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Abstract Objective To investigate the expression of LKB1 and VEGF - C in gastric cancer and its clinical significance. Methods

The expression of LKB1 and VEGF - C in human gastric cancer were detected by immuohistochemistry. The relationship between expres-

sion of LKB1 and VEGF - C and the clinicopathological factors was statistically analyzed. Results The expression rate of LKB1 in gastric

cancer was 27. 1% , and it was significantly lower than that of normal tissue; The expression rate of VEGF — C in gastric cancer was

67. 14% ,and it was significantly higher than normal tissue. Meanwhile, the expression of LKB1 was negative consistent with the expres-

sion of VEGF - C(r=0.736,P =0.000). The expression levels of LKB1 and VEGF - C were closely correlated with histological cellular
LKB1 and VEGF - C expressions may

differentiation, invasion depth, lymph node metastasis and TNM stage (P < 0. 05). Conclusion
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provide an evidence for molecular diagnosis and stage evaluation of gastric cancer.
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