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The significance of serum thymidine kinase 1 in screening of cancer risk in physical examination people
Lu Zhiquan ,Luo Pinfang ,Zheng Weidong ,Li Jiehua
(Department of Clinical Laboratory ,Qingyuan Peoples Hospital ,Qingyuan,Guangdong 511500, China)

Abstract: Objective To evaluate the value of STK1 in screening of cancer risk in physical examination people. Methods The
concentrations of STK1 were measured in 2 230 cases of healthy people by enzyme immune chemiluminescence dot-blot assay.
Healthy people were divided into risk group (STK1>2 pmol/L) and normal group (STK1<{2 pmol/L) based to the result of STK1
detection. Risk rate was calculated. Independent samples t-test was used for comparison of STK1 level between risk group and nor-
mal group. People of risk group were tracked and the other inspection and clinical symptoms of them were analyzed. Results The
value of STK1 was 2. 03— 17. 25(3. 77+2. 99) pmol/L in risk group (n=79) and 0. 10 — 2. 00(0. 91 £0. 32) pmol/L in normal
group (n=2 151). The risk rate was 3. 5% , Among the risk group,the occurring rate of malignant tumors in 5 cases,6. 33% ,74 ca-
ses of benign disease,accounting for 93. 67 %. There was statistical difference of STK1 level between risk group and normal group
(+=38.490,P<C0.01); In risk groups.the levels of STK1 malignant tumor group was obviously higher than that of benign disease
group and compared with benign disease group.has a very significant difference. Conclusion STK1 level and body cell proliferation
have good correlation,in the early detection of malignant tumors have certain application value,can be used as a new kind of tumor
markers in the medical application of cancer risk screening.
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