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HACEL, a HECT-domain Ankyrin-repeats-containing E3 Ub ligase, mediates ubiquitylation of autophagy receptor OPTN and promotes physical

interaction between OPTN and p62 to form autophagy receptor complexes, thus significantly augmenting cellular autophagic flux and “activating”

autophagy to suppress tumor.

Ell HACELZ Rt B RS (R 5 OPTNSIE 4 A B M FH I e 89 2 F LB R BB (R 1E S5 STk [11]1220)
Fig.1 A model depicting how the HACE1-OPTN axis suppresses tumor through activating autophagy in vive (modified from

reference [11])
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