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Application analysis of misoprostol and oxytocin in induced labor of late pregnancy
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Abstract ; Objective

To analyze the application of misoprostol and oxytocin in induced labor of late pregnancy. Methods 300

cases of primipara were randomly divided into two groups. One group was given misoprostol by sublingual administrating and the

another group was given oxytocin by intravenous drip. The data in aspects of the cervical maturity, effect of induced labor, delivery

outcome and newborn status were compared for statistical analysis. Results

In the misoprostol group, the cervical maturity scores

were increased with high effective rate of induced labor, short parturient time, short total stage of labor and low cesarean section

rate . but precipitate labor occurred in 3 cases. The newborn status had no difference between the two groups. Conclusion  Sublin-

gual small dose of misoprostol in late pregnancy promotes the cervical mutarity and induced labor. In the premise of standardized

medication indication, contraindication and method, at the same time strengthening the maternal and newborn monitoring., its effect

is superior to oxytoin with safety and reliability.
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