
Majorensis 2015; 11: 46-48, www.majorensis.es                                                                 Majorensis 

       ISSN 1697-5529 

 46 

 

Disseminated intravascular coagulation in a patient with congestive 

heart failure 
 

Lucía Romero-Acevedo, Rosa Ros-Vilamajó., Selena Gala Aguilera-García, Rubén Hernández-

Luis, María Monereo-Muñoz, Geraldine Quintero-Platt, Emilio González-Reimers 

 

Servicio de Medicina Interna, Hospital Universitario de Canarias, La Laguna, Tenerife. Canary 

Islands, Spain. 

 

Correspondence: luciaroac@gmail.com. Phone= 0034 922-261510. 

 

Received: 23-012-2015; Revised: 30-12-2015; Accepted 31-12-2015 

 

 

 

Summary 

 

Disseminated intravascular coagulation in a 

patient with congestive heart failure 

Disseminated intravascular coagulation (DIC) is a 

syndrome characterized by generalized excessive 

activation of coagulation pathways followed by their  

consumption, with activation of anticoagulation and 

fibrinolysis. It is a common syndrome associated 

with systemic inflammatory conditions. Its 

development in the context of severe heart failure 

has been scarcely reported . We here report the case 

of an 80-year-old man, previously diagnosed with 

dilated cardiomyopathy, was admitted with severe 

congestive heart failure and cardiac cachexia. In this 

context he developed disseminated intravascular 

coagulation. Laboratory alterations followed a 

course parallel to the clinical features of heart failure 

decompensation. No other cause for DIC was 

identified, so it is assumed that it developed in 

relation with marked impairment of organ perfusion. 

This case shows the association between congestive 

heart failure and disseminated intravascular 

coagulation. To our knowledge, only 7 similar cases 

have been reported.  

Keywords: Congestive heart failure, Disseminated 

intravascular coagulation, Cardiac cachexia 

 

Resumen 

Cogulación intravascular diseminada en 

pacientes con fallo cardiaco congestivo 

La coagulación intravascular diseminada (CID) es 

una entidad caracterizada por la activación de la 

cascada de la coagulación, con formación de 

microtrombos de fibrina, capaces de generar fracaso 

multiorgánico, y posterior riesgo de hemorragia 

difusa por consumo. Sus causas más frecuentes 

incluyen entidades como las neoplasias metatásicas, 

sepsis y traumatismos severos, siendo un factor 

común a todos ellos la respuesta inflamatoria 

sistémica grave. En la insuficiencia cardiaca ha sido 

descrito muy rara vez, siempre en relación con la 

formación de trombos intarcardiacos. Presentamos a 

continuación el caso de un paciente varón de 80 años 

que ingresa por cuadro de insuficiencia cardiaca 

descompensada secundaria a una miocardiopatía 

dilatada previa y a un evento agudo coronario 

acaecido 5 años antes. En el transcurso de su 

estancia en el hospital, y coincidiendo con las fases 

de mayor descompensación presenta descenso 

marcado de la cifra de plaquetas, descenso de la 

protrombina y del fibrinógeno y aumento del dímero 

D, que fluctúan en relación con el grado de 

descompensación de la insuficiencia cardiaca. Dado 

que el paciente tenía además rectorragias se practicó 

una colonoscopia, que descubrió una neoplasia de 

pequeño tamaño (15 mm de diámetro), no 

estenosante, en la unión rectosigmoidea. Para 

estudio de extensión se practicó un Tac de tórax y 

abdomen, que no demostró lesión neoplásica alguna, 

pero sí datos indirectos sugestivos de bajo gasto. 

Este caso es el octavo descrito con CID en 

insuficiencia cardiaca. Es posible que la 

hipoperfusión difusa pueda afectar al endotelio y 

activar la cascada de la coagulación. 

Palabras clave: Insuficiencia cardiaca. Coagulación 

intravascular diseminada.  Caquexia cardiaca 

 

Introduction 

 

Disseminated intravascular coagulation (DIC) is 

defined  by the systemic activation of blood 

coagulation, that results in the deposition of fibrin 

and the formation of microvascular thrombi in 

various organs.  After a first thrombotic phase, able 

to cause multiorgan dysfunction, ongoing activation 

of the coagulation cascade leads to consumption and 

exhaustion of  clotting factors and platelets, and, 

secondarily, to enhanced  fibrinolysis. Depending on 

the nature of the triggering factor, its clinical 

presentation may span from an explosive, 

catastrophic  process  combining thrombotic and 

hemorrhagic features and multiorgan failure, to  just  

a relatively mild, subclinical disorder, only detected 

by laboratory alterations.  
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The most frequent causes are systemic inflammatory 

conditions, such as obstetric disorders, metastatic 

neoplasms, massive traumatisms and sepsis [5,7] but 

there are other uncommon causes, as that reported 

below.  

 

 

PRESENTATION OF CASE 

An 80 year-old man presented with intense asthenia, 

progressive breathlessness and orthopnea since two 

months before admission. He also complained 

swelling of both legs and hypotension. Previous 

medical problems included the presence of dilated 

cardiomyopathy since at least 6 years before, and 

also an acute coronary event about  five years prior 

to this admission. He also reported constipation in 

the last months, with some episodes of 

hematochezia.  

On physical examination he had hypotension (72/37 

mmHg), jugular vein distension, crackles in the 

auscultation and edema on both legs, that 

progressively became worse during the hospital stay 

leading to anasarca, despite intensive therapy. The 

patient was also severely malnourished.  

Laboratory evaluation at admission showed mild 

normocytic anemia (Hb 11 g/dL, mean corpuscular 

volume (MCV) 94 fl), initially normal platelet count 

(208000/mm
3
); prothrombin time 84%; fibrinogen 

492 mg/dl;  serum creatinine 1.3 mg/dL, and  raised 

N-terminal brain natriuretic peptide (NT- proBNP)  

levels (12700 pg/mL).  Fourteen days  after 

admission, paletelet count fell down to 48000/mm
3
, 

prothrombin time to  40%,  and fibrinogen to 283 

mg/dL, afterwards got down to 283. In addition, 

these alterations were accompanied by a raised D-

dimer levels (7064 ng/mL at the 19th day after 

hospital admission). All these data are consistent 

with DIC.  Interestingly, the development of DIC 

matched the moment of maximum decompensation 

of  heart failure, and also the analytical disorder 

improved with high doses of furosemide, as  the 

clinical features of decompensated heart failure also 

did. Indeed, both the clinical manifestations of heart 

failure and the described  alterations of clotting 

factors and fibrinolysis fluctuated in a parallel 

fashion during the hospital stay. One month after 

admission, the patient developed a nosocomial 

pneumonia, which killed  him a few days later.  

Because of the reported episodes of hematochezia, a  

colonoscopy was performed, showing a non-

stenosing colorectal neoplasia, 25 cm away from the 

anal margin, 15 mm of maximum diameter. We also 

performed  a CT scan that revealed no metastasis, 

but severe heart failure, with cardiomegaly, 

interstitial and alveolar edema, pleural effusions,  

coronary atherosclerosis and indirect signs of low 

cardiac output. No alterations were detected by CT 

in the colon wall.  

 

 

Discussion 

 

The patient was admitted because of 

decompensation of severe congestive heart failure as 

the main problem, and a mild anemia, probably 

related either to the heart failure itself and/or the 

small intestinal neoplasm, which was only detected 

by colonoscopy, but not by CT due to its small size. 

During the hospital stay he devopeled a DIC,  hardly 

attributable to any of the common causes of this 

condition: the neoplasia was small and  localized, 

with no metastases, and no trauma or sepsis were 

present; the pneumonia that killed him was a final 

event. In addition, biochemical alterations consistent 

with DIC followed a  course parallel to the clinical 

features of heart failure decompensation. For these 

reasons the most likely cause of DIC was the severe 

heart failure. This association is uncommon. Only 7 

cases have been documented, and only 2 survived 

[1]. It should be mentioned that in all these 7 cases 

the patients had an intra-cardiac thrombus, and 5 of 

them had had an ischemic heart attack. In the CT of 

the case here reported, during hospital stay, there 

was no intra-cardiac thrombus, but it was indeed 

documented in an echocardiography performed 2 

months before admission.  

The association of DIC in the context of CHF is an 

uncommon phenomenon, with an obscure 

pathogenesis. Some authors [6]  state that an 

intracardiac thrombus is a necessary condition for 

this syndrome to develop. It has been also 

hypothesized that coagulation might activate 

spontaneously, in a similar way as it happens in 

aortic aneurysms or hemangiomas. Possibly, 

endothelial hypoperfusion and hepatic congestion  

may trigger the clotting cascade  and promote DIC 

syndrome [4].  The presence in this case of intense 

impairment of organ perfusion observed in the CT 

scan lend support to  the hypothesis of a spontaneous 

activation of coagulation due to endothelial damage 

related to  a very low cardiac output.  

 

Conclusion  

In conclusion we present a case of a patient with 

congestive heart failure associated with disseminated 

intravascular coagulation for which no other 

condition was identified. The development of this 

last syndrome may be explained by endothelial 

damage because of hypoperfusion, and spontaneous 

activation of coagulation. This case reinforces  the 

possibility that both entities are related to each other, 

adding to the  few  other cases reported in the 

medical literature. 
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