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Abstract: Objective To study the expression and significance of P33/ING1 and HIF-1q in invasive ductal
carcinoma of breast(IDC). Methods Immunohistochemical SP method was performed to detect the ex-
pression of P33/ING1 and HIF-1¢ in 68 cases of IDC and 20 cases of breast fibroadenoma and the rela-
tionship between the expression and clinical-pathological characteristics was analyzed. Results The posi-
tive expression rates of P33/ING1 protein in IDC was significant lower than that in breast fibroadenoma
(60.29% ws. 95% ; P<<0.01) ;and negatively correlated with tumor size, axillary lymph node metastasis
and histologic grade( P<C0. 05). The positive expression rates of HIF-1q protein in IDC was significant
higher than that in breast fibroadenoma (52. 94% ws. 10%; P<Z0.01) and positively correlated with ax-
illary lymph node metastasis and histologic grade(P<C0). 05). There was a negatively correlation between
P33/ING1 and HIF-1¢ in IDC (= — 0. 283; P<C0. 05). Conclusion There were low-expression of P33/
ING1 and over-expression of HIF-1q in IDC. P33/ING1 and HIF-1q proteins were significantly correla-
ted with the clinicopathological characteristics in IDC. Combined detection of P33/ING1 and HIF-1«
might calculate the biological behaviors of TDC.
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Table 1 Expressions of P33/ING1 and HIF-1¢ in IDC and breast fibroadenoma

1IDC

Breast fibroadenoma

2
2 P
n - +  Positive rate( %) - +  Positive rate( %) X
P33/ING1 68 27 41 60. 29 1 19 95 8. 581 0. 003"
HIF-1« 68 32 36 52.94 18 2 10 11. 615 0.001"

Note: ™ : P<<0. 01
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Table 2 Relation between the feature of clinical pathology and expression of P33/ING1 and HIF-1¢,
Pathologic P33/ING1 HIF-1a
indexs n - + Positive rate( %) Xz P - + Positive rate( %) X2 P
Age(years)
<50 31 15 16 51. 61 13 18 58. 06
>50 37 12 25 67.56 1.793 0. 181 19 18 48. 65 0. 600 0. 438
Tumor diameter
<2 cm 32 7 25 78.12 17 15 46. 88
2~5 cm 20) 1 9 45. 00 8. 033 0. 018> 9 11 55. 00 1. 093 0.579
>5 cm 16 9 7 43.75 6 10 62. 50
Lymphonodus divert
No 37 9 28 75. 67 22 15 40. 54
Yes 31 18 13 41.96 8. 021 0. 005" 10 21 67.74 5. 010 0. 025>
Histologic classification
1 23 5 18 78. 26 15 8 34.78
I 32 17 15 46. 88 7.325 0. 026" 14 18 56. 25 6. 186 0. 045>
I 13 8 5 38. 46 3 10 6. 92

Note:”: P<<0.05; * . P<<0.01

#3 IDC 4L h P33/ING1 HIF-1¢ &% BB £ &
Table 3 Correlation between P33/ING1 and HIF-1¢.

expression in IDC

P33/ING1 expression

- + Total F
HIF-1a expression
- 8 24 32 =0.283 0.019
+ 19 17 36
Total 27 41 68 P<0. 05
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