(PEPREEZE BT ) 2010 4F48 11 %45 4 ) - & - 67

IO7 FH e 0 RIS FOARAGE I 237 BRI £5-B AR

Hhk ZRIE BEL HAEL S REF
" RABEN AR B Lo, & M 511442)

GEZEY B® P2zl 1 B JL 2q37 B 2%, 3145 & 6 00 R0 SCHRBEORHAR I 2937 B2 25 45 1E 19 I IR 3=
WRSWHE., Ak SR BMEEEFT I OB B R IR 418 WBE R . &R RIS R IL
2 S Yk 2937, 2-qter FEFEZY 6. 2Mb B X K 52937 BUR GG IET R R . Bk FRKG A
PR S DX 358 2 S K I DR 6 A 5 4 b W % £ A B R 3] 43 #1 ( chromosomal microarray analysis, CMA)
XIS B R X

(XA 2937 BURLEAIE; Y ORBES); At

[FE4HEEY R714.53 [#iRIREB1 A

[Abstract] Objective A fetus was diagnosed as 2q37 microdeletion. Combine the case and literature to
explore the clinical phenotype and diagnosis. Method The karyotype analysis and genomic copy number
variation analysis of amniotic fluid cells were performed. Results Approximately 6. 2 Mb deletion on

2q37. 2-qter which overlaps with “2q37 microdeletion syndrome” (OMIM600430) was detected. Conclu-

sions The deletion area of the syndrome is various and the clinical phenotype is not completely explicit.

Chromosomal Microarray Analysis (CMA) is of great significance for the diagnosis of this disease.
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