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[ Abstract])
prethrombotic state of primary hepatocarcinoma(PHC). Methods

Objective To explore the predictive value of homocysteine(HCY) combined with D-Dimer in the
50 cases of primary liver cancer,30 cases of hepat-
ic sclerosis and 30 cases of healthy human were selected,and the levels of HCY and D-Dimer were detected. The pre-
dictive value was evaluated by ROC curve. Results The HCY and D-Dimer in the PHC group were significantly
higher than that in hepatic sclerosis and control group(P<C0. 05). The D-Dimer level was significantly higher in he-
patic sclerosis group than that in healthy human(P<C0. 05) , while there was no significance of HCY between the he-
patic sclerosis and the control group(P=0. 912). The areas under ROC curve of HCY,D-Dimer and the joint detec-
tion of the two indexes were 0. 902,0. 846 and 0. 941, respectively. The clinical predictive critical points of HCY and
D-Dimer in PHC with prethrombotic state were 13. 28 ymol/L and 1 451 ng/mL . respectively. Conclusion The com-
bination of the HCY and D-Dimer could predict the prethrombotic state of the primary hepatocarcinoma.
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