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[Abstract] Objective To investigate the rates of TORCH (toxopasma, rubella virus, cytomegalo virus, herpes
virus) infection in child-bearing-age and pregnant women in Guangzhou and explore the relationship among abnormal
pregnancy, different seasons and the TORCH infection. Methods We detected the TORCH-IgM from Jun 2009 to
Jun 2010, serum samples from 600 child-bearing-age women and 2 813 pregnant women(2 677 with normal pregnan-
cy and 136 with abnormal pregnancy) were tested by ELISA. Results The positive rate of CMV-IgM in the pregnant
women was 5. 76 % , which was higher than that of other pathogens(P<C0. 05). The total positive rate of TORCH-
IgM in pregnant women(11. 13%) was significantly higher than the rate in child-bearing-age women(6. 50%). All
the TORCH-IgM antibodies had significant difference between the abnormal pregnancy and normal pregnancy(P<C
0. 05). The total positive rate of TORCH-IgM and the positive rate of TOX,CMV,HSV | ,HSV |[ -IgM in spring
and summer were higher than the ones in autumn and winter(P<C0. 05). The positive rate of RUV-IgM in spring and
winter was higher than the one in summer and autumn(P<Z0. 05). Conclusion ~ Guangzhou area has a high CMV in-
fection rate in pregnant women. The rate of TORCH infection in pregnant women is higher than the rate in child-
bearing-age women. The pathogens of TORCH are closely related to abnormal pregnancy and seasons.
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