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Bakhshandeh H. The Prevalence of Impaired Glucose Metabolism in Patients
Referred to Cardiac Rehabilitation. J Cardiopulm Rehabil Prev, 2012 Dec 7. [Epub
ahead of print] PubMed PMID: 23221808,

The aim of this study was to assess the prevalence of impaired glucose metabolism in
patients who attended hospital-based cardiac rehabilitation. METHODS: We
performed a single-group cross-sectional study. In a 7-month period, from September
2010, the study was conducted in a cardiac rehabilitation setting at a university
hospital. Qverall, 273 patients, with an established diagnosis of ischemic heart disease,
who were referred to the cardiac rehabilitation center, were included. The primary
outcome measure was the prevalence of impaired glucose metabolism. We also
compared cardiovascular disease risk profile among participants. RESULTS: One
hundred twenty-one participants (44%) had diabetes mellitus, of which, for 80
patients the diagnosis Was previously established. Among the whole study population,
52 patients (27%) had normal glucose levels. Of the 193 patients without previous

- diagnosis of d{abetes, 41 (21.2%) had diabetes, 14 (7.3%) were mild cases of diabetes,
49 (25.4%) had isolated impaired fasting glucose according to the American Diabetic
Association criteria, 27 (14%) had isolated impaired fasting glucose consistent with
the World Health Organization (WHO) definition, and 51 (26.4%) showed impaired -
glucose tolerance. The WHQ fasting criteria alone would have left 15, patients (375%)
with undiagnosed diabetes mellitus. CONCLUSION: Impaired fasting glucose and
impaired glucose tolerance did not identify the same patients, It seems that both *
fasting plasma glucose and oral glucose tolerance test are necessary in the diagnosis
of impaired glucose metabolism in patients with coronary artery discase.
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Obstructive sleep apnea (OSA) is characterized by repetitive epi sodes of complete
and partial obstructions of the upper airway during sleep. The diagnosis of OSA
requires the objective demonstration of abnormal breathing during sleep by

" measuring the respiratory disturbance index (RDI, events per hour of sleep), i.e. the
frequency of apnea (complete upper airway obstruction), hypopnea (partial upper
airway obs{ruction) and arousals from sleep related to respiratory efforts, OSA is
defined by combining symptoms and an RDI 25 or by an RDI >15 without symptoms, -
The apnea-hypopnea index (AHI), the frequency of apnea and hypopnea events per
hour of sleep, is widely used to define OSA {many clinical and epidemiological
studies use this metric). In the general adult population, the prevalence of OSA
defined by >5 apnea and hypopnea events per hour of sleep associated with excessive
sleepiness is approximatel ¥ 3-7% in men and 2-5% in women. The prevalence of
OSA is much higher, ¢.g. 250%, in patients with cardiac or metabolic disorders than
in the general population. Risk factors for OSA include obesity (the strongest risk
factor), upper airway abnormalities, male gender, menopause and age (the prevalence
of OSA associated with a higher risk of morbidity and mortality increases with age
and peaks at approximately 55 vears of age). OSA is associated with symptoms

*during sleep (snoring, choking and nocturia) and wakefulness (excessive sleepiness,
fatigue and lack of energy) and with sequelae such as psyehological changes,
alterations in the quality of life, and social, familial and professional performance
including vehicle and industrial accidents. The identification of OSA may be a
difficult task for the clinician, even in populations in which QSA is highly prevaient
such as patients with cardiovascular disorders because they may not present the
cardinal signs of the disease, &.g. excessive sleepiness and obesity. Guidelines have
been developed to tailor OSA therapy to patients according to the results of their
disease evaluation and their preferences. '
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The reasons for the relatively modest improvement in ‘}ngeak in non-small celi lung
cancer (NSCLC) relative to other clinical populations (i.e., ~15%-20% improvement

in \'I’Ozpcuk following traditional aerobic training recommendations) remain to be
elucidated. An obvious potential explanation is a ventilator limitation or inadequate
gas exchange following removal of a substantial portion of lung parenchyma,

However, several elegant studies have demonstrated that \./OZM is not limited by
ventilation or diffusion capacity suggesting that exercise-induced adaptations (or lack

thereof) in the other organ components of the O cascade are responsible. ‘./Ozpmk in
NSCLC patients is likely principally governed by poor cardiovascular O, delivery
and oxidative capacity as well as unfavorable fiber type distribution and muscle
atrophy/weakness similar to the limitations to exercise described in patients with
chronic obstructive pulmonary disease (COPD). Major contributors to skeletal muscle
dysfunction in NSCLC likel Y include direct skeletal myopathy (from the use of oral
corticosteroids), deconditioning (from physical iiactivity), and high levels of
systemic inflammation (from underlying disease and therapy).
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