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Fig. 2 Annexin- V/PI staining analysis using FACS
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Fig. 4 Western blot analysis of ERK phosphorylation
I: pcDB; 2: RNF122; 3: RNF122-C92A; 4: RNF122-C95A.
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Fig. 5 ERK phosphorylation and EGFR analysis
under EGF stimulation
1: pcDB; 2: RNF122; 3: RNF122-C92A; 4: RNF122-C95A.
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RNF122 Induces Cell Apoptosis Dependent on Its RING Domain®
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Abstract
RING-H2 domain. RING domain mutant was constructed to explore the relationship between RING domain and

RNF122 is a novel gene which can inhibit cellular growth and induce apoptosis. RNF122 contains a

apoptosis. MTT and apoptosis experiments revealed that RNF122 closely related to cell viability dependent on its
RING domain. Further exploration implied that RNF122 can negatively regulate ERK pathway, whereas RING
domain mutant RNF122 can enhance the phosphorylation of ERK. It can be concluded that RNF122 may regulate
cellular viability through ERK pathway. In short, RING domain is critical to the function of RNF122.
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