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%/y 66.67% ,TIMP-2 Fa B % 4 77. 78 % ; 4 5% TIMP-1 A & %4 55.56 % , TIMP-2 et & 4 66. 67 % ; # &

s34 TIMP-1 Fa b & 5 75.61% , TIMP-2 fa b & 70. 73% ; 3k #k & 464 TIMP-1 fa i & 4 42.10% , TIMP-2
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Study of the relationship between TIMPs expression and hormone receptors and

clinicopathology in breast cancer with tissue microarray technique”
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[ Abstract] Objective To explore the relationship of tissue inhibitor of matrix metalloproteinase
(TIMP)-1, TIMP-2 to hormone receptors and clinicopathological types in breast cancer with tissue microarray
technique. Methods A total of 60 cases of female patients with breast cancer admitted to this hospital from
February 2014 to February 2019 were selected as the observation group,and 60 cases of patients with benign
breast lesions during the same period were selected as the control group. Using the tissue chip technology and
immunohistochemical staining,the positive rate of TIMP-1 and TIMP-2 expression in the two groups were
compared,and the TIMPs expression of patients with different pathological types and different hormone re-
ceptors were compared. Results Among different pathological types,the positive rate of TIMP-1 and TIMP-2
in infiltrating ductal carcinoma was 76.19% and 83. 33% ,respectively;the positive rate of TIMP-1 and TIMP-
2 in invasive lobular carcinoma was 66. 67 % and 77. 78 % ,respectively; the positive rate of TIMP-1 and TIMP-
2 in other cancers was 55. 56 % and 66. 67 % ,respectively;the positive rate of TIMP-1 and TIMP-2 for lymph
node metastasis was 75. 61% and 70. 73% , respectively; the positive rate of TIMP-1 and TIMP-2 for non-
lymph node metastasis was 42. 10% and 68. 42 % ,respectively. The positive rate of TIMP-1 and TIMP-2 in the
observation group was 71. 67 % and 80. 00% ,and that in the control group was 6. 67% and 1. 67 %. There were
statistically significant differences in the positive rate of TIMP-1 and TIMP-2 between the two groups (P <<
0. 05). No statistically significant difference was found in the expression of TIMP-1 and TIMP-2 in estrogen

receptor and progesterone receptor (P=>0. 05). Postoperative survival rate of patients with high is higher expression
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of TIMP-1 and TIMP-2 was significantly higher than that of patients with low expression (P<Z0. 05). Conclu-

sion The positive expression rate of TIMP-1 and TIMP-2 in patients with breast cancer than that in patients

with benign lesions, the expressions of TIMP-1 and TIMP-2 are related to lymphatic metastasis,and the patients

with higher expression of TIMP-1 and TIMP-2 have higher postoperative survival rate.

[Key words] breast neoplasms; tissue microarray;inhibitor of matrix metalloproteinases; receptors, es-

trogen;receptors,progesterone; pathological typing
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