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Abstract: Objective To investigate the effect of low-molecular-weight heparin calcium on the coagulation function
and survival time in patients with advanced non-small cell lung cancer (NSCLC). Method A total of 100 patients with
advanced NSCLC were included in the study and randomized as study group and control group, with 50 cases in each, us-
ing a random number table. The patients in the control group were treated with paclitaxel combined with cisplatin, and
those in study group were treated with low-molecular-weight heparin calcium additionally on the basis of the regimen ad-
ministered in control group. The indicators of coagulation function [prothrombin time (PT), activated partial thromboplas-
tin time (APTT), thrombin time (TT), fibrinogen (FIB), D-dimer (D-D)], short-term efficacy of chemotherapy, adverse re-
actions during treatment and survival time were assessed and compared between the two groups. Result The disease con-
trol rate (DCR) was significantly higher in study group than in control group (P<0.01). After treatment, the levels of FIB
and D-D in study group were significantly lower than those in control group (P<0.05). The median survival time was 12.8
months (95% CI: 9.542-16.652) in study group, which was significantly longer compared to the 11.3 months (95% CI:
7.256-13.955) in control group, and the difference was of statistical significance (P<0.05). Conclusion Low-molecular-
weight heparin calcium can effectively reduce the blood viscosity of patients with NSCLC, and may also improve the clin-
ical efficacy, thus prolong the survival time of patients.
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