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Clinical application of circulating tumor DNA in liver cancer
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Abstract: Liver cancer is the commonest malignancy, with a high mortality. Early detection and treatment can effectively
reduce its mortality. Traditional detection methods such as alpha-fetoprotein (AFP), liver biopsy, and imaging examination have
the disadvantages of low accuracy and major trauma. Recently, circulating tumor DNA (ctDNA) as a liquid biopsy technique,
plays an important role in diagnosis and treatment of liver cancer due to its advantages of high specificity, good safety, easy

operation and minimal invasiveness. This article reviews the application of ctDNA in preoperative diagnosis, prognosis

assessment, postoperative recurrence, and drug guidance of liver cancer.
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Influencing factors of the upgrading of Gleason score and adverse pathological features of positive

incisal margin after radical prostatectomy
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Hospital of Guangdong Medical University, Zhanjiang 524001, China)

Abstract: Radical prostatectomy is a common clinical treatment for localized prostate cancer. Surgical pathology is

an important basis for follow-up treatment. However, the surgical pathology can present with adverse pathologic features,
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