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It's Not How Fat You Are,

It's What You Do&vith It That Counts 2008 | Volume 6 | Issue 9 | e237
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Samuel Virtue*, Antonio Vidal-Puig*
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Intra-abdominal adipositas

Kopelman, W.P. 7 Caterson, I.D. 1 Dietz, D.W. (ed.): Clinical obesity in adults and children.
Malden, Oxford, Carlton, 2006, Blackwell, p. 23
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931-938 (2005)

Review

The Metabolic Syndrome: Requiescat in Pace

GERALD M. REAVEN

Values for insulin-mediated glucose disposal vary
continuously throughout a population of apparently
healthy individuals, with at least a sixfold variation
between the most insulin sensitive and most insulin
resistant of these individuals. The more insulin resistant
a person, the more insulin must be secreted to prevent
decompensation of glucose tolerance. Insulin resistance
is not a disease, but a description of a physiologic state,
and approximately one third of an apparently healthy
population is sufficiently insulin resistant to be at
increased risk to develop a cluster of abnormalities and
related clinical syndromes. The primary value of the
concept of insulin resistance is that it provides a con-
ceptual framework with which to place a substantial
number of apparently unrelated biological events into a
pathophysiological construct. In contrast, the metabolic
syndrome was introduced as a diagnostic category to
identify individuals that satisfy three of five relatively
arbitrarily chosen criteria to initiate lifestyle changes
with the goal of decreasing risk of cardiovascular dis-
ease. Consequently, the value of the notion of the

metabolic syndrome must be considered not in patho-
shycinlood s Farivie Bidilk ac 3 Bseaoimiabieo saaanasch bo alsbado

this phenomenon, I cite 14 articles (3-16 ) that represent a
small sample of those published on this topic in 2004; they
were based primarily on retrospective analyses of popu-
lation-based studies, conducted in several countries, with
experimental data gathered for a variety of different
reasons, in groups differing in terms of age, sex, and
ethnicity. Although this burst of creative activity has led
to an enormous amount of published data, it is not clear
that it has led to the delivery of any new information of
significant utility to the practicing clinician. In fact, as will
be discussed subsequently, if taken at face value, there is
a real possibility that use of the ATP III criteria could do
more harm than good. At the least, it might be useful to
take a somewhat skeptical look at the clinical implications
of implementing the diagnostic criteria proposed by the
ATP III, and the effort to address this issue is the
justification for this presentation.

Definition of the Metabolic Syndrome
The establishment of criteria for diagnosing what the ATP
III report termed the metabolic syndrome (1) represented
an effort to acknowledge the importance of resistance to



Insulin resistance
Hyperinsulinemia

Az inzulinrezisztencia sematikus abrazolasa (13)



1. ABRA: AZ INZULINREZISZTENCIA/HIPERINZULINIZMUS ES AZ AKCELERALT ATEROSZKLEROZIS OSZ-
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T. TABLAZAT: A METABOLIKUS SZINDROMABAN KIALAKULO ANYAGCSEREZAVAROK ES AZOK KOVET-
KEZMENYE!
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1. ABRA: A METABOLIKUS X-SZINDROMA = METABOLIKUS XINDROMA (MX) KORKEPLETE. HA MIND
A NEGY KOROS ELTERES JELEN VAN, A KORISME EGYERTELMU, DE A DIAGNOZIS AKKOR IS ELFOGAD-
HATO, HA A GLUKOZ-INTOLERANCIA MELLETT EGYIDEJULEG BARMELY MASIK KET KORULMENY IS ER-

VENYESUL (12)
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Dig Dis Sci1 (2009) 54:1847-1856
DOIL 10.1007/s10620-008-0585-3

REVIEW

Susan E. Wozniak - Laura L. Gee -
Mitchell S. Wachtel - Eldo E. Frezza

White Adipose Tissue

Adipose Tissue: The New Endocrine Organ? A Review Article
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Anamnézis
30 kg-ot hizott 2 év alatt, hasan csikok Jjelentek meg. Faradékony, feje gyakran faj.
Fogamzasgatlot egy hénapja nem szed. Vérnyomasa, vércukra nem magas.

Epikrizis:

Az elhizésa liteme / mértéke alapjan intézeti kivizsgadléas (sze. Cushing sy. kizaréasa, stb.)
és kezelés indokolt (elsdsorban szakszerll dietetikai és mozgastherapias kiképzés). Ma
nincs vérvétel. Sulynapldét addig is vezessen (hetenkénti mérés alapijan), s egyeldre tartsa
a sulyat! Osztalyunkra (magas foldszint) felvétel: aug. 16. 12 h 30-kor, ebédelés utan.
Elotte egyhetes étrendi napldét készitsen és prdédbalja kiszamolni a napil energiabevitelt,
kaldoriaban kifejezve (a www.lizletes.hu/kaloriatablazat alapjan). A felkaros
vérnyomasmérést néhany perc nyugalom utan kezdje, kiilénbdzd napszakokban, eldre
meghatarozottan vagy véletlenszerlien, széken iilve, nem keresztezett labbal, hatraddlve,
majd a mérést két perc mulva ismételje meg, = az értékeket napldba jegyezze fell
Tdészakonként 20 méréshol szamitson atlagot (legalabb egyszer megismételve az
atlagszamitast) és ezt is jegyezze fel!

Ha nem lenne alkalmas az idépont, kérem értesitsen, személyesen vagy telefonon (72/536
443) hétfoén, kedden 12-13 h, wvagy szerdan, pénteken 9-10 h kozott.
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Cushing’s syndrome suspected
(consider endocrinologist consultation)

Exclude exogenous glucocorticoid exposure

Perform one of the following tests

24-h UFC (> 2 tests) Overnight Late night salivary
1-mg DST cortisol (> 2 tests)

Consider caveats for each test (see text)
Use 48-h, 2-mg DST in certain populations (see text)

ANY ABNORMAL RESULT Normal (CS unlikely)

Exclude physiologic causes of hypercortisolism (Table 2)

Consult endocrinologist
|

J Clin Endocrinol Metab. May 2008, 93(5):1526—
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Estimating the effects of energy imbalance on changes in body
weight in children™>

Bovd A Swinburn, Damien Jolley, Peter J Kremer, Arline D Salbe, and Eric Ravussin
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B.A Swinburn et al. Am J Clin Nutr 2006 83: 859-
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Basal Energy Expenditure:
Harris-Benedict Equation

Estimate bazal energy expenditure using the Harris-Benedict
equations.

O male @ Female

Input Height | 166 ® em Oin

Input Weight [108 @Ky O
Input &ge 42 ® yrs O rmos

Stress Fac:tu:urlNDnE “'|

Activity Factor O Bedrest @ Ambulating

 Calculate § | Clear

E.E.E. = kcal/d
lecal/d

Caloric Requirement

For men,
B.E.E. = 66.5 + (13.75 x kg) + (5.003 x cm) - (6.775 x age)

For women,
B.E.E. = 655.1 + (9.563 x kg) + (1.850 x cm) - (4.676 x age)

Total Caloric Requirements equal the B.E.E. multiplied by the sum
of the stress and activity factors. Stress plus activity factors range
from 1.2 to over 2.

* Harris 1, Benedict F. A biometric study of basal metabolism
in man. Washington D.C. Carnegie Institute of Washington.
1919,
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Dietetikail képzést kapott. 10% kortili sulycsokkenést kell megprébalnia elérni, majd
legalabb ugyanannyl ideig megtartania. Ehhez kezdetben kb. 30 %-kal kell csdkkenteni a
kaléria-bevitelt. Ezt segitik a kovetkezdk: 1. Naponta harom egyenld részletben étkezzen.
2. Ezt minden alkalommal bd folyadékfogyasztassal (pl. levessel, vagy egy-két pohar
folyadékkal) kezdje, majd zdldséggel és/vagy gylmolccsel folytassa. Ezt kovetden csak 10
perc varakozids utén egyen tovabb, teljes kidrlésQ gabona, zsirszegény hus, tejtermék
eldnyben részesitésével. A zdldség és gylimdlcs elfogyasztott mennyisége legaldbb napi fél
kg legyen! Napi egy marék didéféle is javasolt (sdzott mogyord nem jo6!) 3. A fehér lisztbsl
késziilt, illetve cukros, zsiros ételek, krumpli, rizs mennyiségét viszont csokkentse (kb.
felére) . Napl rendszerességgel legalabb fél 6ra kozepes intenzitasu tobblet testmozgas
javasolt (pl. lépésszamlald beszerzése és napl 10 000 lépés). Haskdrfogatat és testsulyat
hetente 1x mérje meg, s vezessen errdl feljegyzést.

Kontroll: 3 hdénap malva, 1,5 hdnappal eldtte, 8 h 30-ra kért eldjegyzést kovetden (72/536
164 melléken), éhgyomorra. Stlynapldja, pontos gydgyszerlistdja és vérnyomasnapldja is
legyen itt!
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Placebo subtracted weight reduction (kg) with orlistat

Weighted mean
difference
(random) (95% Cl)
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Rucker D et al. BMJ 2007;335:1194-



Mel yi k hat  -anyag t°%rzskf6@
Magyarorszg8gon fogyaszt

1. Sibutramin
2. Topiramat
3. Fluoxetin
4. Orlistat



SCOUT Tnal

Primary Objective:

To compare the safety and efficacy of sibutramine with
standard care for weight management to placebo with
standard care for weight management in overweight or
obese patients at risk for a cardiovascular event

Primary Endpoint:
Time from randomization to the 15t occurrence of any of the
following events:

I Nonfatal Ml

I Nonfatal stroke

I Resuscitated cardiac arrest

| Cardiovascular death



A Primary Outcome Event
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