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mechanism of giantism caused by histone methyltransferase gene abnormality
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Analysis was performed using cells from the patient with Luscan-Lumish

syndrome. The histone methylation by mutated SETD2 was not significantly changed, but the GH induced
phosphorylation of STAT5b was enhanced. The binding ability of SETD2 protein with those related

with GH signal was examined, and SETD2 was bound to SOCS2. The overexpression of SETD2 promotes the
GH induced phosphorylation of STAT5b and the expression of SOCS2 was decreased. The methylation of
SOCS2 by SETD2 was not changed. Mutated SETD2 might impair the function of SOCS2 in unexplained
mec?anism and might affect the height, so we prepared the SETD2-deficient cells for further
analysis.
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