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Abstract : Prostate cancer is one of the most common male malignant tumors. It is characterized by diffi-
cult early diagnosis, distant metastasis, and poor prognosis. Epithelial-mesenchymal transformation is mpor-
tant for the invasion and metastasis of tumor cells. Non-coding RNA can regulate the process of prostate canc-
er in many ways,thus affecting its occurrence,development and malignant metastasis. This article mainly re-
views the mechanisms of three types of non-coding RNA in regulating the process of prostate cancer,in order

to elaborate and summarize them,and to provide some reference for finding efficient therapeutic targets for

metastatic prostate cancer.
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The secret of creatinine decrease by enzyme method: the interference of calcium dobesilate
CHEN Kena ,SHEN Hailan”
Department of Clinical Laboratory ,the First Affiliated Hospital of Chongqing Medical
University ,Chongqging 400016 ,China

Abstract: Serum creatinine level can reflect glomerular filtration function, which is one of the most com-
monly used index to measure and monitor renal function. At present,there are more than 10 kinds of methods
to detect serum creatinine, but differences between the results of different methods can be easily found. A-
mong them,the enzyme method with high specificity and anti-interference ability is widely used in clinical la-
boratories. However,studies have found that some commonly used clinical drugs can interfere with creatinine
detection,in which the calcium dobesilate will produce a serious negative interference to the enzyme creatinine
detection and result in the inconsistence between the detection results and manifestations of patients,and its
interference mechanism is not clear. It is an important task for clinical frontline workers to explore its interfer-
ence mechanism and seek solutions.

Key words: calcium dobesilate; creatinine; sarcosine oxidase assay; negative interference
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