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Clinical significance of detection of serum miR-221 in patients with primary hepatic carcinoma
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Abstract : Objective To investigate the expression and clinical significance of miR-221 in the serum of pa-
tients with primary hepatocellular carcinoma. Methods A total of 71 cases of patients with primary liver canc-
er,40 patients with benign liver lesions and 52 cases of normal control group had detected serum miR-221 level
by real-time fluorescent quantitative reverse transcription-polymerase chain reaction (RT-PCR) method. And
the relationship between the expression of miR-221 and the degree of patients with multiple clinical features
were detected. Results The level of miR-221 in serum of patients with primary hepatocellular carcinoma was
significantly higher than that in benign lesion group and normal control group (P<C0. 05). The levels of serum
miR-221 in patients with primary hepatocellular carcinoma were not correlated with gender,age and alpha fe-
toprotein (P>>0. 05), which was related to the TNM, lymph node metastasis and distant metastasis (P <
0. 05). Conclusion

characteristics of primary liver cancer,and is expected to be the serological basis for the diagnosis and treat-

The expression level of miR-221 in serum is closely related to the clinical pathological

ment of primary liver cancer.
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