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This research revealed the functional role of the pseudogene PTENPL in
regulating cell cycles and proliferation in leukemia cells. Knockdown experiments showed changes in
Cyclin D1, CDK2, and proteins related to Notch, mTOR, Hedgehog, and Wnt signaling, with
cell-type-specific differences observed. Jurkat cells exhibited increased S-phase proportions, while

KOPT-K1 showed opposite effects, suggesting PTENP1' s cell-specific regulatory role. Its
involvement in pathways linked to stem cell differentiation and proliferation highlights PTENP1
potential as a tumor marker or therapeutic target. By analyzing PTENP1 expression and its impact on
leukemia cell growth, the study provided insights into its molecular mechanisms. These findings lay
a foundation for advancing cancer genome medicine and developing diagnostic methods.
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