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KEEP REFRIGERATED
‘SHAKE WELL BEFORE
DRINKING

Product of U.S.A.

Nutrition Facts
Serving Size 1 bottle (12 0z)
Servings Per Container 1

Total Fat 0g
Salurated Fat 0g

Cholesterol 5mg

Sodium 200mg

Total Carbohydrates 20g %
Dietary Fiber Og 0%
Sugars 209

Protein 15g

Vitamin A 0% . Vitamin C 4%
Calcium 50% L Iron 2%

“Percent Daily Vaules are based or
ol ek ok day aboes iy o Higer
o lower depending on your calorie needs:

Calories: 2,000 2,500
Total fat Lessthan 659

Sodium Less
Total Carbohydrate 3009
Dietary Fiber 259
Calories per gram:

Fat9 - Carbohydrate d - Proteina

Ingredients: nonfat yogurt [uultured
grade A nonfat milk, modified cor

starch, kosher gelatin, palmitat], watev,

vanilla puree, sucralose, potassium
sorbate, malic acid, sodium citrate

Gilt Free Satisfac

fat
o added sugar
calories!
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Figure 2.

12FLOZ (385 mL)

Sensible shake label.

G sensible with the

new light healthy Sensi-
Shake. it has all the taste,
without the guilt - no fat,
no added sugar and only
140 calories! Sensi-Shake
is light and tasty enough

to enjoy every day.

KEEP REFRIGERATED

SHAKE WELL BEFORE
DRINKING

Nutrition Facts
Serving Size 1 bottle (12 0z)
Servings Per Container 1

Amount Per Serving

Calories 620 Calories from Fat 270

Total Fat 309
Saturated Fat 18g
Cholesterol 115mg
Sodium 460mg
Total Carbohydrates 633
Dietary Fiber 2g
Sugars 569
Protein 31g

Vitamin A 0% s Vitamin C 4%
Calcium 50% . Iron 2%
*percent Dally Vaules are based on 3 2,000 calorie
diet. Your daily values may be higher or lower
depending on your calonie needs
2,000
Total fat an 659
Saturated Fat an 209
Cholesterol e 300mg  300m
Sodium Lessthan 2,400mg 2,400mg
Total Carbohydrate 3009 375
ary Fiber 259 309
Calories per gram
Fat 9  Carbohydrate 4 + Protein 4

Ingredients: V ream [cream,

sugar, com syrup, vanilla extract, mono
n gum, guar
pasteurized

ggs, whole milk, simple syrup [sugar,

Figure 1.
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Mind Over Milkshakes:
Mindsets, Not Just Nutrients, Determine Ghrelin Response

Alia J. Crum
Yale University

Kelly D. Brownell and Peter Sal
Yale University

Objective: To test whether physiologic:
depending on the mindset in which one approaches consumption of
occasions, participants (n = 46) consumed a 380-calorie milkshake unc

aloric “indulgent” shake or a 140-caloric “sensible” shake. Ghrel
umples at 3 time points: baseline (20 min), anticipatory (60 min)
During the first interval (between 20 and 60 min) participants we
(misleading) label of the shake. During the second interval (between 6
asked to drink and rate the milkshake. Results: The mindset of indy
steeper decline in ghrelin after consuming the shake, whereas the m
relatively flat ghrelin response. Participants” satiety was consistent wi
consuming rather than al nutritional value of what they consur
food consumption on ghrelin may be psychologically mediated. an
physiological responses to food.

satiation as measured by th

Keywords: mindset, nutrition, ghrelin, hunger, product labeling

© 2011 American Pychological Association
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William R. Corbin
Arizona State University
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Participants' satiety was consistent with what they
believed they were consuming rather than the
actual nutritional value of what they consumed.

Afpplisd Eqonomic Perspestivesand Roliey,Advance Access published July 10, 2012

doit10.1093/acpp/pps028.

How Package Design and Packaged-based
Marketing Claims Lead to Overeating

Pierre Chandon*

Pierre Chandon is Professor of Marketing and Director of the Social Science

Research Centre at INSEAD, Fontainebleau, France.
*Correspondence may be sent to: pierre.chandon

Accepted 11 June 2012

Abstract Because packaging reaches cons.
purchase and consumption, it has become an
manufacturers and retailers. In this paper,
health and nutrition claims made on packag:
Jfoods appear healthier than they are, thereby
Tower perceived calorie intake. I then show h
and sizes) biases people’s perception of quar
for supersized packages and portions that ap,
I examine the extent to which mandatory nu
package claims, public promotion of mindfiul
could limit the biasing effects of packaging on

JEL Codes: 112, 118, M31, M37, M39, M8

ead.edu.

Figure 1 Positive and Negative Health Halo Effects on Calorie Perception
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Research Article

The Effect of Fitness Branding on Restrained Eaters’ Food Consumption and Postconsumption H
Physical Activity y O ut | n e

Joerg Koenigstorfer and Hans Baumgartner*

*Joerg Koenigstorfer is Professor of Sport & Health Management, Technische Universitat Minchen (e-mail: C h a n g e d

joerg.koenigstorfer@tum.de).

'
Hans Baumgartner is the Smeal Professor of Marketing, Smeal College of Business, Pennsylvania State University (e-mail:
jxb14@psu.edu). V I . y

The authors thank Lisa E. Bolton, Rik Pieters, and Karen Page Winterich for their valuable feedback on the manuscript. The
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have developed fithess-branded food that may lead restrained eaters (i.e., consumers who are chronically concerned about] -— O e rya n

their body weight) to believe that they can achieve these two goals at the same time by consuming the food. The purpose o
this research is to investigate the effects of fitness branding in food marketing (i.e., the integration of fitness into the brandin
of food) on consumption and physical activity in restrained (vs. unrestrained) eaters. The authors show that fitness branding
increases consumption volumes for restrained eaters unless consumers view the food as dietary forbidden. Restrained eatd
are also less physically active after consuming fitness-branded food, and food consumption volumes mediate this effect in
restrained eaters. Fitness branding may therefore have undesirable effects on the weight-control behaviors of restrained
eaters because it discourages physical activity despite an increase in consumption, which is contrary to the principle of enel

balance.
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SPRING INTO KETOSIS

m Trends in Endocrinology and Metabolism January 2014, Vol. 25, No. 1
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Metabolite and Second Messenger
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fer an acetyl group from acetyl-CoA to the a-amino group of oA within the
the N-terminal residue of the protein (which gensraly is serine, such KATs are expressed can affect their catalytic activity. For
alanine, glycine, threonine, valine, or cysteine), once the infiator  instance, KAT2A (also known as GONS) has a Ky for acetyl-
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REVIEW
Beyond weight loss: a review of the therapeutic uses = Treadmill Run Recovery
of very-low-carbohydrate (ketogenic) diets Lo Metabolism : | A -

A Paoli’, A Rubini', JS Volek® and KA Grimaldi®

Very-low-carbohydrate diets or ketogenic diets have been in use since the 19205 as a therapy for epilepsy and can, in some cases, istics of k dapted
completely remove the need for medication. From the 19605 onwards they have become widely known as one of the P
‘common methods for obesity treatment. Recent work over the last decade or so has provided evidence of the therapeutic pc[ermzl ultra-endurance runners

of ketogenic diets in many.  as diabetes, polycystic ovary
and the amelioration of respiratory and cardiovascular disease risk factors. e possi
for reducing or eliminating pharmaceutical methods of treatment, which are often lfe
serlous investigation. This review revisits the meaning of physiological ketosis in the ligl g

ity that modifvina food intake can be useful Jeff S. Volek™ ", Daniel J. Pveldmmch“ ?, Catherine Saenz® ", Laura J. Kurmes s

i Brent C. Creighton®, Jenna M. Bartley®, Patrick M. Davitt*, Colleen X. Mun

Jeffrey M. Anderson*, Carl M. Maresh o * ElaineC. Loo®, Mark D. Schuenket, Givelle Aerni,
a

Fat Oxidation (g/min)

mechanisms for the therapeutic actions of the ketogenic diet on different diseases. The CARDIOVASCULAR ‘William J. Kmemey“'” Stephen D. thn
there are still some preconceived ideas about ketogenic diets, which may be presentin STRONG EVIDENCE RISK PARAMETERS EMERGING EVIDENCE e
therapeutic tools in the physician’s hand.

blood cholesterol (smount and qualty) and e
European Journal of Ciinical Nutriion (2013) 67, 789-796; doi:10.1038/ejcn.2013.116; pul DIABETES il ACNE et b e, Usoeiy o Gl Do, D, . U

SUGGESTED MECHANISMS.
+ Increased LDL particles

+ Reduction HMGCoA

SUGGESTED MECHANISMS reductase activin SUGGESTED MECHANISMS.

Keywords: ketogenic diet; cancer; diabetes; neurological diseases; obesity; cardiovascu ARTICLE INFO ABsTRACT
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hydrate ketogenic diets (VLCKD) could have a therapeutic role i~ been proposed as |
numerous diseases. The use of VLCKD in treating epilepsy  discussion of the evi
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has been studied with positive results—it is an important direction  derived from carbok
for research because, clearly, if nutritional intervention can reduce  scarcity of dietary ¢
reliance on phamaceutical treatments it would bring significant  level leads to a red

m an economic as wellas a social point of view given  After a few days of f
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Ketones Are Made in

CHO

~—_—

GURE 2 | A reduced availability of dietary carbohydrates leads to an
creased liver production of KBs. The liver cannot utilize KBs because it
ks the mitochondrial enzyme succinyl-CoA: 3-ketoacid (oxoacid) CoA

Insferase (SCOT) necessary for activation of acetoacetate to acetoacetyl

SucCoA >l scot

2AcCoA

CoA /lMAT

AcAcCoA
Suc

mitochondria

CoA. KBs are utilized by tissues, in particularly by brain. KBs enter the citric acid
cycle after being converted to acetyl CoA by hydroxybutyrate dehydrogenase
(HBD), succinyl-CoA: 3-CoA transferase (SCOT), and methylacetoacetyl CoA
thiolase (MAT). Modified from Owen (2005), Paoli et al. (2014).
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Edited by: Though the hunger-reduction phenomenon reported during ketc
Tanya Zilberter, Infotonic Conseil, the underlying molecular and cellular mechanisms remain un
France demonstrated to exert an anorexigenic effect via cholecystol
Reviewed by: v ienic si i N

Tanya Ziberter, Infotonic Consell reducing orexigenic signals e.g., via ghrehrj. However, !(eto.ne bc
France to increase food intake through AMP-activated protein kinase

Jong Min Rho, University of Calgar, ~ gamma-aminobutyric acid (GABA) and the release and produ
Canada aim of this review is to provide a summary of our current kn
*Correspondence: ketogenic diet (KD) on food control in an effort to unify the apg
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Table 1| Blood levels during a normal diet, ketogenic diet, and
diabetic ketoacidosis (Paoli et al., 2012).

ed neurons an

proposed th

Blood Normal Ketogenic Diabetic  tabolites coul
levels diet diet ketoacidosis 1953) and in
bolism sugges
956).
Glucose (mg/dL) 80-120 65-80 2300 o ]
Insulin (WU/L) 6-23 6.6-9.4 =0 ding the met:
KB conc (mmol/L) 0.1 7-8 >25  fosetal hav
2 whether neu
pH 74 74 <73 subfornical ¢

°r is not prese
i demon:

or not. These

mmol/liter

Ketosis, ketogenic diet and food intake control: a complex

6 o o
/0/
o
51
[
4
3
2
o o
/ o—O0—g—
o— -
o~ o— % ——o
1 o
o /
o
olef
0 10 20 30 40

DAYS OF STARVATION

0w

Achc
Acetone

N

Environmental factors

Effect on ketogenesis Mechanisms of action

Low carbohydrate diet 4 Low insulin, leptin Ghrelin and Growth Adiponectin:
Ghrelinis a increases
Low insulin. leptin, T3 potent stimulus for Growth inulin sensitivity, so
Low calorie diet 4 g e‘:ﬂ.‘m hormone secretion maybe supportive of
9 g High GH and Ghrelin increase ‘_‘g‘°9e"E§'iA
" insulin sensitivity and lower mega-
Low insulin ’ y Increase
Physical activity 4 High AMPK gene expression Insulin
High IGF-1
i Ghrelin Adiponectin |
. High adiponectin, ghrelin L4 H
Moderate alcohol consumption 4
Low insulin + l l
Intrinsic factors
[ 16k Glucagon insulin |
AMPK activity 4 Directly induces ketogenesis \ l ,
ARNT/HIF1beta 4 Stimulates AMPK activity
Medication
'
'
Insulin therapy ¥ High insulin L
Metformin 4 Low insulin
Sulfonylureas ¥ High insulin
Low insulin
SGLT2 inhibitors 4 High glucagon
Octreotide analogues ¥ Low GH, glucagon

Kruljac, 1. Ketosis in type 2 diabetes mellitus: complication or compensatory mechanism?2016 Endocrine Oncology and Metabolism
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Even after a 13 hour fast (and low-carb eating
weekend), a stressful travel morning spiked my

blood glucose to over 191 mg/dL.

Meal timing and macronutrient content of your food

is just one piece of the blood sugar/insulin

spectrum, friends! n
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Master clock

Food-entrainable
oscillator in the DMH (?)

Light-dark cycle

CIRCADIAN CLOCK SYSTEM IN THE
CONTEXT OF THE KETOGENIC DIET

Feeding rhythms
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ABSTRACT

acids (FAs) from fish or fish oil can independently improve cardio-
vascular and metabolic health, but combining these lfestyle modi-
fications may be more effective than either treatment alone,
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cardiovascular risk factors, including elevated blood pressure
and triacylglycerols, platelet aggregation, endothelial dysfunc-
tion, and arrhythmia (5). Evidence also suggests that n-3 FAs
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Abstract: Background: the ketogenic diet (KD) has become a widely used nutritional
approach for weight loss. Some of the KD's positive effects on metabolism and
cardiovascular risk factors are similar to those seen after -3 polyunsaturated fatty acids
(o-3) supplementation. We hypothesized that a ketogenic Mediterrancan diet with
phytoesiracts combined with -3 supplementation may have increased positive effects on
cardiovaseular risk factors and inflammation. Methods: We analyzed 34 male overveight
subjects: aged between 25 and 65 years who were overall healthy apart from overweight
The subjects followed a ketogenic diet protocol for four weeks; with (KDO3) or without
(KD) o-3 supplementation. Results: All subjects experienced a significant loss of body
weight and body fat diff

between ight:



