The effect of coenzyme Q10 on morbidity and mortality in chronic heart failure
Results from the Q-SYMBIO study
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Introduction

Dysfunction of bioenergetics and energy starvation of the myocardium
may be a dominant feature of heart failure (HF).

Results

A total of 420 patients were randomly assigned to active treatment
with CoQ,o (n=202) or control with matched placebo (n=218) with a
follow-up time of 2 years. The groups were similar with respect to a

Major Adverse Cardiovascular Events (MACE)

There were fewer MACE in the CoQ,, group (14%) than in the placebo
group (25%) * P=0.007 (Table 2).
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Serum CoQ,, showed a threefold increase in the active treated group to
3,01 £0,17 pg/ml (P<0.0001).

There was a trend in subgroup analysis with NT-proBNP reduction in
the CoQ,, group (P=0.057) which was significant in patients with dilated

Sub-group analyses showed that favourable effects of CoQ,, were most
pronounced in: elderly patients; NYHA class llI; dilated cardiomyopathy;

LV-EF > 30% and NTproBNP > 200 pg/ml.
The benefits were in addition to those afforded by beta-blockers and

Primary short term endpoints Figure 3: Freedom from death from any cause.

NYHA classification, 6 min. walk test (6MWT), s-NT-proBNP.
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Secondary short term endpoints Cause of death
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Secondary long term endpoints A NTproBNP (mean levels): + 1135 pg/ml and + 881 pg/ml, CoQ,, and Total 18 * (9%) 36 (17 %) 54 Cardiovascular events.

NYHA classification, NT-proBNP, echocardiography.

placebo, respectively when compared to baseline (n.s.).

Table 3: Cause of death.

CoQ;e should be considered as adjunctive therapy of patients with
chronic HF.



