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Figure 1. TLR4 is involved in GGA-induced cell death
in HUH-7 cells.
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Figure 2. GGA-mediated hyperproduction of mitochondrial
superoxide induces nuclear translocation of NF-«kB through
TLR4 signaling.
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Figure 3. GGA-induced UPR activates caspase-4 and induces
plasma-membrane translocation of GSDMD in HuH-7 cells.
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Figure 4. GGA induces caspase-1 activation after
caspase-4 activation.
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Figure 5. GGA induces priming of NLRP3 inflammasome
through TLR4.
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Figure 6. Time-series of live imaging of Fluo-4 AM loaded HuH-7
cells after GGA treatment.
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Figure 7. Timeline of the cellular events during GGA-induced cell death in human hepatoma cells.
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