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ANEMIA-RELATED HIGH OUTPUT HEART FAILURE IN SICKLE CELL DISEASE (SCD)- DOES IT EXIST? 
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Objective: To see if anemic hydroxyurea-naïve Sickle-cell disease (SCD) patients have heart failure (HF)

Background: Existing literatures suggests that SCD patients can develop anemia-related high output HF in addition to transmural infarction which leads to left ventricular dysfunction.

Method:  This is a cross sectional study of 208 hydroxyurea-naive consecutive anemic SCD patients, aged 10-52 years at steady state and 94 healthy non-matched controls in Nigeria. SCD patients had electrophoretic and or liquid chromatography documentation of major sickling phenotypes. Control group had non-sickling phenotypes. Cardiac measurements were performed with Transthoracic ECHO according to American Society of Echocardiography guidelines. 

Results: Pulmonary arterial systolic pressure (PASP) was indirectly obtained from Right ventricular systolic pressure calculated by: 4 multiplied by square of Tricuspid regurgitant velocity (TRV). SCD patients had significantly higher mean±SD values for TRV than did the controls (2.1±0.6 vs. 1.8±0.5;P=0.001). 25% of SCD patients had elevated PASP as defined by jet velocity ≥2.5 m/s(estimated systolic PASP ≥30 mm Hg) compared to 7% of controls (P<0.001). In 4%, jet velocities was ≥3.0 (estimated PASP≥41) compared to 0% controls. SCD patients, unlike controls, had significantly higher left ventricular dimensions but no qualitative evidence of systolic dysfunction, (i.e ejection fraction (EF) ≤0.5. Also, the patients had higher ratio of early to late ventricular filling velocities (E/A). Within the SCD group, there was no clear pattern of worsening diastolic function with increased TRV. E/A had a significant positive relationship with TRV in bivariate analysis (R=0.20; P=0.013).

Conclusions: We were unable to demonstrate the existence of anemia-related HF in SCD patients. On the contrary, biventricular function is preserved with no evidence of left ventricular dysfunction. Compared to USA cohort a high TRV does not appear to be a risk factor for mortality in the African cohort based on a seven year follow up study.

