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MLH1 and MSH2 genes expression levels in patients with lymph

node metastasis colorectal cancer and its clinical significance
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Abstract: Objective To analyze the expression levels of MLH1 ( MutL. homolog 1) and MSH2 ( MutS homolog 2) genes
in DNA mismatch repair (MMR ) system in patients with lymph node metastasis colorectal cancer and the clinical
significance. Methods A total of 120 patients with lymph node metastasis colorectal cancer admitted to Tangshan Gongren
Hospital from June 2015 to April 2017 were selected as study objects, and 120 patients without lymph node metastasis
colorectal cancer at the same time were selected as the controls. Immunohistochemistry, real-time fluorescent quantitative
polymerase chain reaction( qRT-PCR) and Western blot methods were used to respectively detect the positive expression
missing rates of MLH1 and MSH2 proteins, expression levels of MLH1 and MSH2 mRNA and proteins in paracancerous
normal tissues and cancer tissues. Results The positive expression missing rates of MLHI and MSH2 proteins in lesion
tissues were significantly higher than those in paracancerous normal tissues in two groups, while the relative expression
levels of MLH1 and MSH2 mRNA and protein in lesion tissues were significantly lower than those in paracancerous normal
tissues (all P < 0. 05). The positive expressionmissing rates of MLH1 and MSH2 proteins in the lesion tissues were
significantly higher with lymph node metastasis colorectal cancer than those without lymph node metastasis colorectal
cancer, and the relative expression levels of MLH1 and MSH2 mRNA and protein in the lesion tissues were significantly

lower with lymph node metastasis colorectal cancer than those without lymph node metastasis colorectal cancer(all P <
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0.05) . There were no significant differences between two groups on some indicators in paracancerous tissues ( the positive

expression missing rates of MLHI and MSH2 proteins, the relative expression levels of MLHI and MSH2 mRNA, the

relative expression levels of MLH1 and MSH2 protein) (all P >0.05). The positive expression missing rates of MLHI and

MSH2 proteins were closely associated with tumor diameter, depth of invasion, degree of differentiation and the number of

lymph node metastasis,but were not associated with the age in the patients with lymph node metastasis colorectal cancer.

Conclusions

The expression levels of MLH1 and MSH2 decrease obviously in colorectal cancer with lymph node

metastasis. It is speculated that MLH1 and MSH2 play an important role in colorectal cancer without lymph node metastasis

progressing to with lymph node metastasis.

Key words: Lymph node metastasis; Colorectal cancer; Mismach repair protein MutL. homolog gene 1; Mismach repair

protein MutS homolog gene 2; Expression deficiency; Progression
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