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Role of Wnt/PCP Signal Pathway in Colon Carcinogenesis in Experimental Rats
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Abstract: Objective To explore the role of Wnt/PCP signal pathways in colon carcinogenesis in
experimental rats, for new targets in the treatment of colon cancer. Methods SD rats colon cancer model was
established by MNU enema method. RT-PCR was applied to test the expression of Wnt7a, JNK and RhoA,
which are important factors in Wnt/PCP signal pathway, in colon cancer tissue, colon atypical hyperplasia
tissue and normal colon tissue. Results A total of 60 SD rats specimens were confirmed pathologically that
atypical hyperplasia were formed in 28 rats and colon cancer were formed in 23 rats. RT-PCR showed that the
expression of Wnt7a, JINK and RhoA mRNA in colon atypical hyperplasia tissue and colon cancer tissue were

higher than that in normal colon tissue, with statistical difference. Conclusion Wnt/PCP signal pathway may
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play an important role in colon carcinogenesis.
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Table2 Pathologic analysis of MNU-induced colon tumor

Time(week) n Normal Atypical hyperplasia Colon cancer
12 30 6 20 4
16 30 3 8 19

Notes:MNU:N-methyl-N-nitroso urea
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Tablel RT-PCR primers sequences, annealing temperature and product sizes

Factors Primer sequences Annealing temperature (°C) Product size (bps)
Wnt7a F: 5-CCTGGGCCACCTCTTTCTCAG-3' 58 573
R: 5-TCCAGCTTCATGTTCTCCTCCAG-3'
INK F: 5-GGCCACACGAACCAAGAGGA-3’ 56 455
R: 5'-AGGAAGCGGTAGCCCAGGTA-3’
RhoA F: 5-GAGGAGACGTGCGAGAAACTCAA-3’ 55 346
R: 5- ATCCTGACCACTGGAAGCCCTGT-3'
B-actin F: 5-CCAAGGCCAACCGCGAGAAGATGAC -3’ 60 218
R: 5'-AGGGTACATGGTGGTGCCGCCAGA -3’

#R3 FEERT-PCREKEHEATHELNWnt7a, INKFIRhoATE R AL F#9 R E{E (xts)
Table3 Semi-quantitative RT-PCR electrophoretic band analysis of grey value of Wnt7a, JNK and RhoA in different

tissues(x+s)

Factors Normal colon tissue Atypical hyperplasia tissue Colon cancer tissue
B-actin 654.670+88.672 718.895+141.654 767.892+101.565
Wnt7a 460.810+65.132 2859.212+363.369" 3077.143+£334.289"
JNK 507.986+110.033 3587.817+318.006™ 3721.534+307.785"
RhoA 535.287+88.322 2753.830+261.002° 2926.517+241.284"

Notes: :P<<0. 05, ":P<<0. 01, atypical hyperplasia tissue and colon cancer tissue compared with normal colon tissue
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A:gross appearance; B: colon atypical hyperplasia tissue(HE %100); C: colorectal tissue (HE x200)
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Figurel MNU-induced rats colon tumor tissues
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