(REPRZEAE L TFHO) 2016 45 8 5 4 1]

O L R G050 16 LA 3 AT 41 o B

WA RET E@B A ORAT BT BB AL FRET
CL P R ¥R A8 LB BE ) %R M 511442
2 AR SR B LR T 510010)

[HZEY B8 RIS RS 51 43 7 HOR AL 7 5 8 75 32 7R J 58 R 40 JIE W i L h 1933 1% 2% 12 I
. Fsk WS 154 B P 7™ i 75 12 1 oA 56 K M0 M 14 iR L - BCHG 26 K BB I AT e £ 1R 4 30 3 A
Forp 111 40955 490 [R] B 47 S AR AL TR A3 BT o I AR IR B — 00 JUE 465 44 W5 TES L 22 2600 U 445 4 W5 TB S 45 000 411 I
B L WNEIELIMRTE S 3 . R 154 BT I 6 AR A I Y iR L, 37 T4 SR 7 B0
PEPE DB 5 s R0 24,0306 5 111 B L 43 A7 245 SR o, LA I 3 13 ] 53 6 45 SR B 53 R A R
N LT P ZEAA S8 X (P=0.029), B—.0RES 5 41 50 4, £ %0 i R4 5 & 4l
5700, DA TR AN A7 B, 3 ALY AT I 51 43 7 25 SR 53 4 % 43 0k 296 (1/50) 31, 5804 (18/
57).38.30%(18/47),3 25 A B it % B X (P<C0. 001D, 3 £H Ye {8 f& 5 4 24 51 g 0% (0/39) .
10.53%(4/38),26.47%(9/30) .3 AEF A LI¥ BN (P=0.002). it BXREOHERSMELE/
BRI VIAR G . 5% MY AT A3 BT HOR A L T (AR B W 9 20 B $ER B 8 T 28 R kO I
9o 1 JL 2 €2 R W5 P S R A B T AR XL TP A 38t 4 3 1A

[iAY Yo ORGSR 5 28 kO ER 5 7= AT IS 7 5 Y € TR 98 DL B 7

[HEHHEE] R714.55 [ #k#RIREB1 A

[Abstract] Objective To investigate the value of chromosomal microarray analysisCCMA) in the fetuses with
congenital heart disease (CHD) detected by ultrasound. Method 154 fetuses with abnormal ultrasound
imaging’s were enrolled in this study, invasive prenatal diagnosis surgeries were performed at Guangdong Women
and Children Hospital . All cases were screened for copy number variations (CNVs) and chromosome karyotype
analysis was performed in 111 of the 154 prenatal samples. All samples were divided into three groups, Group | :
samples with isolated cardiac structural abnormalities; Group [[: cases with multiple cardiovascular abnormalities ;
Group Il : cases of cardiovascular abnormalities complicated with other systemic abnormalities. Results ~Among
the 154 pregnancies with CHD ,CMA revealed a CNVs abnormality in 37(24.03% ), among the 111 fetal kary-
topes, 21 (18.92%) were chromosomal abnormality (P=0. 368). Three groups contained 50 ,57 ,47 cases re-
spectively. The abnormal CNVs detection rate among the 3 groups were 2% (1/50).31. 58% (18/57).38. 30%
(18/47) s respectively( P<C0. 001) , while the chromosomal abnormalities were 2. 41% (4/39).15.79% (6/38) .
32.35%(11/34), respectively(P=0. 046). Conclusions Conclusions CHD is closely associated with abnormal
CNVs and chromosomal abnormalities. Compared with the conventional karyotyping techniques, CMA improves
the detection rate of chromosomal aberration in CHD, and is helpful for assess the risk and conduct the genetic
counseling.
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