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Expression of cellular FLICE-like inhibitory protein long form mRNA in colon cancer and its clinical

significance
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[ABSTRACT] Objective: To observe the expression of cellular FLICE-like inhibitory protein long form (c¢FLIP;.) mRNA in
colon cancer and to assess its relationship with the biological behavior and prognosis of colon cancer. Methods: Expression of
cFLIP. mRNA was examined in 86 colon cancer samples and their corresponding normal tissues by semi-quantitative RT-PCR
technique. Expression of CEA and P53 in the colon cancer samples was assayed by SABC immunohistochemistry staining. The
plasma levels of CEA and CA19-9 were determined by microparticle enzyme-linked immunoassay ( MEIA) before operation.
Colon cancer tissues were divided into ¢cFLIP;, mRNA high expression group and low expression group based on the average
value of all the 86 patients. The relationship between the high expression of ¢cFLIP. mRNA and the different clinical features
and pathological characters was determined. We also compared the 5-year accumulative survival rates of the 2 groups. Results:
The expression of ¢cFLIP;, mRNA in the colon cancer tissues was significantly higher than that in the matched normal tissues
(0.5940.10 vs 0. 36 0. 10, P<C0. 05). Fifty-six (65. 1%) patients out of 86 had high expression of cFLIP, mRNA. The
¢FLIP, mRNA high expression rates in Dukes B,C and D stage patients had an increasing tendency, being 55.3% ,67.5% and
100% , respectively (P<C0. 05). The postoperative 5-year accumulative survival rate in ¢cFLIP;, mRNA high expression group
was lower than that in the low expression group (41.1% ws 56. 7%, P<C0.05). There was no significant correlation between
cFLIP, mRNA high expression and clinical features/pathological characters other than Dukes stages in the present cohort.
Conclusion; cFLIP; may be related to the clinical staging and prognosis of colon cancer. Detection of cFLIP;, mRNA expression
in colon cancer tissues can help to fully understand the overall condition of patients, guide treatment, and predict prognosis.
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Fig 1 cFLIP, mRNA expression in colon cancer

tissue and peritumorial normal tissue
M:DNA markers; N:Peritumorial normal tissue; T: Tumor tissue;

27, 33, 5:Specimen number
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Tab 1 cFLIP;, mRNA expression

under different clinical condition

c¢FLIP. mRNACH)

Index N [n(%)] P
Gender >0.05
Male 51 30(56)
Female 35 26(59.3)
Ages >0. 05
<65 year 42 30(61. 8)
=65 year 44 26(60)
Location of tumors >0.05
Colon 52 34 (57.9)
Rectum 34 22(57.6)
Bowel obstruction >0.05
Present 30 21(50)
Absent 56 35(58.3)
CEA(pp/ng « ml™1) >0.05
<5 52 36(56.5)
=>5 34 20(58.6)
CA19-9 (pn/ng *+ ml™") =>0.05
<40 50 35 (70)
=40 36 21(58.3)
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Tab 2 Different pathological features and
cFLIP;,, mRNA expression

cFLIPL mRNA(H)

Index N [(n(%)] P
Diameter of tumors =>0.05
<6 cm 66 50(56. 8)
>6 cm 20 6(62.5)
Types of tumors =>0. 05
Infiltrating type 11 8(60)
Ulceration type 41 28(62.5)
Lump type 34 20(50)
Dukes classification <20. 05
B 38 21(55.3)
C 40 27(67.5)
D 8 8(100)
Infiltration of intestinal wall =>0.05
>>1/2 circumference 22 13(59. 1)
<C1/2 circumference 64 43(56.7)
Lymph node metastasis =>0.05
Present 46 30(60)
Absent 40 26(56.3)
Remote metastasis =>0.05
Present 15 12(66.7)
Absent 71 44(57. 1)
Tumor cell differentiation =>0.05
Well differentiated 7 2(40)
Poorly differentiated 69 47(57. 1
Undifferentiated 10 7(80)
Histological types =>0. 05
Adenocarcinoma 76 49(60)
Mucinous adenocarcinoma 10 7(56.3)
Immunohistological results of P53
(+) 51 31(60.8)  >0.05
(—) 35 25(71. 4
Immunohistological results of CEA
) 79 53(67.1)  =0.05
(—) 7 3(42.9)
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Fig 2 Relationship between cFLIP;, mRNA expression
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