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Objectives: To investigate the independent determinants of D-dimer variations in congestive
heart failure (CHF)

Methods: A cross-sectional study among 102 black Congolese patients managed for CHF at
LOMO medical centre, Kingshasa, DRC.

Results: In not considering biomarkers in all bivariate analysis, renal failures, pulmonary
tuberculosis, age(r=-0.291), Heart rate(r= 0.0224), AST(r= 0.176), haemoglobin (= -0.222),
neutrophils (r = 0.304), and Lymphocytes(r= -.0288), showed significant correlation with
D-dimer levels. After considering biomarkers in all, 68% of all the variations (adjusted R2)
of D-dimer levels were explained significantly and independently by Gamma GT, total PSA,
Haemoglobin(HB), BUN, BNP,Glucose (FPG) and Triglycerides (TG) in the equation Y(D-
Dimer)= 4314.4 + 0.216 Gamma GT + 0.186PSA- 0.199HB + 0.167 BUN + 0.232 BNP +
0.157FPG-0.141TG In patients with renal failures, 66.1% of variations (adjusted R? ) of D-dimer
levels were explained by Gamma GT and thyroxin(T4) as follows: Y(D-dimer)=4349.7 +
0.786 Gamma GT-0.303 T4. However, in patients without renal failures, only 7% of variations
(adjusted R2) of D-dimer levels were explained Hb as follows:

Y (D-dimer) = 3884.7-0.288Hb.

Conclusion: Biomarkers related to oxidative stress, inflammation, hypothyroidism, anaemia,
renal function and diabetes mellitus may add significant value in the interpretation of D-dimer
levels in Central Africans with CHE
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