22 - THK - (P E PR RIS W e (LD

2016 4E%5 9 &5 2 W

FIOGT 27 3] B 2 5k DR 2 AR 4 i A AR A7 A o & PR

TE A Hi AR SR B B 75 S5

§ xR P Tax HwW KE
J7RAE L REERE Bt et )R )7 511400)

UHEY BH BRI 2230 5 2 e IR 58 28 4505 3 A A 7 R o7 8 R 00 e A B AIR e AR SR R P I L.
R ORH AR M R A A R A X ) AR X 2003 1 WT S AE R LG B 2 5% L 2 4 kAT
GJB2,.SLC26A4.GJB3 il mtDNA12S rRNA X 4 DA EF 19 9 A B 5848 7 5 KW . X 46
V8 B e TR 4 5 3 S SR A T 2 2 R G R 0 A A 3 R B R W R B O [ — B R 3 TR R AR 4
W IR A R B ET IR R R LT B - AT . 85 R K R I & 103 4],
B2 5. 142, 31X 103 4847 & Y S0 I okt [l O A B 3k PR A #5795 3 6 i), Jop SLC26 A4 A 2%
BRAE GIB2 HH G AR H 4 3 4. 6 X I ATTE FE 435 0 H R) 2 A T HR Tl A S K 5
HEAT G JLE- B3 R = i . 1 R LERIZ D GT B2 & . 109 G>A Je A =RAE A & . 1 i GJ B2 3k
B c. 235delC 4li & 5848 B %, 1 i SLC26A4 £ IVS7T-2A>G/c. 2086 C>T WIS KA R L HH 1
By GIB2 2 M ¢. 511512 ins AACG /W E . A 2 BN IEF LR, &ig W ERZ2adh
A6 P 2 DR S R R AT o R O R o T 5 R R Y A SRS R L S SR AT - 2 e R O A R A N B R )T
B 53T BT R LT Ay T — e TRV 0 2 28 485705 3 1) SR B R A7 4 O B 81 1) ™ 7 R 2 K T LA AR R AR e R
HEZRILML AR,

(R B2 8035 0 2 P i ie

[(FE#HES] R714.53 [x#ftRiRE] A

[ Abstract] Objective To study the significance of the gene sequencing for the husbands of the gene mu-
tation carriers of deafness during pregnancy in the decrease of birth defects. Method Genomic DNA ex-
tracted from 2003 normal hearing pregnant women of Guangdong area were subjected to screen for hot spot
mutations in the GJB2.GJB3.SLC26A4 and mtDNA 12S rRNA gene. Array screen and related gene se-
quence were done for the mutation carriers” husbands. If couple were the same gene mutation carriers,
prenatal diagnosis was used. Results A total of 103 pregnant women(5. 14 %) were found gene mutation
carriers. There were 6 husbands have the same gene mutation with their wife. Prenatal diagnosis con-
firmed two gene mutation fetus patients, two mutation carriers and two normal fetuses. Conclusions It’s
an effective method to decrease the born of deaf children through deafness genes mutation carriers screen-
ing of pregnant women.
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