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=Abstract=
A Clinical study on the spontaneous premature rupture of membranes
Kyeyng Seen Cho

Department of Taejor School of Nursing
(Directed by Chun Sill Hong, Professor)

The premature rupture of meml:‘arane is defined as spontaneous rupture of fetal membranes before
the onset of labor,

The spontaneous premature rupture of membrane is a cause of fetal distress, death and Cause of mat-
ernal morbidity,

Clinical Nursing study of spontaneous premature rupture of membranes has been carried out! 203
cases of spontaneous premature rupture of membrane was seen at Chung Nam University Hospital
between January 1966 and Dec. 31th. 1973.

1. The incidence of spontaneous premature rupture of membrane was 10 3%

The summary analysed were as follows;

2. Premature rupture of membrane was relatively higher prlmlpara than multipara
4, The incidence of premature rupture of membrane in the group of amquatal care was higher
than the group of no antepartal care. this result showed that antepatal care could not prevent

the occurrence of Premature rupture membranes |

(76)



4. The incidence of premature rupture of the mambrane in the group of gestation period 36-40
weeks was 68.9%. From this result it was comcluded that the premature rupture of ‘membrane
generally occured during the last stage of pregnancy. ‘

5, Toxemia and hydréuﬁnios were most common disease in -spontaneous premature rupture of the
membrane before the 36th weeks of gestation and toxemia was the most cbmmon complication
in sponmtaneous premature rupture of the membrane developing aflter the 36th week of gestation.

6. Antepartum anemia was presented im 25.6% of spontaneous premature rupture of membrane '
Cases. '

7. Normal tetal presentation was presented in 90. 1% and abnormal presentation was9. 7%, breech
presentation was presented in 7.4%.

8. ceasonally, spontaneous premature rupture of the membrane was most prevalent in'the summer
as 29.7%.

9. Spontaneous premature rupture of membrane developed in 30.6% of cases at morning

10. Twin pregnancy rate was 3.6%.

11. Spontaneous premature rupture of membrane developed in 66, 5% of mature group and 2 25.5% of
premature group-

12. 76.3% of the total group began spontaneous labor with in 48 hours of rupture of membrane
Maximal interval was 12days. ’

13. C-section rate was 9.4%, mormal vaginal delivery rate was 74.8 &, vaccum delivery was 15. 8%.

14, Maternal morbidity rate was 2.5%.

15. Perinatal mortality rate was 8.3% and it i3 most common developed in premature group.

16. Fetal distress developed more frequently in cases of spontaneous premature rupture of membrane
given oxytocin tham in those not given oxytocin.

17. The routine method of management of spontan.eo.us premature rupture of membrane patients as
practiced in Chung Nam Hospital is briefly summarized.
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