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Mitochondria are highly complex organelles that are instrumental in cellular homeostasis and energy mtKeima(mito)-A mtKeima(mito)-A ’ DDXSX i bDXsxi2 DDXSX it pDXaX 2
production. When mitochondria become stressed, the integrated stress response (ISR) and mitophagy RT-gPCR data indicates a successful KD of DDX3X. Yang et al., 2024 BFP- +BFP: PELE-1 KO

are initiated. The ISR is activated by mitochondrial stress and acts as a signaling pathway to maintain
a homeostatic state for the cell. DELE1 plays an integral role in the initial activation of HRI, a kinase

that allows for the signaling process to proceed. Mitophagy, a process in which unhealthy mi”[ochondria, DDX3X KnOde own Val idation . Weslte n BIOt

are selectively degraded, primarily utilize the PINK1/PARKIN pathway. Recent work from our lab

Conclusions

showed that ISR plays a negative role in PINK1/PARKIN-mediated mitophagy. C ey . . : : :
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