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Cardiac Energy Metabolism
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“Metabolic Reprogramming”
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l Table

VOimaxr ML/mMin/kg
Baseline
3 mos
6 mos
12 mos
VO, MmL/min/kg
Baseline
3 mos
6 Mmos
12 mos
Maximal workload, W
Baseline
3 mos
6 Mmos
12 mos
Exercise duration, s
Baseline
3 mos
6 Mmos

12 Mmos

NYHA functional class
Baseline
3 Mmos
O Mmos

12 mos

2 » Cardiopulmonary Exercise

Testing Data and Clinical

Symptoms*”

Iraining

Control

Group Group P Value®
15.3 == 0.8 15.4 0.9
P8 = 0.8 14.7 0.9 001
14.5 0.9 001
14.9 0.8 001
11.9 == 0.6 11.8 0.8
14.2 = 0.7 12.0 0.8 009
15.6 %= 0.7° 12.2 0.8 . 001
2.3 1.1 006
78 = 3 76 5
94 =+ 5 69O 6 001
10 = 6 75 (&) < 207
84 8 - . 001
525 = 29 47 1 41
638 2 38 125 46 001
467 40 = .001
519 53 001
3.0 = 0.0 3.0 = 0.0
1.8 2= .1 L. == ). . 001
1.Z = 0.2 2.6 = 0. 001
1.5 = O.1 = + O. 001

Table

LVEF, %
Baseline
3 Mmos
6 Mmos
12 mos
ILVEDD, mmm
Baseline
3 Mmos
o Mmos
12 mos
LVESD, mm
Baseline
3 MmMos
6 Mmos
12 mos
LVEDV, mL
Baseline
3 Mmos
G Mmos
12 mos
LVESYV, mL
Baseline
3 Mos
6 Mmos

12 mos
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