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Effect of intervention treatment in gestational diabetes mellitus on fetal and infant heart function
Liu Jie' s Zhang Canjing® ,Chen Lulu' ,Wei Zheng'
(1. Obstetric and Gynecologic Department ;2. Department of Functional Examination ,
Western Suburbs of Chongqing City Hospital ,Chongqing 400050 ,China)

Abstract : Objective

heart function. Methods

To study the effect of intervention treatment in gestational diabetes mellitus(GDM) on the fetal and baby
200 GDM pregnant women of our hospital from January 2010 to January 2012 were selected,randomly di-
vided into standard intervention group and conventional intervention group(n=100). Fetal and infant heart function was detected
using color ultrasonograph. Results The value of conventional intervention group was higher than that of standard intervention
group in fetal stage, and recovered to standard intervention group level in infancy. Tei index of left ventricle in fetal conventional
intervention group was 0. 48+0. 13,and that of right ventricle was 0. 414-0. 09. Tei index of left ventricle in standard intervention
group was 0.3130. 07, and that of right ventricle was 0. 2840. 07. Tei index in conventional intervention group was significantly
higher than that in standard intervention group (P<C0. 05). Conclusion Intervention treatment in GDM pregnant women can im-
prove fetal and infant heart function.
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