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Abstract

Objective To investigate the risk factors of venous thromboembolism ( VTE) in patients with lung cancer and to observe

the prognosis of lung cancer patients with VTE. Methods We studied on patients with lung cancer complicated with VTE from 2010 to
2015 in our hospital. Retrospective case control study was used in the analysis. Single factor analysis was used to screen the possible risk
factors of lung cancer patients with VTE. After non conditional Logistic regression analysis, the risk factors of lung cancer patients with
VTE were analyzed. The survival rates of the two groups were compared with the Log — rank method. Results A total of 39 patients with
VTE of lung cancer (observation group) and 82 patients with lung cancer without VTE ( control group) were enrolled in the study. Re-
gression analysis showed that the OR values in VTE with lung cancer patients receiving chemotherapy, pathological type being adenocarci-
noma, lung cancer Il — IV and increased D — dimer level were 2. 68, 2. 10, 2.24 and 2.09. All the differences were statistically signifi-
cant (P <0.05). The survival rate of the patients with VTE was significantly lower than that of the patients without VTE, and the differ-
ence was statistically significant (P <0.05). Conclusion Pathological types,tumor stage, combined chemotherapy and D — dimer levels

were the risk factors of lung cancer patients with VTE. The survival time of lung cancer patients with VTE was significantly lower than that

of the patients without VTE.
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