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Pathogenesis of cerebral salt wasting syndrome and anatomic localization of sodium metabolism regulator center
XU Zhi-chun, MA Shu-wei (The First Clinical Medical College of Fujian Medical University, Fuzhou Fujian 350004, China)

Abstract: Objective To investigate the pathogenesis and clinical problems of cerebral salt wasting syndrome. Methods Nine cases
of cerebral salt wasting syndrome were treated from July 2007 to July 2012. Linear regression analysis of urine output and salt input was per-
formed on these cases,and they were divided into two groups according to the analysis results. Independent-Samples ¢ test was performed on
the means of salt input,urine output and urine output/salt input of each group. Results All of the nine cases were cured,six cases of which
has a linear regression relationship of salt input and urine output (P <0.05) while the other three cases has not (P >0.05). Compared with
the non-linear regression group,the linear regression group has more salt input ( P <0.001) and more urine output (P <0.001) ;but the
means of urine output/salt input of two groups is not equal (P >0.5). Conclusion From the linear regression relationship of salt input and
urine output in cerebral salt wasting syndrome, it was proved that urine output depends on salt input. The anatomic localization of sodium me-
tabolism regulator center may be in hypothalamus as the primary,including the frontal lobe and the brain tissue around the lateral fissure.
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