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The effect of imprinting gene H19 on the gene expression profile of human choriocarcinoma cell line JEG-3~
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(1. Department of Obstetrics and Gynecology +2. No. 7 Institution,Molecular Biology Center , Institute o f
Surgery Research ,Daping Hospital , Third Military Medical University ,Chongqing 400042 ,China)
Abstract: Objective  To obtain the expression pattern of imprint gene H19 in JEG-3 cell in order to explore the regulation
mechanism of H19 on trophoblast cellular biological behavior. Methods After correct identification with sequencing for the recom-
binant eukaryotic expression plasmid pRc/CMV which including the whole length of H19 ¢cDNA, the plasmid was transfected to the
cell line JEG-3. The expression of H19 mRNA was observed and the gene expression profile of three groups of JEG-3 cell were de-
tected with Affymetri: U133 plus 2. 0 Array. Results After being transfected with target H19 gene, the expression of the mRNA
level was significantly increased compared with control group. And the gene expression profile was changed significantly. 19 genes
were up-regulated,77 genes were down-regulated. Expression levels of HES1 gene which being choosed as a different expression
gene were detected by fluorescence quantitative PCR in severe preeclampsia placenta tissue and normal late pregnant placenta. The
expression level of HES1 mRNA in severe preeclampsia placenta decreased significantly than normal late pregnant placenta tissues.
Conclusion Many genes induced by H19 have been screened by high-throughput gene chip method. It provides the experimental ba-
sis for advanced studying the regulation the cellular biological behavior with H19 gene.
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1 3% F & & PCR 3| 41 F 51

B R 24 F5 B R U S HXE) /KRR 1917 51
EPS15 NM_001981 F 5'-TGC TGT GTC CAA GGA GGA GTA G-3'
R 5'-TGC TGT CCC AAA CCC TTT ACA TA-3'
DUSP5 NM_004419 F 5'-GGT AGT TGG TTG AAG TAG CAA GAT GTT-3'
R 5'-TGG AAT GAG ACA AGT TCA AGT ATG ACT-3'
HESI NM_005524 F 5'-TCA GCG AGT GCA TGA ACG A-3
R 5'-GAG TGC GCA CCT CGG TAT TAA-3'
IGF2 NM_000612 F 5'-CCG TGC TTC CGG ACA ACT T-3'
R 5'-GGA CTG CTT CCA GGT GTC ATA TT-3'
MMP-9 NM_004994 F 5'-TGC CAG GAC CGC TTC TAC TG-3'
R 5'-GGT CAC GTA GCC CAC TTG GT-3'
GAPDH NM_002046 F 5'-TGA CTT CAA CAG CGA CAC CCA-3'
R 5'-CAC CCT GTT GCT GTA GCC AAA-3'
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