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ABSTRACT: To investigate the expressions of HDAC] protein and its clinical significance in the breast carcinoma tissue. Methods:

The expression of HDACI1 protein was determined by immunohistochemistry with SP system. Its correlation to estrogen receptor (ER)

and progesterone receptor(PR) was analyzed. Results: (1)The positive rate of HDACI protein was 78.2% in breast carcinoma, which was

5% in noncancerous tissue group. There were significant differences between them(P<0.01). (2)The expression of HDAC1 had negative

correlation to ER and PR. Conclusion: The overexpression of HDACI protein closely correlated with the tumor carcinogenesis.
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Table 1 The Expression of HDACI in Breast Cancer and Noncancerous Tissue
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Table2 The Expression of HDACI in the Breast Cancer Pathology classification Group
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Table7 The Expression of HDACI in the Breast Cancer ER and PR Condition Group

A3 ik HDACIL
(Group) (Number) (—) (+) . PE
ER 13.180 0.000
(+) 47 27 20
(—) 31 5 26
PR 6.193 0.013
(+) 45 25 20
(—) 33 9 24
% 8 HDACI £ BB E TR EEPHRIEER
Table8 The Expression of HDACI in the Breast Cancer Postmenopause Group
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Picturel The Positive Expression of HDACI in the Breast Cancer Tissue
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