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Clinical significance of PAR-1 mRNA expression in patients with colorectal carcinoma
Wang Hongmei
(Department of Laboratory Medicine . People’s Hospital of Taizxing City , Taixing  Jiangsu 225400 ,China)
Abstract: Objective To explore the expression of protease-activated receptor-1(PAR-1) mRNA in colorectal carcinoma(CRC)
and its clinical significance. Methods Tissue samples,including 33 cancerous and adjacent non-cancerous tissues were obtained from
CRC patients who underwent surgical resection. The expression of PAR-1 mRNA was analyzed by real-time PCR. The relationship
The expression of PAR-1 mRNA in CRC was

4. 99 times higher than that in the corresponding adjacent non-cancerous tissues (P<C0. 05). Moreover, the expression of PAR-1

between PAR-1 mRNA and clinicopathological features was also evaluated. Results

mRNA in poorly differentiated CRC patients was significantly higher than that of moderately and well-differentiated group ( P<C
0.01). The expression of PAR-1 mRNA in metastasis group was obviously higher than that in without metastasis group ( P <C
0.01). However,no significantly difference was observed between the groups in the clinical stage I — Il and [Il — IV (P>>0. 05).

Conclusion PAR-1 mRNA has a high expression in colorectal tissues,and has a relationship with the degree of differentiation and

metastasis.
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