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Relationship between mTOR, CCR 7 and the invasion and
metastasis of breast carcinoma
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Abstract Objective: To detect the expression of mammalian target of rapamycin (mTOR) and chemokine receptor
chemokine receptor 7 (CCR7) protein in breast infiltrating duct carcinoma, and to analyze the correlation between
mTOR, CCR7 protein and the invasion and metastasis of breast cancer. Methods: Immunohistochemistry was

used to detect the mTOR and CCR?7 protein expression level in 65 patients with breast infiltrating duct carcinoma
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and 32 cases of normal breast tissue. At the same time, the relationship between the expression of mMTOR, CCR7
and the clinicopathologic characteristics was analyzed. Results: The positive expression rates of the mTOR and
CCRY7 protein in the breast infiltrating duct carcinoma tissue (mTOR: 68%, CCR7: 74%) was significantly higher
than those in the cancer adjacent tissue (mTOR: 25%, CCR: 7 28%)(P<0.01). The protein expression level of
mTOR was positively related with that of CCR7 in breast infiltrating duct carcinoma tissue (r=0.48S, P<0. 05) .
The expression of mMTOR and CCR7 were related with the lymph node metastasis and TNM stage (both P<0.05),
but there is no correlation with the patients’ age, estrogen receptor, progesterone receptor (P>0.05). Conclusion:
The abnormal expression of mMTOR and CCR7 may be related with the occurrence, development, invasion and
metastasis of the breast cancer, and the detection of mTOR and CCR?7 protein expression may be served as the
predict index for breast carcinoma metastasis.

mammalian target of rapamycin; chemokine receptor 7; breast infiltrating duct carcinoma; immunohistochemistry;

invasion; metastasis
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Figure 1 Positive expression of mTOR and CCR7 protein in breast cancer ( x 400). A: Low expression of mTOR in breast cancer without

lymph node metastasis; B: High expression of mTOR in breast cancer with lymph node metastasis; C: Low expression of CCR?7 in breast

cancer without lymph node metastasis; D: High expression of CCR?7 in breast cancer with lymph node metastasis.
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Tablel Relationship between the expression of mTOR and CCR?7 and clinicopathologic characteristics in breast cancer tissues

——— ) mTOR CCR7 :
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HARESNREEMARBUGA &, AR5 4R
KB : mTOR 7EFLIRI= IV 588 i 4L SV ik L 45
B R ) FL IR BB P PR R R B B T 5% IE
WL AL IO AR B, W E R
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