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(metabolic syndrome)

® FElevated blood pressure ® Smoking
® Abdominal adiposity ® Physical inactivity
® |ow HDL-C ® Elevated LDL-C
® Elevated triglycerides ® [nflammatory markers
® FElevated blood glucose ® |nsulin resistance
® Age
® Race
® Gender

® Family history

* 91N Executive summary of the third report of the national cholesterol
education program (NCEP) expert panel on detection, evaluation, and
treatment of high blood cholesterol in adults (Adult Treatment Panel IlI).

JAMA 2001 ;285:2486—24971
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Cardiometabolic risk

Global diabetes/CVD risk

Smoking,
physical inactivity

Hypertension

Age, race,
gender, family history

Inflammation,
hypercoagulation

Eﬂﬁ 1 ANUFUNUTVBS cardiometabolic risk factors @14 € (unasfian: Aronne. Baylor College of

3
Medicine 2007;1:1-8.)
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Endocannabinoid system (ECS)
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(a) Mesolimbic area of midbrain: NAc (nucleus accumben), VTA (ventral tegmental area) and LHA (lateral hypothalamic area)
(b) Hypothalamic nuclei of midbrain: ARC (arcuate nucleus), PVN (paraventricular nucleus) and LHA
(c) Hindbrain nuclei of brainstem, NTS (nucleus tractus solitarius) and vagal terminal of nodose ganglion

(d) Peripheral organs: WAT (white adipose tissue), pancreas and adrenal gland
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(Vla decreased FAAH activity) =

8 + = § — 5/
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OH 3
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+ +
/ ’ A
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2-AG
+ +
/ B \
Increased Increased FAS
ACC1 and FAS
+
+
Leptin ! .
/ Feeding
Increased (e.g., high-carbohydrate diet
de novo falty acid + following food deprivation)
synthesis . !
Apidonectin
" -
/
Increased body weight + = .
Increased triglycerides = Insulin
Fatty liver
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