DOI:10.19405/j.cnki.issn1000-1492.2015.08.031

* 1168 * Acta Universitatis Medicinalis Anhui 2015 Aug; 50( 8)
BRCA1
( TNBC) .
BRCAI o
PCR DNA TNBC B}
50 TNBC BRCA1 TN—
BC
@ 50 TNBC BRCA1
26% ( 13/50) (27.6% o | NBC (<40 ) BRCAIL
23.8%) (x* =1.599) . @ 50 BRCAI TNBC
TNBC 13 BRCA1 12 °
4 02 BRCA1 “ 1
7@ 50 TNBC BRCA1
(69.2% vs35.1%) TNM 1.1 2012 4 ~2014 1
(77% vs 37.8%) (P <0.05) .
TNBC BRCA1 . TNBC 50
212 +1G>T  2077G > A 29 21 ; 26
TNBC ;
~40 34 .
BRCALI X
N o BRCA1
R 7379 BRCAI (n=13) BRCAI
A 1000 — 1492( 2015) 08 - 1168 - 05 (n=37)
5.0 ml EDTA-K2
BRCA1 -80 C o
o 2
BRCA1 45% BRCA1 o
BRCA1 o 1.2 DNA
( ) .Super Pure dNTP Mix Pfu DNA Poly—
. ( triple negative merase( ) ; Marker DI.2000.6 x Loading
breast cancer TNBC) Buffer( TaKaRa ) W50 x TAE(
); ( );
2015 -03 -24 ( ) : N
( :2012211A031) ( ) PCR Bio-Rad
830011
) ( Uvp )
Email: ap  1-3
_1005@ sina. com 1.3.1 DNA DNA

between SLE patients without renal damage and healthy controls ( P >0.05) . (2) Meanwhile significant positive
correlation was shown between serum OPN and serum IL47 level CD3"CD8 "ILH47A" T cell ( P <0.01) . Con-
clusion OPN plays an important regulatory role in abnormal Th17 cells of SLE patients with renal damage.
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The relationship between non-familial young triple negative

breast cancer and BRCA1 mutations
Liu Xiaodan Xu Wenting Yang Liang et al

( Dept of Surgery of Breast The Affiliated Tumor Hospital of Xinjiang Medical University Urumqi

Abstract Objective

830011)

To explore the relationship between non-familial young triple negative breast cancer ( TN—

BC) and BRCAI gene mutation and discuss the difference of clinical and pathological features between patients

with BRCA 1 gene mutation and without it . Methods

BRCA 1 gene mutations of 5 0 cases non-familial young TNBC
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patients were detected by PCR-DNA sequencing in Xinjiang region. Clinical and pathological features were com—
pared and analyzed between patients with BRCA1 gene mutation and without it. Results (1) The prevalence of
BRCA1 mutations in 50 non-familial young TNBC cases was 26% ( 13/50) which Han is higher than ethnic minori—
ties (27.6% wvs 23.8%) but the difference was not statistically significant ( x* =1.599) . 2 13 cases of BRCAIL

mutations with 12 loci in 50 cases of non-familial young TNBC patients were found 4 of which were new loci; 2
BRCAI gene mutation “hot spots” were found. (3) Compared with no BRCA1 mutation patients BRCA1 mutation
patients in 50 cases of non-familial young TNBC had higher rate of axillary lymph node metastasis ( 69.2% wvs
35.1%) and later rate of TNM stage (77% wvs 37.8%) the differences were statistically significant( P <0. 05) .

Conclusion The prevalence of BRCAI mutations in patients with non-familial young TNBC is higher in multi-eth—
nic region of Xinjiang.212 +1G >T and 2077G > A may be genetic susceptible spot in non-familial young TNBC in
Xinjiang region and require more samples to confirm the results. Differences exist in clinical and pathological fea—
tures between patients with BRCA1 gene mutation and without of it.
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