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Abstract

AIM: To detect the expressions of ChemoCentryx
chemokine receptor (CCXCKR), vascular
endothelial growth factor (VEGF)-A and -C in
rectal carcinoma, and to analyze their relationship
with lymph node metastasis.

METHODS: The immunohistochemical SP
method was used to examine the expression
of CCXCKR, VEGF-A and -C in 50 rectal
carcinoma tissues, 50 para-cancerous tissues,
and 11 normal rectal tissues. The 50 rectal
carcinoma patients were divided into two
groups: patients (n = 19) with lymph node
metastasis and those without (n = 31). The
correlation between the expression of CCXCKR,
VEGEF-A and C and lymph node metastasis was
analyzed.

RESULTS: The expression of CCXCKR in
both normal rectal tissues and para-cancerous
tissues were significantly higher than that
in rectal carcinoma tissues (P < 0.01). The
expression of CCXCKR in the rectal carcinoma
group with lymph node metastasis was
significantly lower than that without lymph
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node metastasis (P < 0.01). Positive expression
rates of VEGF-A and -C in rectal carcinoma
tissues and para-cancerous tissues were
significantly higher than those in normal
rectal tissues (P < 0.01), and the expression of

’ VEGF-A and -C in the rectal carcinoma group
with lymph node metastasis was significantly
higher than that without lymph node metastasis
(P < 0.05). There was a positive correlation
between expression of VEGF-A and -C, and
a significantly negative correlation between
CCXCKR and VEGEF-A or C (r =-0.360, P < 0.05;
r=-0.326, P <0.05).

CONCLUSION: Low expression of CCXCKR
and high expression of VEGF-A and VEGF-C
in rectal carcinoma are closely related to lymph
node metastasis. CCXCKR probably can
inhibit the occurrence and metastasis of rectal
carcinoma. Combined detection of CCXCKR,
VEGEF-A and VEGF-C should be a useful
prognostic indicator for rectal carcinoma
patients.

© 2015 Baishideng Publishing Group Inc. All rights
reserved.
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1 CCXCKR. VEGF-AS5VEGF-CIEE pfE RIEFERLADPHIRIK( x 400). A: CCXCKR : B
CCXCKR  C VEGF-A . D VEGF-A CE:
VEGF-C = VEGE-C . CCXCKR: ChemoCentryx :
VEGF:
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