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Abstract

ecurrent pregnancy loss (RPL) is defined as three or more consecutive
R spontaneous abortions. It affects about 1% of couples attempting pregnancy.
Most of these pregnancy losses are unrecognized. Among the pregnancies that are
clinically recognized, loss occurs in 15% before 20 weeks of gestation. Only about
50% of women with RPL have an identifiable etiology. Genetic abnormalities are
responsible for RPL in 2~4% of these couples, most with balanced translocation.
Luteal phase defect might be present in 25~30% of women with RPL; however,
progesterone supplementation for miscarriage prevention has not been adequately
studied. Uterine abnormalities might also result in RPL. Inherited thrombophilias
appear to be associated with fetal death, and antenatal thromboprophylaxis might be
beneficial for some women with an inherited thrombophilia. Antiphospholipid syn-
drome is known to cause RPL, and antenatal thromboprophylaxis reduces the risk of
miscarriage. The evidence on alloimmune incompatibility as a cause of RPL is pre-
liminary and no immunotherapy has been shown to be effective in the prevention of
miscarriage. Recently a series of new factors that exhibit an association with RPL
have been identified, and they might exhibit an additive or multiplicative effect on the
RPL risk.

Keywords : Recurrent pregnancy loss; Spontaneous abortion;
Miscarriage, Fetal death
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I 1. Suggested routine evaluation for recurrent pregnancy loss

S A2 AR FHA A

History

was present
Exposure to environmental toxins or drugs
Known gynecologic or obstetric infections
Features associated with APS

Family history of recurrent miscarriage or syndrome associated with embryonic

or fetal loss

Previous diagnostic tests and treatments
Physical

General physical examination

Examination of vagina, cervix, and uterus
Tests

Hysterosalpingogram or hysteroscopy

Parental karyotypes

LA and aCL

Thrombophilia evaluation

Luteal phase endometrial biopsy; repeat in next cycle if abnormal

)
Pattern and trimester of pregnancy losses and whether a live embryo or fetus a
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