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Abstract: [ Purpose | To explore the expression of histone H3,H4 acetylation of p21"*! on hu-
man breast cancer and its significance. [Methods] Pathological morphologic change of breast
cancer was identified by HE-staining. The expression of p21"'" mRNA was analyzed by RT-
PCR. The acetylation of histone H3 and H4 on p21"*! were detected by chromatin immunopre-
cipitation (ChIP) assay. [Results ] HE-staining discovered that the tissue structure and cell mor-
phous of breast cancer had visible atypia,compared with para-carcinoma tissues and normal
breast tissues. RT-PCR test showed that the expression of p2I™" mRNA was lower in breast
cancer tissues than that in para-carcinoma tissues or normal breast tissues (P<0.05). The ex-
pression of p2I"" mRNA was lower in low histone H3 and H4 breast cancer tissues than that
in the no low histone H3 and H4 breast cancer tissues. The low expression of p21"*" mRNA
correlated to the clinical stage,differentiation degree and lymph transfer of breast cancer. Chro-
matin immunoprecitation assay displayed that the level of histone H3 and H4 acetylation on
p21"*" was lower in breast cancer tissues than that in para-carcinoma tissues and normal breast
tissues. The low acetylation level of p21Y*" associated with the differentiation degree and lymph
node metastasis of human breast cancer. [ Conclusion] The expression change of histone acety-
lation of p21¥*" may relate to the carcinogenesis and progress of breast cancer.
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A :normal breast tissue ;B :para-carcinoma tissue;C: breast cancer tissue

Figure 1 The morphological changes of breast cancer (HE x200)
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3 '\'J' ‘L/E tissue. Compared with breast cancer tissue, P<0.01;Normal breast

tissue compared with para-carcinoma tissue, P>0.05.

- . - Figure 3 The expression of histone H3 and H4
pZIWAH Je K LI 55 — 4> CDK # il 47) (CDK4 i acetylation of p21"" in breast cancer tissue, para-
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Table 1 The expression of p21"™" mRNA in low p21"*" acetylation breast cancer tissue and no low
p21MA™ acetylation breast cancer tissue

G N p21"* mRNA 5 p
roups Down Not down X

Low histone H3 acetylation of p21""! 92 66 26

. . A 22.64 <0.01
No low histone H3 acetylation of p21“" 28 6 22
Low histone H4 acetylation of p21¥*"! 88 62 26

. . 15.03 <0.01
No low histone H4 acetylation of p21“" 32 10 22

Table 2 The relation of p21"*™ low acetylation and p21"™" mRNA low expression and clinical pathology
characteristic in breast cancer

Low histone H3 Low histone Low
Factors N acetylation of X P H4 acetylation  ¥* P expression of ¥ P
p21 WA of p21™! p21" T mRNA
Gender
Male 8 6 7 5
0.013  >0.05 0.880 >0.05 0.022 >0.05
Femal 112 86 81 67
Differentiation degree
High and moderate 7 % 6.418 <0.05 22 6.670 <0.05 4 6323 <0.05
Low 41 37 ’ ’ 36 | ’ 31 ’ ’
Clinical stage
[, 57 41 39 27
1.362  >0.05 1.340 >0.05 7.218 <0.01
I, IV 63 51 49 45
Lymphatic metastasis
+ 68 58 55 47
6.529 <0.05 4.573 <0.05 5.436 <0.05
- 52 34 33 25
Pathological type
Infiltrating ductal carcinoma 93 71 69 56
Infiltrating lobular carcinoma 15 12 10 9
. 0.237  >0.05 0.503 >0.05 0.260 >0.05
Medullary carcinoma 7 5 5
Tubular carcinoma 5 4 3
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