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ABSTRACT Objective: To explore the expression and clinical significance of interleukin-6 (IL-6), cyclooxygenase-2(COX-2) and
vascular endothelial growth factor (VEGF) in cholangiocarcinoma. Methods: 80 patients with paraffin-embedded specimens of cholan-
giocarcinoma surgically resected and pathologically diagnosed were selected as cholangiocarcinoma group, and the normal bile duct tis-
sues adjacent to cancer as control group. The expressions of IL-6, COX-2 and VEGF in the two groups were detected by immunohisto-
chemical SP method and compared. The positive expressions of VEGF, COX-2 and IL-6 in cholangiocarcinoma tissues were analyzed
and compared with clinical data. Spearman grade correlation was used to analyze the correlation of expression of VEGF, COX-2 and IL-6
in cholangiocarcinoma. Results: The positive expression rates of VEGF, COX-2 and IL-6 in cholangiocarcinoma group were significantly
higher than those in control group, and there was significant difference between the two groups (P<0.05). The positive expression rates of
VEGF, COX-2 and IL-6 in cholangiocarcinoma tissues were correlated with lymph node metastasis, TNM stage and differentiation de-
gree (P<0.05), but not with sex, age and tumor diameter (P>0.05). The positive expression rates of VEGF, COX-2 and IL-6 in cholangio-
carcinoma tissues were correlated with lymph node metastasis, TNM stage and differentiation degree (P<0.05). Spearman grade correla-
tion analysis showed that there was a positive correlation between the positive expression rate of VEGF and COX-2, IL-6 in cholangio-
carcinoma (P<0.05), and the positive expression rate of COX-2 and IL-6 in cholangiocarcinoma (P<0.05). Conclusion: The IL-6, COX-2
and VEGEF are highly express in cholangiocarcinoma tissues, which are closely related to the growth and metastasis of cholangiocarcino-
ma. Detection of IL-6, COX-2 and VEGEF is helpful in judging the progress of cholangiocarcinoma.
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Table 1 Comparison of positive expression of VEGF, COX-2 and IL-6 in each group[n(%)]

Groups n VEGF COX-2 IL-6
Control group 80 28(35.00) 17(21.25) 9(11.25)
Cholangiocarcinoma group 80 62(77.50) 59(73.75) 50(62.50)
x - 29.359 44211 45.135
P - 0.000 0.000 0.000
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EXF

A8 s 2H 4 rh VEGF . COX-2 IL-6 P44 335 % 575 To itk
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Table 2 The relationship between the positive expression of VEGF, COX-2 and IL-6 and clinicopathological features in cholangiocarcinoma[n(%)]

COX-2 IL-6

Pathological features n VEGF positive x . P » x P
positive positive
Gender
Male 49 37(75.51) 0.287 0.592 38(77.55) 0.944 0331 31(63.26) 0.032  0.859
Female 31 25(80.65) 21(67.74) 19(61.29)
Age
<60 years 32 23(71.88) 0.968 0.325 22(68.75) 0397 0.620 18(56.25) 3.125 0.077
2 60 years 48 39(81.25) 37(77.08) 32(66.67)
Lymph node metastasis
Yes 48 42(87.50) 6.882  0.009 40(83.33) 5.693 0.017 38(79.17) 14222  0.000
No 32 20(62.50) 19(59.38) 12(37.50)
Tumor diameter
<5cm 43 33(76.74) 0.030  0.861 32(74.42) 0.359 0.549 23(53.49) 2.046 0.101
2 5cm 37 29(78.38) 27(72.97) 27(72.97)
TNM stage
[ ~1I stage 46 32(69.57) 3908  0.048 30(65.22) 4.070 0.044 24(52.17) 4924 0.026
[I~1V stage 34 30(88.24) 29(85.29) 26(76.47)
Differentiation degree
Poorly differentiated 26 24(92.31) 4.844 0.028 23(88.46) 4306 0.038 21(80.77) 5.485 0.019
Moderately high
differentiation 54 38(70.37) 36(66.67) 29(53.70)
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