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Expressions of co-inhibitory molecules B7-H1 and B7-H4 in colorectal carcinoma
and their clinical significances
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[ Abstract ] Objective:To examine the expression of co-inhibitory molecules B7-H1, B7-H4 and infiltration of T cell
subsets in colorectal carcinoma tissues, and to explore their clinical significances. Methods: Fifty tumor tissue specimens
and 5 paracancerous tissues of 50 colorectal carcinoma ( CRC ) patients ( from Jan. 2003 to Dec. 2003 ) in Fourth Affilia-
ted Hospital of Soochow University were collected in the study. Immunohistochemistry staining was used for the detection
of B7-H1, B7-H4 expression and T cell subset infiliration in CRC tissues, correlation between B7-H1, B7-H4 expression
and clinical parameters of CRC patients was further analyzed. Results: B7-H1 and B7-H4 expression was found strong in
CRC tissues but negative in paracancerous tissues ( P <0.05 ). B7-H1 expression in colon cancer tissues was significantly
higher than that in rectal cancer ( P <0.05 ), B7-H4 expression was positively correlated to the Duke’ s stage ( P <
0.05 ). B7-HI but not B7-H4 expression in CRC tissues was negatively correlated to the infiltration of CD3 " T cell ( P <
0.05 ). B7-HI expression was reversely related to the patients’ prognosis ( P <0.05 ), and patients with high levels of
both B7-H1 and B7-H4 showed a lower overall survival rate than other patients ( P <0.05 ). Conclusion: Co-inhibitory
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molecules B7-H1 and B7-H4 were highly expressed in human CRC tissues, and correlated to patients’ overall survival,

and the joint detection of these molecules may have clinical value for diagnosis and prognosis of colorectal carcinoma.
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Fig. 1 B7-H1 and B7-H4 expression in CRC tissues
A: B7-HI expression in CRC tissues; B: B7-H4 expression in CRC tissues; C: B7-HI expression in paracancerous

tissues; D: B7-H4 expression in paracancerous tissues; E: Negative control
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Tab. 1 Correlation between B7-H1 and B7-H4 expressions

and clinical parameters of CRC patients( n )

B7-H1 B7-H4

Index Case
Low High P* Low High pP*

Sex
Men 29 17 12 0.661 11 18 0.301
Women 21 11 10 11 10
Age
<60 21 12 9 0.890 9 12 0.890
>60 29 16 13 13 16
Tumor position
Colon 28 12 16 0.035 13 15 0.696
Rectum 22 16 6 9 13
Differentiation degree
Low 12 5 7 0.251 3 9 0.128
Moderate 38 23 15 19 19
High 0 0 0 0 0
Tumor stage
T1 4 3 1 0.117 3 1 0.193
T2 2 0 2 2 0
T3 42 25 17 16 26
T4 2 0 2 1 1
Lymph node metastasis
Negative 29 17 12 0.661 15 14 0.196
Positive 21 11 10 7 14

Distant metastasis
Negative 45 26 19 0.447 18 27 0.087
Positive 5 2 3 4 1

Duke’ s stage

A 3 3 0 0.406 3 0 0.038
B 24 13 11 10 14
C 18 10 8 5 13
D 5 2 3 4 1

P values were calculated using Pearson Chi-square test or Chi-

square test for trend
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Tab.2 Correlation between expressions of B7-H1, B7-H4
and CD3* T, CD8"* T cells infiltration in CRC tissues( n )

B7-H1 B7-H4

Type Case
Low High P Low High P

CD3 " T cell

Slight infiltration 21 8 13 0.030 8 13 0.474
Severe infiliration 29 20 9 14 15
CD8 T cell

Slight infiltration 22 10 12 0.183 12 10 0.183
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Fig. 3 Correlation between expression of B7-H1, B7-H4 and prognosis of CRC patients
A: CRC patients with different B7-H1 expression; B: CRC patients with different B7-H4 expression;
C: CRC patients with different B7-H1 and B7-H4 expression
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Fig. 4 Correlation between number of tumor
infiltrating T cells and prognosis of CRC patients
A: CRC patients with different degree of CD3 " T cell infiltration;
B. CRC patients with different degree of CD8 " T cells infiltration
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