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INTRODUCTION RESULTS

This review provides a structured and up-to-date summary of
KAP1/TRIM28, integrating its protein architecture, canonical
physiological functions, and emerging regulatory roles in viral
infection. Building upon established knowledge of KAP1's
involvement in the transcriptional repression of endogenous
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TRIM28 mediates H3K9me3 deposition via
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TRIM28 modulates immune signaling or
mitophagy, shaping interferon responses and

TRIM28 regulates host receptors, viral genes,
and retroelements, influencing viral entry,
replication, and pathogenesis
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As expected, in unstimulated cells, TRIM28 was predominantly nuclear. However, after VSV PBS vsv PBS vsv PBS vsv
infection, we observed that part of TRIM28 translocated from the nucleus to the cytoplasm. Hng g Hng
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9. TRIM28 mediates K48-linked ubiquitination of MAVS
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