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Expression of Bel-2, PD-L1 and Its Clinical Significance in Colorectal Cancer ZHANG Mei-yun, YANG Yong-yan ,
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[Abstract] Objective To study the expression of Bel-2 and PD-L1 in colon cancer and its relationship with
metastasis. Methods Tumor samples were collected from 57 cases of colon cancer, and tumor adjacent normal
mucous tissue were obtained as normal control. The expressions of Bcl-2 and PD-L1 were assayed by
immunohistochemical staining, and its correlations with patients’ clinical pathological indexes were analyzed. Results
The positive rate of Bel-2 protein was 75.43% and 52. 63% in colon cancer tissues and tumor adjacent colon mucous
tissue respectively, with statistically significant difference (P <C0. 05). While the positive rate of PD-LL1 was
45.61% and 15. 79% in colon cancer tissues and tumor adjacent colon mucous tissue respectively, also with
signficant difference (P<C0. 01). The positive rate of Bcl-2 was correlated with cellular differentiation, and the
positive rate of PD-LL1 protein was correlated with lymph node metastasis (P<C0. 05). Conclusion The expression
of Bel-2 may be associated with colon cancer pathologic differentiation, and the expression of PD-L1 may be
associated with colon cancer metastasis.
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Table 1 Expressions of Bcl-2 and PD-L1 in colon cancer and tumor

adjacent normal colon mucous tissue Ccase( %))

Group n Bel-2 positive  PD-L1 positive
Colon cancer 57 43 (75.43)* 26 (45.61)
Tumor adjacent normal 57 30 (52.63) 9 (15.79)

colon mucous

* P<C0.05, vs. tumor adjacent normal colon mucous tissue
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Fig 2 Expression of PD-L1 in colorectal cancer tissue
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Table 2 Relationship between Bcl-2 and PD-L1 in colorectal

carcinoma and clinicopathological features Ccase( %))

Pathological

foature n  Bel-2 positive  PD-L1 positive
Sex
Male 35 24 (68.57) 15 (42.86)
Female 22 19 (86.36) 11 (50.00)
Age (yr.)
=60 36 27 (75.00) 14 (38.89)
<60 21 16 (76.19) 12 (57.14)
Depth of invasion
Subserous 8 4 (50.00) 4 (50.00)
Serosa and serial 49 39 (79.59) 22 (44.90)
Degree of differentiation
High-middle 33 21 (63.64) "% 8 (24.24)*~
Low 24 22 (91.67) 18 (75.00)
Dukes stage
A+B 27 22 (81.48)7 8 (29.63)4
C+D 30 21 (70.00) 18 (60.00)
Lymph node metastasis
Yes 30 21 (70.00) 18 (60.00)%
No 27 22 (81.48)7 8 (29.63)

* P<C0.05, % x P<C0.01, vs. low-differentiation; /\P<C
0.05, vs. C+D stage; & P<C0.05, vs. no lymph node metastasis;
# P<C0.05, vs. PD-L1 in the same clinicopathological feature
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Table 3 Relationship between the expression lever of Bel-2 and PD-L1

and the pathological differentiation of colorectal carcinoma

Histologic Bel-2 PD-L1
grade " — + 4+ — +  ++
Low 24 2 14 8 6 12 6"
High-middle 33 12 15 6 25 4 4

% P<C0.05, vs. high-middle grade
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