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STING is required for host defense against neuropathological West Nile virus infection. PLoS 01 29
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Intratumoral activation of the necroptotic pathway components RIPK1 and RIPK3 potentiates

antitumor immunity. Science Immunology, 2019, 4, . 5.6 242
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Comparing the effects of different cell death programs in tumor progression and immunotherapy.
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Mitochondrial inner membrane permeabilisation enables mt <scp>DNA</scp> release during apoptosis. a5 313
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MLKL Activation Triggers NLRP3-Mediated Processing and Release of IL-1i2 Independently of Gasdermin-D.
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RIPK3 Restricts Viral Pathogenesis via Cell Death-Independent Neuroinflammation. Cell, 2017, 169,
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Necroptosis in development, inflammation and disease. Nature Reviews Molecular Cell Biology, 2017, 161 687
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MK?2 balances inflammation and cell death. Nature Cell Biology, 2017, 19, 1150-1152.
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Mitochondrial permeabilization engages NF-?B-dependent anti-tumour activity under caspaseAdeficiency.
Nature Cell Biology, 2017, 19, 1116-1129.
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Autophagy Controls the Kinetics and Extent of Mitochondrial Apoptosis by Regulating PUMA Levels.
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FLIPL induces caspase 8 activity in the absence of interdomain caspase 8 cleavage and alters substrate
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