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* Multiple Myeloma (MM) is an incurable Loss of TRIM33 in MM patients correlates with NTC shTRIM33 = A subset of MM patients have TRIM33 loss and
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The Structure of TRIM33. TRIM33 has an N-terminal RBBC fime(hrs) - 24 w7 n ag 7 in response to DNA damage in MM
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* However, little is known about its precise role in NTC shTRIM33 T o NTC . . Tripartite motif-containing 33 (TRIM33) protein functions in the
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* Co-immunoprecipitation analysis of TRIM33 and TRIM33 & LYMPHOMA NI
ALC1 was performed using the Pierce™ Co- Figure 2. (A) Representative images of cells before and after induction of Figure 4. JIN3 cells were either left untreated or treated with 2Gy ionizing radiation
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