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Abstract Objective: To investigate the clinical value of fibrinogen (Fg) level in predicting the survival prog-
nosis and induction chemotherapy effects of non-M3 acute myeloid leukemia (AML). Method: The plasma Fg levels
and chemotherapy effects of 215 patients with newly diagnosed non-M3 AML were retrospectively analyzed. The
Fg threshold was determined by ROC curve analysis. The overall survival (OS) and disease-free survival (DFS) of
non-M3 AML patients with different Fg levels were compared, and independent risk factors for OS and DFS in
non-M3 AML patients were identified by Cox regression analysis. Result: The ROC curve determined that the cut-
off value of Fg level in AML patients was 3. 8 g/L. There were 114 patients with Fg<(3. 8 g/L and 101 patients
with Fgz=3. 8 g/L. Comparing to patients with Fg<(3. 8 g/L,patients with Fg=3. 8 g/L had a lower complete re-
sponse (CR) rate after induction chemotherapy (70. 3% vs 86. 0%, P=20. 005), but had higher recurrence rate
(44.6% vs 29.8% ,P=0.025). The plasma Fg levels in CR patients was significantly lower than that in patients
without CR [(3.6+1.1) g/L vs (4.1£1.2) g/L, P=0.009]. Plasma Fg levels in relapsed patients were signifi-
cantly higher than that in patients without recurrence [ (4.3%1.5) g/L vs (3.7%1.2) g/L, P=0.001]. Compa-
ring to patients with Fg<(3. 8 g/L,DFS and OS were significantly shorter in patients with Fg=3. 8 g/L (both P<C
0.001). Univariate and multivariate Cox regression analysis showed age==60 years ( HR=1. 239,95% CI 1. 113-
1. 496, P=0.005),TT<(16 s (HR=1. 288,95% CI 1. 139-1. 871, P=0. 046) and Fg=3. 8 g/L. (HR=1. 763,
95% CI 1.399-2. 984, P=0. 003) were independent risk factors for poor DFS in non-M3 AML patients; age==>60
years ( HR=1.223,95%CI 1.074-1. 532, P=0. 026) , hemoglobin<(100 g/I. (HR=1.654,95% CI 1. 234-2. 273,
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P=0.025) and Fg=3. 8 g/L. (HR=2.134,95% CI 1. 238-3. 943, P=0. 010) were independent risk factors for

poor OS in non-M3 AML patients. Conclusion: Baseline plasma Fg levels in patients with newly diagnosed non-M3

AML can be used as independent risk factors for predicting OS and DFS, and can also effectively predict the effica-

cy of induction chemotherapy and the risk of recurrence.
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