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Abstract: To explore the relationship between the expression of B-cell lymphoma 9(BCL9)and vascular en-
dothelial growth factor (VEGF) in colorectal cancer and their clinical pathological features, and their clini-
cal significance. Immunohistochemistry SABC method was used to detect the expression of BCL9 and VEGF
in 83 cases of colorectal carcinomas and 10 cases of cancer adjacent normal tissue, and the relationship
between protein expression and clinical pathological features was analyzed. The expression rate of BCL9
and VEGF protein in cancer tissue were 67. 47%(56/83) and 69. 88%(58/83), respectively. While both
had no expression in cancer adjacent normal tissue. The BCL9 expression was correlated with differentiation
degree, depth of infiltration, Dukes stage and lymph node metastasis (P<0.05). There was no correlation
between the VEGF expression and differentiation degree, depth of infiltration, but that was closely
correlated with Dukes stage and lymph node metastasis (P<0.01). The expression of VEGF increased with
BCL9(P<0.01). BCL9 and VEGF may play an important role in development of colorectal carcinoma. The
tumor invasion and metastasis may be promoted by BCL9 which works by up-regulating the expression of
VEGF.
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Fig.1 The expression of BCL9(a, b) and VEGF (¢, d) in colorectal cancer(a, c¢) and cancer adjacent normal tissue

(b, d)SABC method(x400)
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Table 1 The relationship between the expression of BCL9 and VEGF in colorectal cancer and their clinical

pathological features Ml ( cases)
BCL9 VEGF
Group n
Positive X Positive X

Age

=64 42 29 33

<64 41 27 0.60 25 3.05
Sex

M 39 24 28

F 44 32 1.18 30 0.13
Differentiation
Well/Moderate 50 28 38
Poor 33 28 7.53" 20 0.21
Infiltration
Under Serosal 30 14 19
Beyond Serosal 53 42 9.26" 39 0.96
Duke’s period

A+B 43 24 24

C+D 40 32 5.52° 34 8.38"
Lymph node metastasis

Yes 37 30 32

No 46 26 5.63" 26 8.74"

TE: Y Kl ©, P<0.05.
Notes: Chi-square test, *, P<0.05.
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Table 2 The relationship between the expression of
BCL9 and VEGF in colorectal cancer

VEGF
n Postive Negative p
Postive 56 47 9
BCL9 <0.01
Negative 27 11 16
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