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[Abstract] Objective To explore the method of primary prevention for hereditary deafness,the prenatal
screening and prenatal diagnosis of deafness-related genes were analyzed in normal hearing women of child-
bearing age in Guangzhou. Method A total of 13 452 women of childbearing age with normal hearing
were tested with chip technology. The carriers spouses were analyzed for related gene test. For those cou-
ples at risk, they could choose prenatal diagnosis with informed consent and their further delivery outcomes
The carrier rate was 3. 35% (451/13452) among the normal hearing participants.

The mutation rate of GJB2, SLC26A4, 12SrRNA and GJ B3 were 1.88%,1.12%, 0.20% and 0. 16 %.

were tracked. Results

Among the 232 spouses’ test, the carrier rate of c. 109G>A was 12. 5%. Of the 33 carrier couples, 18
chose for further prenatal diagnosis, and 1 pregnant woman chosed abortion. Follow-up showed that those
infants whose parents are both carrier had all passed newborn hearing screening, including 2 infants with
genotype of c. 235delC ,c. 109G>A. Conclusions Deafness screening can effectively detect a large num-
ber of potential carriers among women of childbearing age. and it has a certain significance for drug safety

and newborns” hearing monitoring.
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