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Correlation between high mobility group protein 1, VEGF-C/D expressions and

lymph node metastasis in colon cancer
LI Yan', JIANG Y(mg', SHI Li-qun®, SHI Ai-xue’, PENG Yi-liang' , LIANG Hou-jie' (' Department of Oncology,
*Department of Pathalogy , Southwest Hospital, Third Military Medical University, Chongging 400038, China)

Abstract: Objective To discuss the correlation between the expressions of high mobility group protein
box 1 (HMGBI1) , VEGF-C/D and lymph node metastasis in colon cancer. Methods Forty-five colon cancer
samples were stained by immunohistochemical method for VEGF-C/D, HMGB1. The correlations of VEGF-C/
D, HMGBI expressions and lymph node metastasis were analyzed statistically. Results Positive HMGBI ex-
pression was in 33 specimens, lymph node metastasis was in 27 specimens with 23 specimens of positive
HMGBI and non-lymph node metastasis was in 18 specimens with 10 specimens of positive HMGBI. Positive
VEGF-C expression was in 27 specimens with 20 in lymph node metastasis. The expression of HMGB1 was con-
sistent with VEGF-C expression, and HMGBI and VEGF-C expressions were closely correlated with lymph node
melastasis, but not with age, sex, cellular differentiation. Conclusion HMGBI and VEGF-C expression may
become predictor to the prognosis of colon cancer patients.
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