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Abstract: Objective  To Explore the expression of Beclinl in fine needle aspiration breast lesions, and its
relationship with Bel-2 and p53, to discuss the role of autophagy related gene-Beclinl in breast cancer de-
velopment. Methods RT-PCR and immunohistochemistry were used to detect the mRNA and protein
expression of Beclinl, Bcl-2,p53 in breast lesions. Results The expression of Beclinl mRNA in breast
cancers was lower than those in benign breast lesions (P<Z0. 05) ; the expressions of Bel-2 and p53 mR-
NA in breast cancers were higher than those in benign breast lesions (P<C0. 05). The positive expression
rate of Beclinl in breast cancers was lower than that in benign breast lesions(P<C0. 05) ; the positive ex-
pression rates of Bel-2 and p53 in breast cancers were higher than those in benign breast lesions (P <C
0.05); there were negative correlations between Beclinl and p53,Bcl-2 (P<C0. 05); no correlation was
found between p53 and Bcl-2 (P>>0. 05). Conclusion The low expression of Beclinl and the high ex-
pression of p53,Bcl-2 is indentified in breast cancers. There are negative correlations between Beclinl and
p53, Bel-2 in breast cancers.
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1,2:breast cancer;3,4:benign breast proliferative lesions

B 1 RT-PCR i%# 1 Beclinl, p53,Bcl-2 mRNA £ 3 iR /&
EREFETHRHRIE

The expression of Beclinl, pS3. Bcl-2 mRNA in
breast cancer and benign breast proliferative lesions detected by
RT-PCR method

Figure 1

x1 FREREMHFETF pS3.Bc-2.Beclinl mRNA §JRiA
Table 1 The mRNA expressions of p53, Bcl-2 and Beclinl

gene in breast benign and malignant lesions

Groups n p53 Bel-2 Beclin
Breast cancer 43 0.67%0.15 0.65%0.19 0.54%+0.16
Breast benign lesion 20 0.47£0.15 0.46%£0.16 0.78%0. 15
t —4.282 3.941 =5.59%

P 0. 000 0. 000 0. 000
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Table 2 The protein expressions of p53,Bcl-2 and Beclinl in

breast benign and malignant lesions

p53(+)  Bel=2(+) Beelinl(+)
Groups n » % » % » %
Breast cancer 30 18 60.0 22 733 9 30.0
Breast benign lesion 20 4 20.0 6 30.0 16 80.0
e 7.792 9. 145 12. 000
P 0. 005 0. 002 0. 001
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A': the negative expression of Beclinl in breast cancer;B: the positive expression of Beclinl in benign breast lesions; C: The posi-

tive expression of p53 in breast cancer;D: the positive expression of Bcl-2 in breast cancer

& 2 Beclinl,p53 #0 Bel-2 AR E ZLAR A L IR IE (SP X 200)

Figure 2 The expression of Beclinl ,p53 and Bcl-2 in different breast tissue(SP X 200)
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