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Expression and abnormal methylation BRCA1 in sporadic breast cancer”
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[Abstract] Objective To investigate expression and promoter methylation status of BRCALI in sporadic breast cancer. Meth-
ods The expression of BRCA1 mRNA and protein were detected in 60 cases of sporadic breast cancer, the adjacent breast tissues,
and 30 cases of breast benign lesion tissue by RT-PCR and and immunohistochemical staining respectively. The methylation status
of BRCA1 promoter in those tissues were detected using bisulfite genomic sequencing PCR (BSP) combined with TA clone for se-
quencing. The relation between BRCA1 expression in sporadic breast cancer and promoter methylation status was analyzed. Results

The expression level of BRCA1T mRNA and protein were down-regulated in sporadic breast cancer tissues compared to the corre-
sponding adjacent breast tissues and breast benign lesion tissue(P<<0. 001). The positive rates of BRCA1 protein was 51. 7% (31/
60)in sporadic breast tissue, which were significantly lower than those of in the adjacent breast tissues 71. 7% (43/60) and breast
benign lesion tissue 66. 7% (20/30) (P<C0. 001). The methylation rate of BRCA1 promoter CpG was 31. 7% (19/60) in sporadic
breast, while it wasn't found in adjacent breast tissues and breast benign lesion tissue( P=0. 000). The statistical analysis showed
the expression of BRCA1 had significant negative correlation with promoter methylation(r= —0. 345,P=0. 007). Conclusion The
hypermethylation of BRCA1 promoter could induce BRCA1 down-regulating, which may be involved in the occurrence and develop-
ment of sporadic breast cancer.
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%1 . BRCA1 Forward: TGT GAG GCA CCT GTG GTG AC,
Reverse: GTG GCT GGC TGC AGT CAG TAG(125 bp) ;p-ac-
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(Bactin) " BIHE L A ACT, JH 272743 BRCAL mRNA
MyRIE .

1.4 fuEdgifbsdefd AISamAR. L5 pm EEY R,
BB H AU 24 g 6 SP B 4R A 20 PR UL B kAT, A E A
PO ARy B X R PBS AR — B4R S B M) . BRCAL
Y £ L) A0 R AZ AT (0 A0 ST PN S B0 A B 66 J00RE SR BRI L TE R £
N BAPE AR . ARG (A BH T B R O B L B
F SR S B 5 A Y)Y

1.5 foEdgUbs e @ Rabr (D eIk A b
HLEEHE 5 4> 200 A5 BEULEF . 155 BH 1k 40 A 2% = (B P 4 A 4%/
TTEI R A S B0 X 100% . LABHPEAN I R F e % T 100K
BRAE . /NTF 10% S BATEDT . (2) 5@ 237 - B 5k U0 5 Bl MLk B 5
A~ 200 5 HLEF . AT Tmage Pro Plus 6. 0 4 453 43> 9 B BH 4
3K K I TH F (area SUM) Al 23156 % & (10D SUMD {H , i 13
10D SUM/area SUM 1231456 % B2 (10D AVE) , it 5 A~
SOt B B E AR %Y BRCAL AR IAHE .,

1.6 FEGEREN)F PCR(BSP) £l BRCAL 3B g g+ H
FARA N ABI 2 A B Methyl Primer Express v1. 0 %%
X} BRCAT mRNA % 5g 4 5% 5% e 46 i 50 il — 2 000 bp #I
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Hofts 5 4~ 03 R ) BRCA1 mRNA 35t R FFE T R,
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