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Abstract : Objective
lar endothelial growth factor (VEGF) in serum samples of oral squamous cell carcinoma (OSCC) patients. Methods The
concentrations of CCL2 and VEGF in the serum was assessed by ELISA in healthy donors (n=27) and OSCC patients (n=
85). Then analyzed the correlation between the concentrations of CCL2 and VEGF and the relationship with patients’ clini-

To study the expression and significance of monocyte chemotactic protein-1 (MCP-1/CCL2) and vascu-

copathological characteristics. Results CCL2 concentration was lower in OSCC patients than in healthy donors (69. 12+
19. 54 pg/ml vs 103. 41+ 34. 42 pg/ml, t=6.477, P< 0. 05). The expression of CCL2 was positively associated to TNM
stage in OSCC (t=2. 193, P<<0. 05). VEGF concentration was higher in OSCC patients than in healthy donors (145. 76 4+
49. 34 pg/ml vs 70. 35+£14. 93 pg/ml, t=3. 92, P<{0. 05). There was a negative correlation between CCL2 and VEGF (=
—0. 216, P<C0. 05). The receiver operating characteristic (ROC) curve suggests that CCL2 and CCL2/VEGF in serum are
good diagnostic markers to discriminate healthy people from OSCC patients, the cutoff values was 98. 61 pg/ml and 0. 82.
Conclusion The expression of CCL2 and VEGF in serum correlated to OSCC progression,and it can be a potential diagnos-

tic biomarker for oral disease.
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