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Expression and Clinical Significance of Serum LCN-2
and MMP-9 in Patients with Breast Cancer

ZHANG Ping,REN Shi-yun,ZHANG Lei (Department of Clinical Laboratory,
Center Hospital of Changbaishang Protection Zones, Jilin Changbaishang 133613, China)

Abstract:Objective To evaluate the expression and its clinical significance of serum LCN-2 and MMP-9 in human breast
cancer, Methods 96 patients with breast cancer,42 patients with benign breast diseases and 27 healthy controls were recrui-
ted in this study. The LCN-2 and MMP-9 levels were measured by ELISA in the serum of 96 patients with breast cancer,42
patients with benign breast disease.and 27 health controls. Results The level of serum LLCN-2 in the breast cancer group
(89.76+28. 38 ng/ml) was significantly higher than those in benign breast diseases (56.44 =+ 21.15 ng/ml) and healthy
controls (44.32+16. 84 ng/ml) (P<C0.05). The level of serum MMP-9 in the breast cancer group (96. 344 23. 26 ng/ml)
was significantly higher than those in benign breast diseases (28. 16+ 11.57 ng/ml) and healthy controls (23.54+13. 61
ng/ml) (P<0.05). No obvious difference in the levels of serum LCN-2 and MMP-9 was observed between benign breast
disease and healthy controls ( P>>0. 05). Correlation analysis showed that a positive correlation was found between the levels
of serum LCN-2 and MMP-9 in breast cancer patients (r=0. 513 5, P<Z0. 05). The levels of serum LCN-2 and MMP-9 were
significantly associated with tumor size,lymph node metastasis, the expression of ER and PR, TNM stage.,but were not asso-
ciated with tumor differentiation ( P=>0. 05). The correlation analysis showed that the LCN-2 level was positive correlated
with the MMP-9 level (P<C0. 05). Conclusion L.CN-2 and MMP-9 could play a role in the tumorigenesis and development
of breast cancer. Measuring of serum LCN-2 and MMP-9 may be a useful tool for diagnosis,effect monitoring and prognosis
in breast cancer.
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