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Comparison of the Clinical Effects between Ipsilateral Lateral Position and the Opposite Lateral Position both Coordinated with Manual Rota-
tion of Fetal Head on Fetal Position Correction in Stages of Labor. Ye Xuejian, Bao Lijun, Sheng Qiu. Department of Gynecology and Obstet-
rics, Wenzhou Ouhai District People's Hospital, Zhejiang 325005 , China

Abstract Objective To observe the clinical curative effect of the ipsilateral lateral position and the opposite lateral position both
coordinated with manual rotation of fetal head on fetal position correction in stages of labor, thus to improve the spontaneous delivery rate.
Methods Five hundred cases of puerperal, who had persistent occiput transverse position and persistent occipitoposterior position during
vaginal delivery in our hospital from January 2010 to August 2014, were divided randomly into two groups (experimental group and control
group) , with 250 cases in each group. Individuals in the control group adopted the ipsilateral lateral position coordinated with manual ro-
tation of fetal head to correct fetal position, while those in the experimental group adopted the opposite lateral position coordinated with
manual rotation of fetal head to correct fetal position. The spontaneous delivery rate, stages of labor and postpartum hemorrhage rate, neo-
natal asphyxia in two groups were observed and compared. Results The spontaneous labor rate of the experimental group was 86.0% ,
but that of the control group was 69.2% , which indicated that the spontaneous labor rate of experimental group was significantly higher
than that of control group (y* =20.296,P <0.01). Cesarean section rate of the experimental group was 3.6% and thatof control group
was 11.2% , which indicated the cesarean section rate of the experimental group was significantly lower than that of the control group
(¥ =10.536,P <0.01). The average time of the first and the second stage of labor in the experimental group was significantly lower than
that in the control group (¢ =12.226, 7.498 ,P <0.05). There was no statistical significance between incidence of maternal postpartum
hemorrhage and that of neonatal asphyxia during spontaneous delivery in the experimental group (y* =0.597.0.487,P >0.05). Conclu-
sion Both ipsilateral lateral position and the opposite lateral position both coordinated with manual rotation of fetal head to correct fetal
position in stages of labor have good effects, but the opposite lateral position coordinated with manual rotation of fetal head is more advan-
tageous and is worthy of clinical further research and promotion.
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