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[ Abstract] The etiology and pathogenesis of pituiatary stalk interrccption syndrome ( PSIS) is still
unclear. Recent studies suggest that genetic factors take a great part in the etiopathogenisis of PSIS, espe-
cially the defect of gene HESX1 and LHX4. The clinical manifestations of PSIS are complex and diverse, be-
cause they change with different ages and different types of hormone deficiencies. Early diagnosis and treat-
ment is very important to improve the clinical manifestation of these patients. MRI is the only imageological

examination to diagnose PSIS, and insulin-like growth factor-1 and its binding protein 3 combined with MRI
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can improve the diagnostic rate of PSIS.
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