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[# E] 8 I miR-129 BEA miR-129-5p 75 ML B8 4 20 ) 22 1505 1, 5 A2 98 1. 41 7f miR-129-2 %
KRS miR-129-2 J38h FHSLA 3. 7 ik o R Be #2240 BE 2013 48 10 - 12 H W06 B9 5 o8 584 i IR 4141
21 191 Foi s g AR IR B 2H SUbR AR 21 9l Real-time PCR G i 52 55758 4 R =1 v Jeg B 280 20 A e J5 Jed 400 A Ak R I Bk Je
FRAERE T miR-129-5p BYFEIR ; I He k4555 PE PCR( methylation-specific PCR, MSP )46 i i Bt J88 2H 40+ miR-129-2 £ JE 3 7
FH AL B O 5 AR R S AR AR LI F PCR( bisulfite-sequencing PCR , BSP )43 48 FH 36 A0 6 5% B30 i 351 5-24%-2 - S8 i ( 5-
aza-2'-deoxycitydine ,5-Aza-dC Vb FE RS R 40 Y miR-129-2 LR S 3 7 B 34 K 1925 4k, [6] B Real-time PCR i miR-
129-5p MRk, £ & 0 miR-129-5p 75 A K 5 S5 92 2L 40 0 400 it o 2 3k S8 3806 T 3 P Jed I 26 80 00 1 7 i J2 5kt 4 Ja( P <
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Epigenetic mechanism of down-expression of miR-129-5p in human glioma
tissues
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sha 410003, Hunan, China )

[ Abstract ] Objective:To explore the expression characteristics of miR-129-5p ( matured miR-129 ) in human glioma
tissues, and to investigate whether the abnormal expression of miR-129-5p in human glioma tissues is related to methyla-
tion of its promoter. Methods: Twenty one tumor tissue specimens and twenty one non-tumor tissue specimens were re-
spectively collected from patients with glioma and patients with brain trauma, who underwent surgery in Department of
Neurosurgery, Xiangya Hospital during October to December, 2013. Expressions of miR-129-5 in human glioma tissues,
nontumor brain tissues, glioma cell lines and normal glial cell lines were measured with Real-time PCR. Promoter methy
lation of miR-129-2 gene in glioma tissues was examined by methylation-specific PCR ( MSP ). Changes of promoter methy
lation level of miR-129-2 gene in the glioma tissues after treatment of methylation transferase inhibitor 5-aza-2'-deoxyci-
tydine ( 5-Aza-dC ) were analyzed with bisulfite-sequencing PCR ( BSP ). Results: The expressions of miR-129-5p in hu-
man giloma tissues and cells were significantly lower than those in normal brain tissues and cells ( P <0.05 ). The promot-
er methylation rates of miR-129-2 gene in glioma tissues were significantly higher than those in normal brain tissues ( P <
0.05 ). After treatment of demethylation with 5-Aza-dC, the promoter methylation of miR-129-2 gene decreased and the
expression of miR-129-5p significantly increased ( P <0.05 ). Conclusion: miR-129-5p is significantly down-expressed

in human giloma, promoter methylation of miR-129-2 is one of the mechanisms which result in low expression of
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miR-129-2 in human glioma.
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Fig.1 Down-expression of miR-129-5p in
glioma tissues and cell lines
A: Rrelative expression levels of miR-129-5p in
glioma tissues and nonneoplastic brain tissues ( normal )
measured by Real-time PCR. U6 as an internal control
#* P <0.05 vs the normal group;

B: Relative expression levels of miR-129-5p in
normal neuronal cell line HFGC and four glioma cell lines
( A172,U251, U373 and U87 ) measured by
Real-time PCR. U6 as an internal control

* P <0.05 vs HFGC cells
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Fig.2 Methylation of miR-129-2 promeoter in glioma tissues and nonneoplastic brain tissues by MSP assay

Tumor 1 ~21: Giloma tissues; Normal 1 ~21: Nonneoplastic brain tissues; M: Methylated sequences; U: Unmethylated sequences;

P: Positive control for methylated DNA; W: Water control for PCR reaction; N: Normal control DNA from human placenta tissue
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Fig.4 Decreased methylation status of CpG islands of
miR-129-2 promoters in U373 and U87 cells
after treatment of 5-Aza-dC
Columns indicate CpG dinucleotides 122, and
horizontal lines represent clones 1-20. Black dots symbolize

ethylated CpGs, and white dots symbolize unmethylated CpGs
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