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Pre-B cell receptor (pre-BCR) expression has to be strictly regulated for normal B cell development,
and its dysregulation is associated with anomalies of B-lineage cells, including leukemogenesis.
However, it remained elusive on the mechanism underlying pre-BCR down-modulation although
transcriptional silencing of pre-BCR component is currently proposed. In this paper, we found that
a lysosomal membrane protein, Laptm5 is up-regulated via autonomous pre-BCR signaling,
followed by pre-BCR down-modulation by promoting its degradation in lysosomes. Of note, this
finding suggests there is another mechanism of pre-BCR down-modulation at the protein level
through the regulation of Laptms5.
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