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Control: PI3K-wild type; Patient #1 and #2: activating PI3K mutation; Control cells and lipoma cells #1 were derived from the same patient.
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hypertrophic adipose tissue with constitutive
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increased proliferation in vitro.
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Fig. 2: Preadipocytes from affected tissue show decreased PTEN protein (A) and
increased activation of AKT (B).
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