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Effect of prophylactic anticoagulation by low molecular weight heparin on the prognosis of advanced non-small
cell lung cancer and the dominant population Ye Zhifeng Huang Ting Yang Xuefei Zhang Zhidi Huang Ling
Guo Junhua( Department of Oncology Hangzhou Hospital of Traditional Chinese Medicine Hangzhou 310007 China) .

Abstract  Objective To observe the effect of prophylactic anticoagulation by low molecular weight heparin
(LMWH) on the prognosis of advanced non-small cell lung cancer ( NSCLC) and analyze the dominant population.
Methods Two hundred and twenty-six patients with NSCLC at high risk for thromboembolism were randomly divided
into the treatment group ( 113 cases) and the control group ( 113 cases) . The progression-ree survival ( PFS) and over—
all survival ( OS) were observed in both groups. Results The median progressionree survival time( mPFS) of the treat—
ment group and the control group were 6.4 months (95% CI. 5.97 —6. 83 months) and 6.3 months ( 95% CI: 5. 98 -
6.62 months) respectively P =0.18. The median overall survival( mOS) of the treatment group and the control group
were 20.9 months (95% CI: 18. 90 —22. 90 months) and 20. 7Tm( 95% CI: 17. 70 — 23. 70 months) P =0. 15. The
mPFS of EGFR mutation subgroup and control group were 10. 2 months ( 95% CI: 7. 98 — 12. 42 months) and 9.9
months (95% CI: 9. 17 —10. 63 months) P =0.03. The mOS of EGFR mutation subgroup and control groupwere 28.9
months ( 95% CI: 26.62 —31. 18 months) and 28.6 months ( 95% CI. 28.08 —29. 13 months) P =0.01. The mPFS of
EGFR-TKI treatment group and control group were 11.9 months ( 95% CI: 10. 55 — 13.25 months) and 10. 8 months
(95% CI:10.03 —11.57 months) P =0.03. The mOS of EGFR-TKI treatment subgroup and control group were 28. 1
months (95% CI:27.29 —28.95 months) and 27. 8 months (95% CI. 25.8 —29.74 months) P =0.02. In EGFR muta—
tion subgroup HR of PFS was 0.65(95% CI: 0.43 —0.97) in treatment subgroup P =0.03 HR of OS was 0.53(95%
CI:0.33 -0.84) in treatment subgroup P =0.01. In EGFR-TKI treatment subgroup HR of PFS was 0.59(95% CI
0.37 -0.95) in treatment subgroup P =0.03 HR of OS was 0.55(95% CI:0.33 -=0.91) in treatment subgroup P =
0.02. Conclusion The prophylactic anticoagulation by low molecular weight heparin( nadroparin) has no significant
effect on prolong PFS and OS in advanced NSCLC but it can prolong PFS and OS and reduce risk of death in patients
with EGFR mutation and EGFR-TKI.

Keywords  Carcinoma non-small-eell lung; Heparin low-molecular-weight; Chemoprevention; Prognosis
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