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�' ieting is not only a drag but it is usually not very 
successful over a long-term period.  A recent study 
published in the prestigious New England Journal of 
Medicine compared the effectiveness of a low fat 
(traditional) diet to a low carbohydrate (high 
protein) diet.  At 6 months the low carbohydrate diet 
was more effective but at 12 months neither diet was 
significantly better than the other and the average 
weight loss was less than 10 pounds[1, 2].  Why 
isn’t dieting more effective?  There are three 
primary reasons why most “diets” don’t work.  The 
first is that �U�D�G�L�F�D�O changes in the way we eat or the 
foods we eat are difficult to sustain.  This is one of 
the reasons that the drop-out rate for most diets is 
huge.  The second problem is that “dieting” 
particularly through reduced carbohydrates can lead 
to food craving and mood swings due to reduced 
levels of serotonin in the brain[3]. The third problem 
is that most diets focus on reducing calories which 
usually causes hunger.  Hunger is an emotion based 
on hormonal, neurological and emotional forces that 
can easily overwhelm even the best of intentions 
backed by willpower.   If willpower is no match for 
hunger then what’s the answer?  Most people look 

for �U�H�Y�R�O�X�W�L�R�Q�D�U�\��change that will deliver immediate 
success but in reality �H�Y�R�O�X�W�L�R�Q�D�U�\��changes allow us 
to adapt more slowly are much more likely to result 
in long-term success.  The GRID Diet is based on 
evolutionary changes that use the concept of 
�J�O�\�F�H�P�L�F�� �U�H�V�S�R�Q�V�H�� �L�Q�K�L�E�L�W�L�R�Q through dietary 
modification, supplementation and exercise to 
provide a long-term solution to healthier living and 
weight management.    
 
 
QUIT TRYING TO LOSE WEIGHT 
 
Obsessing on losing weight is not healthy.  What �L�V 
healthy is focusing on making better choices in your 
diet, getting some exercise, and in managing the 
stress in your life.  Relatively minor changes in these 
areas can provide almost immediate benefits in terms 
of your sense of energy and your control over what 
and when you eat.  With the GRID Diet, you actually 
won’t be trying to lose weight.  Initially you will be 
monitoring the �W�\�S�H�V of foods you are eating and how 
these foods affect your mood and sense of energy.   
With the GRID Diet, the �D�P�R�X�Q�W of food you eat is 
not as important as the �W�\�S�H of food you eat.  You 
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won’t be counting calories.  Once you understand 
the principles of the GRID Diet you will see that 
nothing is forbidden.  This is not about winning or 
losing but about making fairly simple changes.  So 
relax!  This is not going to be difficult.  It’s going to 
be fun!   All you need at this point is a commitment 
to making some simple changes in the foods that 
you eat and in getting regular exercise.  The GRID 
diet really isn’t a diet that you do for awhile and 
then go back to being unhealthy later.  Once you 
experience how great you feel on the GRID Diet, 
you won’t have much desire to go back to old 
unhealthy habits.  The healthier choice you will 
make as part of the GRID Diet will work over both 
the short and long term.  Not only will �\�R�X feel and 
see the benefits of the GRID Diet, but so will your 
friends and family. 
 
 
 
HEALTHIER FOOD CHOICES 
 
What constitutes healthy food choices?  Although 
the details can seem overwhelming at times, the 
single most important factor in making healthier 
food choices is to reduce or eliminate foods that 
raise blood glucose levels excessively [4-6].  This is 
because elevated blood glucose (glycemia) leads to 
the secretion of insulin that in turn leads to excess 
fat storage, hunger, and the inability to access or 
reduce stored body fat.  �*�O�\�F�H�P�L�F�� �L�Q�G�H�[�� and 
�J�O�\�F�H�P�L�F���O�R�D�G are two tools that we can use in 
making healthier food choices.   The second healthy 
food choice is to reduce foods that are high in 
saturated and trans-saturated fat [7].  The third 
healthy food choice is to supplement with extracts 
from the �Y�H�U�\ healthiest foods to make sure that your 
diet includes the nutrients that are essential for 
maintaining a healthy weight.  It’s that simple!  All 
we need to do is to (1) reduce the foods that raise 
blood glucose excessively, (2) reduce foods that are 
high in saturated and trans-saturated fat and (3) 
supplement with nutrients that have been shown 
scientifically to improve health outcomes.  But let’s 
lay some more foundation before we start giving 
more orders.                            
 
 
 
 

GLYCEMIA AND INSULIN 
 
�*�O�\�F�H�P�L�D literally means “blood sugar”.  
�+�\�S�H�U�J�O�\�F�H�P�L�D refers to excessively high blood 
sugar (or blood glucose) levels.  �+�\�S�R�J�O�\�F�H�P�L�D 
refers to excessively low blood glucose levels.   
�*�O�\�F�H�P�L�F���U�H�V�S�R�Q�V�H is the change in blood glucose 
levels that occur with eating.  Normally, your body’s 
blood glucose levels are typically between 60 to 110 
mg per deciliter (mg/dl) but may rise to 200mg/dl or 
more after a large carbohydrate meal.  When your 
blood glucose levels rise, insulin is secreted to 
facilitate movement of glucose into the muscle cells 
for metabolism, into the liver cells to make glycogen 
and into the fat cells to be converted and stored as 
fat[8].  Insulin is �W�K�H fat storage hormone and it plays 
a central in making and storing fat. 
 
Have you ever been surprised by being unusually 
hungry an hour or so after eating a big piece of cake 
or other sugary food?  One of the little known effects 
of insulin is that it stimulates appetite[9].  This is 
why diabetics may report a sensation of hunger or a 
“pit” in their stomach after injecting too much 
insulin.  Carbohydrate foods, such as cake or white 
bread are digested quickly causing a rapid rise in 
blood glucose that initially satisfies one’s hunger.  
But, the surge in insulin that follows a rise in blood 
glucose can set up a cycle of hunger, followed again 
by carbohydrate bingeing.  There is also a time delay 
in secreting insulin and in shutting off insulin 
secretion in response to changing blood glucose 

levels.  This can  result 
in our bodies releasing 
excess insulin so that 

blood glucose levels 
may be driven into 
excessively low or 

�K�\�S�R�J�O�\�F�H�P�L�F levels.  
Hypoglycemia can be 
yet another stimulus to 
eat[10-13].  This is 

how carbohydrates, by stimulating a glycemic 
response and insulin secretion, can stimulate excess 
appetite and excess eating.   If you don’t think 
carbohydrates and insulin are getting a bad enough 
rap, then keep reading.   
 
 
 

�)�L�J�������������$���U�L�V�H���L�Q���E�O�R�R�G��
�J�O�X�F�R�V�H���L�V���I�R�O�O�R�Z�H�G���E�\���D��
�U�L�V�H���L�Q���V�H�U�X�P���L�Q�V�X�O�L�Q����
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•�� �7�K�H���$�W�N�L�Q�V���' �L�H�W��

•�� �7�K�H���=�R�Q�H���' �L�H�W��

•�� �7�K�H���*�O�X�F�R�V�H���5�H�Y�R�O�X�W�L�R�Q��

•�� �7�K�H���6�X�J�D�U���%�X�V�W�H�U�V��

•�� �7�K�H���,�Q�V�X�O�L�Q���5�H�V�L�V�W�D�Q�F�H���' �L�H�W��

•�� �7�K�H���*���,�Q�G�H�[���' �L�H�W��

•�� �7�K�H���&�D�U�E�R�K�\�G�U�D�W�H���$�G�G�L�F�W�¶�V���' �L�H�W��

•�� �7�K�H���6�R�X�W�K���%�H�D�F�K���' �L�H�W��

�7�D�E�O�H�����������&�X�U�U�H�Q�W���' �L�H�W�V���W�K�D�W���U�H�F�R�P�P�H�Q�G��
�U�H�G�X�F�L�Q�J���R�U�����H�O�L�P�L�Q�D�W�L�Q�J�����F�D�U�E�R�K�\�G�U�D�W�H�V����

Insulin also blocks lipolysis or the breakdown of 
your body fat stores.  This means that after insulin is 
released, you cannot access or use your stored body 
fat.  Not only do carbohydrates cause you to gain fat 
but they also prevent you from using stored body 
fat.  Because of this inability to use stored fat, some 
people can actually be starving even while they are 
gaining weight.  This is born out by the fact that 
many obese individuals, particularly those with 
diabetes suffer from “sarcopenia” meaning small or 
atrophic muscles[14-17].  Here are just a few more 
nails for the “insulin coffin”:   
 
 

�x�� Higher insulin levels are associated with 
obesity [8, 18-20]. 

 

�x�� Higher insulin levels are associated with 
high cholesterol [8, 21-24].  

 

�x�� Higher insulin levels are associated with 
diabetes and prediabetic conditions [8]. 

 

�x�� Higher insulin levels are associated with 
several types of cancer [25, 26].   

 

�x�� Higher insulin levels are associated with 
coronary artery disease [8]. 

 
 
Obviously, reducing the foods that cause our bodies 
to release excess insulin is a sensible foundation for 
any diet.  In fact, this idea is so compelling and 
effective that it has formed the basis for a large 
number of new diet books (see Table 1).  The Atkins 
Diet,  probably the most well known diet of these 
types, recommends that initially �D�O�O carbohydrates 
be eliminated from the diet.  This results in an initial 
drop in blood glucose and insulin levels and rapid 
weight loss. These zero carb diets are criticized 
because much of the initial weight loss is due to 
lower glycogen and water stores in the body and for 
their poor long-term outcomes.  There is also 
substantial evidence that reduction of carbohydrates 
in favor of protein contributes to symptoms of 
depression and food craving[3].  Does that remind 
you of your last crash diet? 
 
�* �5�,�'  stands for �*�O�\�F�H�P�L�F�� �5�H�V�S�R�Q�V�H�� �,�Q�K�L�E�L�W�L�R�Q��
�' �L�H�W��  So clearly, �J�O�\�F�H�P�L�F���U�H�V�S�R�Q�V�H is central to the 
concept of the GRID Diet.  How is the GRID Diet 
better?  The GRID Diet goes beyond dieting by 

incorporating �O�L�I�H�V�W�\�O�H changes that will work now 
and in the future.  The GRID Diet includes making 
healthier food choices, supplementing with “super 
food” extracts and concentrates, exercise, and 
managing stress. Although these changes result in 
�J�O�\�F�H�P�L�F�� �U�H�V�S�R�Q�V�H�� �L�Q�K�L�E�L�W�L�R�Q and reduced insulin 
secretion, they are not part of a crash diet that 
delivers only short-term results.   
 
We use the term: �* �O�\�F�H�P�L�F���5�H�V�S�R�Q�V�H���,�Q�K�L�E�L�W�L�R�Q��
�' �L�H�W or �* �5�,�'  to describe the dietary and lifestyle 
changes that we advocate for healthier living and 
long lasting weight management.   
 
 
USING GLYCEMIC INDEX AND GLYCEMIC 
LOAD TO CHOOSE HEALTHIER FOODS 
 
The Glycemic Index (GI) and the Glycemic Load 
(GL) are two tools that can help us select healthier 
foods.  Of the three food groups, carbohydrates, 
proteins and fats, only carbohydrates raise blood 
glucose.  Some carbohydrates such as glucose or 
white bread raise the blood glucose a lot and other 
carbohydrates such as fructose or oatmeal only raise 
it a little.  The Glycemic Index (GI) is a measure of 
the blood glucose-raising-effect or glycemic 
response seen after ingesting 200Kcal of a particular 
carbohydrate food.  The number is obtained by 
measuring the blood glucose levels every 15 minutes 
after ingesting 200Kcal of a particular food.  The 
change in blood glucose readings over time is 
calculated (also called the area under the curve).  
Glucose also called dextrose or corn sugar, is 
assigned a GI of 100 and all other carbohydrate 
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foods are compared to this standard.  Sucrose, or 
table sugar has a GI of 65.  This means that the 
blood glucose raising effect of equal calories of 
table sugar is 2/3rds that of corn sugar or glucose.  
Surprisingly, boiled white potatoes have a GI of 85. 

This means that the 
white potatoes on 
your plate will raise 
your blood glucose 
more than equal 
calories of pure table 
sugar!  This is a 
prime example of 

why reducing “sweets” has only a limited effect on 
weight loss when the high GI carbohydrates in your 
diet like bread, pasta and potatoes are not reduced.    
 
Glycemic index is an important concept that allows 
us to compare different carbohydrate foods, 
however, �J�O�\�F�H�P�L�F�� �O�R�D�G is even more useful.  
Glycemic Load (GL) incorporates the concept of the 
�D�P�R�X�Q�W of carbohydrate calories available in a 
typical single serving of a particular carbohydrate 
food.  An example would be popcorn, a 
carbohydrate with a high GI of 89.  The GI was 
found by measuring the rise in blood glucose after 
eating 200 calories of popcorn.  But, people only eat 
a small fraction of that amount of popcorn at a time.  
The GL for popcorn was determined by multiplying 
the GI by the �D�Y�D�L�O�D�E�O�H grams of carbohydrate in a 
typical serving of popcorn (in this case 11 grams).  
The resulting glycemic load is only 9.  Macaroni 
with a low GI of 47 has a high GL of 23 because a 
typical serving has a lot more carbohydrates in it.  
This makes macaroni a poor choice for the GRID 
Diet.  Can you put a lump of sugar in your morning 
coffee?  Yes, if you really want it because the 
glycemic load is only 4, but skip the bagel because it 
has a glycemic load of 25!   Fairly extensive lists of 
the glycemic loads of various servings of 
carbohydrate foods have been compiled[27].  Table 
2 is a brief list of some carbohydrate foods and their 
respective glycemic indices and glycemic loads.  
Remember that the glycemic load is based on a 
typical serving size. A GL of less than 10 is great, 
10 to 20 is OK and greater than 20 is not good.   
 

��

�%�O�R�R�G��
�* �O�X�F�R�V�H

�*�O�X�F�R�V�H

�������������%�U�H�D�G

�����������7�D�E�O�H���������* �O�\�F�H�P�L�F���,�Q�G�H�[���/ �R�D�G���R�I���&�R�P�P�R�Q���)�R�R�G�V�
��
 

�)�U�X�L�W�V���	 ��
�9�H�J�H�W�D�E�O�H�V��

�* �/  �* �,�� �)�U�X�L�W�V���	 ��
�9�H�J�H�W�D�E�O�H�V��

�* �/ �� �* �,��

Pears 4 38 Strawberries 1 40 
Watermelon 4 72 Carrots 3 47 

Oranges 5 42 Beets 5 64 
Cantaloupe 4 65 Chick peas 8 28 

Apples 6 38 Pinto beans 10 39 
Pineapple 7 59 Grapes 8 46 
Peaches 5 42 
Bananas 12 52 

Baked Russet 
potatoes 

26�� 85 

New Potatoes 12 57 Sweet 
potatoes 

27 61 

�1�X�W�V���	 ��
�/ �H�J�X�P�H�V��

�* �/ �� �* �,�� �1�X�W�V���	 ��
�/ �H�J�X�P�H�V��

�* �/ �� �* �,��

Red lentils 5 26 Peanuts 1 14 
Chana dal 3 8 Cashew nuts 3 23 

Kidney beans 7 28 Navy beans 12 38 
�&�H�U�H�D�O�V���	 ��

�* �U�D�L�Q�V��
�* �/ �� �* �,�� �&�H�U�H�D�O�V���	 ��

�* �U�D�L�Q�V��
�* �/ �� �* �,��

Popcorn 8 72 Parboiled rice 17 47 
Wild Rice 18 57 Fettucine 18 40 
Buckwheat 16 54 Macaroni 23 47 
Spaghetti 20 42 Brown Rice 18 55 
Linguine 23 64 Sweet corn 9 54 

White wheat 
bread  

11 70 All-bran 
cereal 

8 42 

Whole wheat 
bread 

9 71 Shredded 
wheat 

15 75 

Sourdgh wheat 
bread 

15 54 Cheerios 15 74 

White rice 23 64 Life Cereal 16 66 
Couscous 23 65 Cornflakes 21 81 
�6�X�J�D�U�V�� �* �/ �� �* �,�� �6�X�J�D�U�V�� �* �/ �� �* �,��

Fructose 2 20 Lactose 5 46 
Glucose 10 100 Sucrose  7 68 

�%�H�Y�H�U�D�J�H�V�� �* �/ �� �* �,�� �%�H�Y�H�U�D�J�H�V�� �* �/ �� �* �,��
Milk 3 27 Soy Milk 7 40 

Apple Juice 12 40 Orange Juice 13 50 
Cola 14 53 Cranberry 

Juice 
24 68 

�2�W�K�H�U�� �* �/ �� �* �,�� �2�W�K�H�U�� �* �/ �� �* �,��
Ice Cream 8 61 Pure Protein 

Bars 
4 30 

Yogurt low fat 10 33 Ensure 19 50 
Mars Candy 

Bar 
27 68 Angel Food 

Cake 
19 67 

 

Table 2.  The glycemic index (GI) is a measure of the 
blood glucose raising ability of 200Kcal of a 
carbohydrate food.  The glycemic load (GL) is a 
measure of the blood glucose raising effect of a single 
serving of the same carbohydrate food. 
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��
 
 
 

�* �O�\�F�H�P�L�F���/ �R�D�G��
��

�3�R�U�W�L�R�Q���6�L�]�H��
��

��
��
��

������������

�* �,� �����������* �/ � ������ �� �� ��
�� �������� �� �* �,� �����������* �/ � ������

��
��

��

�* �O�\�F�H�P�L�F���/ �R�D�G��
��
��

�) �R�R�G���7�\�S�H��
��
��
��

��
��

�* �,� �������* �/ � ������
�� ���� �� �������* �,� �����������* �/ � ��������������

 

�7�$�%�/ �(���������+�L�J�K���D�Q�G���/ �R�Z���* �O�\�F�H�P�L�F���/ �R�D�G���0 �H�D�O�V��
��

�%�5�(�$�. �)�$�6�7���������+�,�* �+���* �/ ��  �%�5�(�$�. �)�$�6�7�������/ �2�: ���* �/ ��

�)�2�2�' �� �6�(�5�9��
�6�,�=�(��

�* �/ ��
��

�&�$�/ ��  �)�2�2�' �� �6�(�5�9��
�6�,�=�(��

�* �/ ��
��

�&�$�/ ��

Bagel 1 25 210  Raisin 
Bran 

1 CUP 12 170 

Cornflake 1 CUP 26 110  Milk 8 Oz 3 150 
Milk 8 Oz 3 150  Yogurt 7 Oz 3 139 

Pineapple 
juice 

unsweet 

8 Oz 15 130  Orange 
juice 

8 Oz 12 120 

�7�R�W�D�O�� �� ������ �������� �� �7�R�W�D�O�� �� ������ ��������
��  ��

�/ �8�1�&�+�����������+�,�* �+���* �/ ��  �/ �8�1�&�+���������/ �2�: �����* �/ ��
�)�2�2�' �� �6�(�5�9��

�6�,�=�(��
�* �/ ��

��
�&�$�/ ��  �)�2�2�' �� �6�(�5�9��

�6�,�=�(��
�* �/ ��

��
�&�$�/ ��

Macaroni/ 
cheese 

4 Oz 23 162  Pizza 
Supreme 

3.5 Oz 7 280 

French 
Fries 

5.3 Oz 22 110  Ice 
Cream 

½ Cup 8 132 

Cola 8 Oz 16 97  Cola diet 8 Oz 0 0 

�7�R�W�D�O�� �� ������ �������� �� �7�R�W�D�O�� �� ������ ��������
��

�3�0 �������6�1�$�&�. �������+�,�* �+���* �/ �� �� �3�0 �����6�1�$�&�. �������/ �2�: ���* �/ ��
�)�2�2�' �� �6�(�5�9��

�6�,�=�(��
�* �/ ��

��
�&�$�/ �� �� �)�2�2�' �� �6�(�5�9��

�6�,�=�(��
�* �/ ��

��
�&�$�/ ��

Snicker’s 
Bar 

2.1 Oz ������ �������� �� Cashews 1.5 Oz ���� ��������

��  ��
�' �,�1�1�(�5���������+�,�* �+���* �/ ��  �' �,�1�1�(�5�������/ �2�: ���* �/ ��

�)�2�2�' �� �6�(�5�9��
�6�,�=�(��

�* �/ ��
��

�&�$�/ ��  �)�2�2�' �� �6�(�5�9��
�6�,�=�(��

�* �/ ��
��

�&�$�/ ��

Spagetti 6.4 Oz 18 230  Chicken 
Breast 

3.4 Oz 0 193 

Sweet 
corn 

2.8 Oz 9 80  Butter 
beans 

5.3 6 120 

Wht 
Bread 

2 sl 20 130  Wht 
Bread 

1 sl 10 130 

Angel 
Food 
Cake 

1.9 Oz 19 132  Ice 
Cream 

½ Cup 8 132 

�7�R�W�D�O�� �� ������ �������� �� �7�R�W�D�O�� �� ������ ��������

 

�* �/ �� �&�$�/ ��  �* �/ �� �&�$�/ ���' �D�L�O�\���7�R�W�D�O�V 

�������� ����������  

�' �D�L�O�\���7�R�W�D�O�V 

������ ����������
 

�7�D�E�O�H����:  The high glycemic load meals on the left cause a much 
greater rise in blood glucose and insulin secretion leading to 
increased fat storage, hunger and cyclical eating.  The meals on the 
right cause a lower glycemic response and less insulin secretion 
resulting in fat metabolism reduced hunger and eating.  The diet on 
the right is consistent with the GRID Diet goals of reducing glycemic 
load. 
 

�)�L�J����.  The two servings of French fried potatoes 
both have a glycemic index of 75.   But,  the 
glycemic �O�R�D�G of  the  serving on the right is only 
about half of  that on the left.  You can reduce 
the glycemic load by reducing the portion size. 
 

�)�L�J�������� Cake is made up of calories  from sugar 
and flour and consequently has a high GI and 
GL.  Ice cream is made up of calories primarily 
from fat and has a lower GI and a much lower 
GL. 
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Here are some straight-forward and simple strategies 
for keeping the glycemic your dietary glycemic load 
down.  
 

��
�* �/ �<�&�(�0 �,�&���/ �2�$�' ��

�0 �H�D�O���E�\���0 �H�D�O���D�Q�G���' �D�\���E�\���' �D�\��
 
1.�� Limit your intake of carbohydrate foods unless 

they are fresh fruit or vegetables, whole-grain or 
fortified with fiber. Oatmeal, bran cereals, whole 
and multi grain breads are all high in fiber. 
Vegetables should be consumed in abundance.  
That means two servings at every meal! Keep 
your work place stocked with low GL foods and 
snacks.  Pack some celery and carrots for 
afternoon snacks and for the ride home too.   

2.�� Limit soft drinks to sugar-free drinks.  Do not 
use fruit drinks that have added sugar.  Avoid 
foods with “High fructose corn syrup”.   

3.�� Avoid the high GL carbohydrate snacks like 
chips, cookies, and candies.  Keep roasted nuts, 
fruit and protein bars on hand for snacks.    

4.�� If you need a real dessert then eat dairy not 
baked goods.  A scoop of ice cream a day is OK. 

5.�� Having the right foods on hand does not take 
willpower just planning.  So plan for success! 

 
IS FAT FATTENING? 
 
No, it’s not a trick question.   But surprisingly, 
although fat has the greatest caloric density of the 
three food types, numerous studies on fat 
consumption have shown that dietary fat is not a 
significant contributor to obesity [2, 28, 29]. What 
these studies have shown is that high glycemic load 
foods are the primary contributors to obesity [4-6].    
So, are fats good or bad?  Some sources of dietary 
fat promote health and others do not.  During the 
1940’s doctors became concerned when autopsies 
on young soldiers revealed advanced cardiac 
disease.  The advanced cardiac disease consisted of 
fatty deposits choking off blood vessels in the heart.  
How could these seemingly healthy young men 
already be showing signs of cardiac disease thought 
to be present only at older ages?  Because the 
American diet is high in fat, the obvious source of 
fat deposited in blood vessels had to be dietary fat.  

This connection seemed so obvious that it didn’t 
really need to be validated.  In a monumental 
blunder, most nutritionists including those who 
worked for the Federal Government in the US 
Department of Agriculture (USDA), concluded that 
heart disease is caused by dietary fat.  “Low fat” 
became emblematic for “healthy” in the following 
decades of food marketing.  This concept of “fat is 
bad” was promulgated throughout the 1970’s and 
80’s.  By the end of the 1980’s there was 
accumulating evidence that not all types of dietary 
fats caused cardiac disease.  In 1990 the USDA 
published and dissemination the now famous Food 
Guide Pyramid that placed all fats (including 
vegetable oils) in the upper-most triangle indicating 
that all fat should be avoided.  Rumor has it, that the 
authors of the USDA Food Guide Pyramid knew that 
some forms of fat are healthy.  However, they felt 
that American consumers would be too confused by 
this information.  They decided that the public would 
be better served by lumping all dietary fat together 
and recommending that all types of dietary fat be 
restricted. The decision to restrict all types of dietary 
fat was a bad decision for several reasons.  First, it 
was (and is) false.  Americans have demonstrated 
repeatedly that they want the truth and can handle it.   
Secondly, a healthy (and essential) nutrient that 
promotes cardiac health was removed from the diet 
of many conscientious dieters[30].  Lastly, vegetable 
oils, (a form of fat) and a source of healthy calories 
was replaced with carbohydrates, a source of calories 
that are now known to cause heart disease and 
obesity[2, 31-37].   Unfortunately after more than ten 
years of solid data, the USDA stands by its 
recommendations that carbohydrates should serve as 
a foundation for calories and they make no 
distinction between animal fat and vegetable oils. 
 
 
GOOD FAT ~ BAD FAT 
 
What are the bad fats?  The fats that contribute to 
cardiac disease are saturated fats and arachidonic 
acids from red meats, organ meats, milk products 
and egg yolks.  Man-made fats including margarine 
and Crisco® are made from vegetable oils that have 
been transformed into trans-saturated fats.  The 
trans-saturated fats are now known to also contribute 
to cardiac disease and may be more harmful than the 
saturated fats they were intended to replace [35-38].    
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There is an easy rule for identifying and 
remembering which fats are likely to be unhealthy.  
Unhealthy fats (unlike oils) are almost all solid at 
room temperature.  Just as you would expect with a 
fat!  The only exception to this rule are some newer 
margarines (�6�P�D�U�W���%�D�O�D�Q�F�H™) that are clearly labeled 
as being made without trans-saturated fats.  
Although these newer, man-made fats appear to be 
healthy, they have not been extensively studied. 
 
Vegetable oils are almost always high in   
monounsaturated and polyunsaturated fats, the 
healthy kind of fat.  Vegetable oils are liquid at 
room temperature and unlike their solid cousins they 

�S�U�R�P�R�W�H cardiac health.  Olive, saffron, peanut, corn 
and other sources of vegetable oils are a great source 
of nutrition and essential nutrients that keep us 
looking and feeling younger.  The two exceptions to 
the “healthy vegetable oil” rule are coconut and palm 
oils as they are very high in saturated fat.  These two 
vegetable oils should be avoided.  Fish oil, one of the 
few animal fats that is liquid at room temperature is 
also very healthy due to the presence of Omega 3 
and 6 essential fatty acids.   There is one additional 
caveat to the “healthy” vegetable concept.  Omega 3 
and omega 6 are two essential fatty acids found in 
fish oil and the polyunsaturated vegetable oils that 
are particularly important in maintaining cardiac 
health.  Those who benefit the most from these EFAs 
consume them in fairly equal amounts.  However, 
the polyunsaturated vegetable oils generally have 
much greater amounts of omega 6 than omega 3.  
Only fish oil contributes equal amounts of both of 
these EFAs.  This makes the polyunsaturated 
vegetable oils a little less advantageous when 
compared to the mono-unsaturated oils and fish oil.    
Thus, the monounsaturated and fish oils are the first 
tier fats followed by the polyunsaturated fats and 
lastly the saturated fats.   
 
 
THE MOOD-FOOD CONNECTION 
 
Do you ever find yourself eating even when you 
aren’t hungry?  If you find solace in food, especially 
high GL carbohydrates you are not alone.  Eating in 
response to stress or mood fluctuations is much more 
common than most people realize.  Many people 
aren’t comfortable talking about this eating behavior 
because of the feelings of guilt and poor self esteem 
that result from eating when they aren’t hungry. “I 
don’t like the way that I look or feel but I feel 
powerless over my eating habits.”  The feeling of 
failure and self-sabotage is common among habitual 
dieters.  However recent research indicates that 
eating carbohydrate foods that lead to weight-gain 
may be an adaptive response to improve mood or 
help in managing stress.   
 
Dieting itself may have a much stronger effect on 
our mood than we realize.  The mere thought of 
dieting is depressing to many of us.  This may be due 
to the fact that dieting actually lowers serotonin 
levels in the brain[39, 40].  Serotonin, a 

�* �2�2�' ���)�$�7��
�)�L�U�V�W���7�L�H�U��
�x�� �0 �R�Q�R���X�Q�V�D�W�X�U�D�W�H�G����
�R�� �R�O�L�Y�H���R�L�O��
�R�� �V�D�I�I�U�R�Q���R�L�O��
�R�� �F�D�Q�R�O�D���R�L�O��
�R�� �D�Y�R�F�D�G�R��
�R�� �R�L�O���I�U�R�P���Q�X�W�V��
�x�� �)�L�V�K���R�L�O��
�R�� �2�P�H�J�D�������I�D�W�W�\���D�F�L�G�V��
�R�� �2�P�H�J�D�������I�D�W�W�\���D�F�L�G�V��
��
�6�H�F�R�Q�G���7�L�H�U��
�x�� �3�R�O�\���X�Q�V�D�W�X�U�D�W�H�G��
�R�� �I�O�D�[���R�L�O����
�R�� �K�H�P�S���R�L�O����
�R�� �S�X�P�S�N�L�Q���V�H�H�G�V��
�R�� �Z�D�O�Q�X�W�V����
�R�� �F�R�U�Q���R�L�O��
�R�� �V�D�I�I�O�R�Z�H�U���R�L�O��

�V�X�Q�I�O�R�Z�H�U���R�L�O�?��
��

���%�$�' ���)�$�7��
��

�x�� Saturated 
�R�� butter, cream 
�R�� lard, animal meat and fat 
�R�� coconut and palm oil 
�x�� Arachidonic Acid  
�R�� red meats, egg yolks, organ meats  
�x�� Trans-saturated 
�R�� partially hydrogenated vegetable 
oils (Margarine, Crisco) 
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neurotransmitter in the brain that regulates mood, is 
produced from tryptophan, an amino acid present in 
our diet.   It only takes about 8 hours of reduced 
caloric intake to lower available tryptophan and 
serotonin levels in the brain leading to adverse mood 
changes.   These changes are particularly evident 
with low carbohydrate diets which is another reason 
that low carb high protein diets are not a good long-
term strategy for weight loss[41]. 
 
If you feel that you turn to carbohydrate snack-foods 
when under stress you may be regulating your own 
stress hormones.  In a recent animal study 
researchers removed the adrenal glands from rats.  
In a control group they observed the expected 
response of wasting and eventually death due to lack 
of the stress hormone cortisol that is made in the 
adrenal glands[42-44]. However, when a group of 
the adrenalectomized rats were given sucrose (table 
sugar) they functioned normally.  This was an 
unexpected if not astounding discovery.  Table sugar 
provided an alternate pathway for production of 
stress hormone-like substances that prevented illness 
and death when there were no adrenal glands to 
make cortisol.  A similar metabolic pathway 
probably also helps humans manage stress.  Stress 
hormone is a “survival hormone”.  Without it we 
could not survive physical or emotional stress.  The 
implication is that eating carbohydrates in response 
to stress is more likely an �D�G�D�S�W�L�Y�H��response, not a 
�V�H�O�I���G�H�V�W�U�X�F�W�L�Y�H response.   Over time, we 
unconsciously learn that eating will make us feel 
better when we are under excessive stress.  This 
behavior likely becomes generalized so that any 
disturbances in mood or minor stress induces us to 
eat and eventually an ingrained behavior is formed.  
Do you think about it before you stretch or assume a 
more comfortable position in your chair?  Of course 
not, and neither would you need to think about the 
fact that carbohydrate foods may be helping you 
relieve stress.  Recognizing this biology can help 
replace self loathing with insight.   However, if you 
are a person who tends to eat carbohydrates when 
under stress then you likely have a very deeply 
rooted behavior to overcome.  Finding ways of 
reducing or managing stress other than eating could 
be a powerful antidote to what may seem like an 
uncontrolled behavior that prevents you from 
enjoying the success to which you are entitled.   
 

MANAGING STRESS 
  
How you deal with stress is important to your overall 
health and especially in your ability to manage your 
weight.  What is stress?  In a strict sense “stress” is 
an external pressure that is perceived as a threat to 
our safety or survival.  However, the term “stress” is 
now also used to include an emotion closely 
associated with anxiety that may accompany an 
adverse response to an external stress.  Thus the 
claim, “I feel stressed,” means that I am �I�H�H�O�L�Q�J��the 
effects of stress.  As the term “anxiety” has taken on 
a more pathological flavor the term “stress” has 
become more popular.  Other emotions may also 
accompany anxiety or stress such as fear, anger, 
dread or even helplessness. Not everyone shows 
stress the same.  Some people wring their hands 
while others may simply withdraw.  Others may 
show no outward signs thought they may suffer 
internally.  Do all outside pressures necessarily make 
one feel stress?  No.  Many individuals seem to 
thrive in stressful situations while others do very 
poorly. Although some of the capacity to function 
under stress may be innate, it also appears as though 
dealing with stress can be improved with certain 
learned techniques.  

 
Managing stress can be approached in several ways.  
One way is to identify the sources of stress in our 
lives and then set about eliminating them.  Wouldn’t 
it be great if it were that easy!  Are you in a high 
pressure job that you aren’t suited for?  Is it worth 
dying for?  Many sources of stress �F�D�Q be reduced or 
eliminated.  But, often the sources of stress that 
make us suffer are so deeply entwined with our 
careers and families that we cannot remove or 
separate them from our daily existence.  Usually we 
have an aversion to dealing with the stress provoking 
things in our lives which is why they may linger 
indefinitely even when we know the harm they 
cause.  The sources of stress may be cleverly 
disguised so that the root causes are obscure and 
only the behaviors associated with stress can be 
identified.  Sometimes things that cause us to feel 
stress can be tackled head-on with a “just do it” 
attitude.  However, tackling the root causes of stress 
is usually more successful with the insight and 
support that comes with counseling.   
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Although counseling can reap great rewards, no 
everyone is ready, or has the needed time or 
financial resources.  There are some other options 
and techniques available.  The first is to simplify.  
Most of us try to do too much.  Disappointment with 
our failure to achieve unrealistic goals only further 
exacerbates our feelings of stress and anxiety.  So 
simplify.  Say “no” more often to those activities 
that are not at the core of your primary family or 
career goals.  Sometimes you also need to say no to 
family members, and coworkers.  

 
Another method for managing stress is to ignore or 
defer working on the root causes and simply engage 
in stress reducing activities.  Although this approach 
may appear to be only a band-aid or shortcut, it can 
be extremely effective.  This is particularly true 
when the external sources of stress are obscure, too 
painful or too difficult to address.  Prayer, 
meditation, breathing exercises, and yoga are all 
age-old activities that can be helpful in managing 
stress.  Only recently have scientific studies begun 
to show the positive health effects are from these 
activities.  Several studies on older inner-city 
African Americans have shown that meditation is 
effective in treating hypertension [45, 46].  
Meditation has also been shown to be an effective 
adjunct in treating obesity  in the context of an 
addictive behavior[47].  One of the effects of 
meditation is the change seen in brain wave patterns.  
Increased coherence of alpha and theta waves during 
meditation are believed to represent the state of 
focused awareness and relaxation that accompanies 
this activity.  Lowering of heart rate and blood 
pressure are also seen in the quiet breathing 
techniques using biofeedback.  Yoga is another 
method of achieving lasting states of mental 
relaxation.  Yoga has also been cited as a useful 
exercise in managing diabetes and obesity [48].  For 
many, crafts or art or even reading can be calming 
and provide a needed respite from the “24/7” stress 
of modern life.  Many of these exercises or activities 
are inexpensive and available through the YMCA 
and other community based programs. 
 
 
MOOD and EXERCISE 
 
Perhaps one of the very best ways to moderate the 
effects of stress is with exercise.  We usually think 

of exercise as burning calories or “tuning up” our 
metabolism.  But exercise has also been shown to be 
a great reliever of stress and as effective as 
medication in treating depression [49].  One of the 
problems with stress in today’s world is that it is 
relentless.  Exercise, for some, may be the only time 
when they are not being bombarded with stress 
provoking stimuli from the radio, television, 
coworkers or family.   
 
Exercise has the added benefit of assisting us in our 
quest of Glycemic Response Inhibition.  People who 
exercise regularly have lower baseline insulin levels 
and improved insulin sensitivity.  Improved cardiac 
risk factors, lower risk of diabetes and a myriad of 
other health benefits accrue to those who exercise 
regulary.  Very few people in our society get too 
much exercise.   You can learn more about the 
benefits of exercise. getting started with exercise and 
maintaining an exercise program in the GRID 
Exercise article.  
 
 
BINGE EATING AND BINGE EATING 
DISORDER 
 

“Bingeing” or binge eating is reported in up to 
1/3 of obese people seeking weight loss[50, 51].  The 
term “binge eating” lacks a precise definition 
however, most agree that the behavior is associated 
with:   
 
�x�� Eating much more rapidly than usual.  
�x�� Eating until uncomfortably full.  
�x�� Eating large amounts of food, even when not 

physically hungry.  
�x�� Eating alone out of embarrassment at the 

quantity of food being eaten.  
 

The triggers for binge eating vary from one 
individual to another however, they are often related 
to feelings of guilt, shame, loneliness, or 
abandonment. During binge eating episodes, 
hormonal feedback mechanisms to control eating 
appear to be impaired.  Depression, poor self-esteem, 
weight cycling, a history of teasing and body 
dissatisfaction are associated with binge eating [52]. 
Binge eating may respond to changes in diet, 
recognition of the triggers for binge eating episodes 
and through exercise.   
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When binge eating episodes become frequent or 
chronic, then the condition is referred to as Binge 
Eating Disorder (BED).   The difference between 
binge eating and binge eating disorder is a matter of 
degrees.  However, if you are binge eating 
frequently then you may be suffering from BED.  
Binge eating and binge eating disorder can be best 
treated by a therapist with training and experience in 
this area.  If you are binge eating frequently then 
you should ask your physician for a referral to a 
specialist familiar with treating this problem.  
 
 
SUPPLEMENTATION 
 
At any given time, whether we are on a diet or not, 
some of the foods we eat will be healthy and some 
of the food s we eat will be not-so-healthy.  Ideally, 
the ratio of the healthy foods compared to the not-
so-healthy foods should be as high as possible.  The 
dietary restrictions needed  to achieve this goal can 
sometimes seem just too hard to maintain.  
Supplementation can help us boost our healthy food 
ratio into levels that are consistent with maintaining 
good health.   

 
The GRID Diet Program includes supplementation 
with super-healthy food extracts and concentrates so 
that we can be a little less than perfect in the foods 
that we eat.  This may sound like cheating but that is 
only because it �L�V cheating.  It’s a little bit like being 
able to go over the speed limit once in awhile 
without having to get a ticket every time.  One 
doesn’t abandon healthy foods but the severity of 
the dietary restriction can be relaxed.  This makes it 
easier to stay with the program and it improves 
long-term compliance and results.   
 
The supplements included in the GRID Diet 
Program consist of soluble dietary fibers, vegetable 
proteins, and vitamins and minerals.  Soluble dietary 
fiber, when used as a dietary supplement has been 
shown in multiple studies to improve cholesterol 
levels and to improve glycemic control [53-57].  
Diets high in vegetable protein are associated with 
reduced risk of diabetes, cardiovascular disease, 
certain cancers[58].  The GRID supplements or meal 
replacements are taken up to three times daily.  
Remember, supplements add to a healthy diet.  They 

don’t replace the need to eat healthy foods and get 
regular exercise.  You can learn more about the 
subject of dietary supplementation in the GRID 
Supplementation Article.  
 
 
SUMMARY 
 
The GRID Diet can be summarized as follows:  
  
1.�� Replace high glycemic load foods with low 

glycemic load foods in your diet.   
2.�� Reduce foods high in saturated fats and increase 

vegetable oils in your diet.   
3.�� Supplement your diet with the super-healthy 

food supplements provided in the GRID Diet 
Program.   

4.�� Develop effective ways of dealing with stress in 
your life through regular exercise or relaxation 
techniques and if possible through individual 
counseling.    

5.�� Exercise daily for better glycemic response 
inhibition, to improve mood and manage stress.   

 
Please read the information sections on �( �[�H�U�F�L�V�H����
�6�X�S�S�O�H�P�H�Q�W�D�W�L�R�Q����and refer to the���* �/ ���* �,���/ �L�V�W�V������
Daily logs are available on request. 
 
 
 



11 

References: 
 
1. Brehm, B.J., et al., �$���U�D�Q�G�R�P�L�]�H�G���W�U�L�D�O���F�R�P�S�D�U�L�Q�J���D��

�Y�H�U�\���O�R�Z���F�D�U�E�R�K�\�G�U�D�W�H���G�L�H�W���D�Q�G���D���F�D�O�R�U�L�H���U�H�V�W�U�L�F�W�H�G��
�O�R�Z���I�D�W���G�L�H�W���R�Q���E�R�G�\���Z�H�L�J�K�W���D�Q�G���F�D�U�G�L�R�Y�D�V�F�X�O�D�U���U�L�V�N��
�I�D�F�W�R�U�V���L�Q���K�H�D�O�W�K�\���Z�R�P�H�Q�� J Clin Endocrinol Metab, 
2003. ����(4): p. 1617-23. 

2. Foster, G.D., et al., �$���U�D�Q�G�R�P�L�]�H�G���W�U�L�D�O���R�I���D���O�R�Z��
�F�D�U�E�R�K�\�G�U�D�W�H���G�L�H�W���I�R�U���R�E�H�V�L�W�\�� N Engl J Med, 2003. 
������(21): p. 2082-90. 

3. Wurtman, R.J., et al., �(�I�I�H�F�W�V���R�I���Q�R�U�P�D�O���P�H�D�O�V���U�L�F�K���L�Q��
�F�D�U�E�R�K�\�G�U�D�W�H�V���R�U���S�U�R�W�H�L�Q�V���R�Q���S�O�D�V�P�D���W�U�\�S�W�R�S�K�D�Q���D�Q�G��
�W�\�U�R�V�L�Q�H���U�D�W�L�R�V�� Am J Clin Nutr, 2003. ����(1): p. 128-
32. 

4. Ludwig, D.S., et al., �+�L�J�K���J�O�\�F�H�P�L�F���L�Q�G�H�[���I�R�R�G�V����
�R�Y�H�U�H�D�W�L�Q�J�����D�Q�G���R�E�H�V�L�W�\�� Pediatrics, 1999. ������(3): p. 
E26. 

5. Ludwig, D.S., �' �L�H�W�D�U�\���J�O�\�F�H�P�L�F���L�Q�G�H�[���D�Q�G���R�E�H�V�L�W�\�� J 
Nutr, 2000. ������(2S Suppl): p. 280S-283S. 

6. Spieth, L.E., et al., �$���O�R�Z���J�O�\�F�H�P�L�F���L�Q�G�H�[���G�L�H�W���L�Q���W�K�H��
�W�U�H�D�W�P�H�Q�W���R�I���S�H�G�L�D�W�U�L�F���R�E�H�V�L�W�\�� Arch Pediatr Adolesc 
Med, 2000. ������(9): p. 947-51. 

7. Weil, A., �(�D�W�L�Q�J���Z�H�O�O���I�R�U���R�S�W�L�P�X�P���K�H�D�O�W�K�������W�K�H��
�H�V�V�H�Q�W�L�D�O���J�X�L�G�H���W�R���I�R�R�G�����G�L�H�W�����D�Q�G���Q�X�W�U�L�W�L�R�Q. 1st ed. 
2000, New York: Knopf. viii, 307. 

8. Beers, M.H., et al., �7�K�H���0�H�U�F�N���P�D�Q�X�D�O���R�I���G�L�D�J�Q�R�V�L�V��
�D�Q�G���W�K�H�U�D�S�\. 17th ed. 1999, Whitehouse Station, NJ: 
Merck. 

9. Van Wymelbeke, V., J. Louis-Sylvestre, and M. 
Fantino, �6�X�E�V�W�U�D�W�H���R�[�L�G�D�W�L�R�Q���D�Q�G���F�R�Q�W�U�R�O���R�I���I�R�R�G��
�L�Q�W�D�N�H���L�Q���P�H�Q���D�I�W�H�U���D���I�D�W���V�X�E�V�W�L�W�X�W�H���P�H�D�O���F�R�P�S�D�U�H�G��
�Z�L�W�K���P�H�D�O�V���V�X�S�S�O�H�P�H�Q�W�H�G���Z�L�W�K���D�Q���L�V�R�H�Q�H�U�J�H�W�L�F���O�R�D�G���R�I��
�F�D�U�E�R�K�\�G�U�D�W�H�����O�R�Q�J���F�K�D�L�Q���W�U�L�D�F�\�O�J�O�\�F�H�U�R�O�V�����R�U��
�P�H�G�L�X�P���F�K�D�L�Q���W�U�L�D�F�\�O�J�O�\�F�H�U�R�O�V�� Am J Clin Nutr, 2001. 
����(5): p. 620-30. 

10. Berlin, I., et al., �6�X�V�S�H�F�W�H�G���S�R�V�W�S�U�D�Q�G�L�D�O���K�\�S�R�J�O�\�F�H�P�L�D��
�L�V���D�V�V�R�F�L�D�W�H�G���Z�L�W�K���E�H�W�D���D�G�U�H�Q�H�U�J�L�F���K�\�S�H�U�V�H�Q�V�L�W�L�Y�L�W�\��
�D�Q�G���H�P�R�W�L�R�Q�D�O���G�L�V�W�U�H�V�V�� J Clin Endocrinol Metab, 
1994. ����(5): p. 1428-33. 

11. Chiarelli, F., et al., �+�\�S�R�J�O�\�F�D�H�P�L�F���V�\�P�S�W�R�P�V��
�G�H�V�F�U�L�E�H�G���E�\���G�L�D�E�H�W�L�F���F�K�L�O�G�U�H�Q���D�Q�G���W�K�H�L�U���S�D�U�H�Q�W�V�� Acta 
Diabetol, 1998. ����(2): p. 81-4. 

12. Johnson, W.G., et al., �5�H�S�H�D�W�H�G���E�L�Q�J�H���S�X�U�J�H���F�\�F�O�H�V���L�Q��
�E�X�O�L�P�L�D���Q�H�U�Y�R�V�D�����U�R�O�H���R�I���J�O�X�F�R�V�H���D�Q�G���L�Q�V�X�O�L�Q�� Int J Eat 
Disord, 1994. ����(4): p. 331-41. 

13. Schultes, B., et al., �0�R�G�X�O�D�W�L�R�Q���R�I���K�X�Q�J�H�U���E�\���S�O�D�V�P�D��
�J�O�X�F�R�V�H���D�Q�G���P�H�W�I�R�U�P�L�Q�� J Clin Endocrinol Metab, 
2003. ����(3): p. 1133-41. 

14. Beaufrere, B. and B. Morio, �)�D�W���D�Q�G���S�U�R�W�H�L�Q��
�U�H�G�L�V�W�U�L�E�X�W�L�R�Q���Z�L�W�K���D�J�L�Q�J�����P�H�W�D�E�R�O�L�F���F�R�Q�V�L�G�H�U�D�W�L�R�Q�V�� 
Eur J Clin Nutr, 2000. �������6�X�S�S�O����: p. S48-53. 

15. Baumgartner, R.N., �%�R�G�\���F�R�P�S�R�V�L�W�L�R�Q���L�Q���K�H�D�O�W�K�\��
�D�J�L�Q�J�� Ann N Y Acad Sci, 2000. ������: p. 437-48. 

16. Evans, W.J. and W.W. Campbell, �6�D�U�F�R�S�H�Q�L�D���D�Q�G��
�D�J�H���U�H�O�D�W�H�G���F�K�D�Q�J�H�V���L�Q���E�R�G�\���F�R�P�S�R�V�L�W�L�R�Q���D�Q�G��
�I�X�Q�F�W�L�R�Q�D�O���F�D�S�D�F�L�W�\�� J Nutr, 1993. ������(2 Suppl): p. 
465-8. 

17. Evans, W.J. and D. Cyr-Campbell, �1�X�W�U�L�W�L�R�Q����
�H�[�H�U�F�L�V�H�����D�Q�G���K�H�D�O�W�K�\���D�J�L�Q�J�� J Am Diet Assoc, 1997. 
����(6): p. 632-8. 

18. Mayer-Davis, E.J., et al., �' �L�H�W�D�U�\���I�D�W���D�Q�G���L�Q�V�X�O�L�Q��
�V�H�Q�V�L�W�L�Y�L�W�\���L�Q���D���W�U�L�H�W�K�Q�L�F���S�R�S�X�O�D�W�L�R�Q�����W�K�H���U�R�O�H���R�I���R�E�H�V�L�W�\����
�7�K�H���,�Q�V�X�O�L�Q���5�H�V�L�V�W�D�Q�F�H���$�W�K�H�U�R�V�F�O�H�U�R�V�L�V���6�W�X�G�\�����,�5�$�6���� 
Am J Clin Nutr, 1997. ����(1): p. 79-87. 

19. Karter, A.J., et al., �,�Q�V�X�O�L�Q���V�H�Q�V�L�W�L�Y�L�W�\���D�Q�G���D�E�G�R�P�L�Q�D�O��
�R�E�H�V�L�W�\���L�Q���$�I�U�L�F�D�Q���$�P�H�U�L�F�D�Q�����+�L�V�S�D�Q�L�F�����D�Q�G���Q�R�Q��
�+�L�V�S�D�Q�L�F���Z�K�L�W�H���P�H�Q���D�Q�G���Z�R�P�H�Q�����7�K�H���,�Q�V�X�O�L�Q��
�5�H�V�L�V�W�D�Q�F�H���D�Q�G���$�W�K�H�U�R�V�F�O�H�U�R�V�L�V���6�W�X�G�\�� Diabetes, 1996. 
����(11): p. 1547-55. 

20. Yudkin, J.S., et al., �&���U�H�D�F�W�L�Y�H���S�U�R�W�H�L�Q���L�Q���K�H�D�O�W�K�\��
�V�X�E�M�H�F�W�V�����D�V�V�R�F�L�D�W�L�R�Q�V���Z�L�W�K���R�E�H�V�L�W�\�����L�Q�V�X�O�L�Q���U�H�V�L�V�W�D�Q�F�H����
�D�Q�G���H�Q�G�R�W�K�H�O�L�D�O���G�\�V�I�X�Q�F�W�L�R�Q�����D���S�R�W�H�Q�W�L�D�O���U�R�O�H���I�R�U��
�F�\�W�R�N�L�Q�H�V���R�U�L�J�L�Q�D�W�L�Q�J���I�U�R�P���D�G�L�S�R�V�H���W�L�V�V�X�H�" Arterioscler 
Thromb Vasc Biol, 1999. ����(4): p. 972-8. 

21. Dullaart, R.P. and A. van Tol, �7�Z�H�Q�W�\���I�R�X�U���K�R�X�U��
�L�Q�V�X�O�L�Q���L�Q�I�X�V�L�R�Q���L�P�S�D�L�U�V���W�K�H���D�E�L�O�L�W�\���R�I���S�O�D�V�P�D���I�U�R�P��
�K�H�D�O�W�K�\���V�X�E�M�H�F�W�V���D�Q�G���7�\�S�H�������G�L�D�E�H�W�L�F���S�D�W�L�H�Q�W�V���W�R��
�S�U�R�P�R�W�H���F�H�O�O�X�O�D�U���F�K�R�O�H�V�W�H�U�R�O���H�I�I�O�X�[�� Atherosclerosis, 
2001. ������(1): p. 49-56. 

22. Ohnishi, H., et al., �5�H�O�D�W�L�R�Q�V�K�L�S���E�H�W�Z�H�H�Q���L�Q�V�X�O�L�Q��
�U�H�V�L�V�W�D�Q�F�H���D�Q�G���U�H�P�Q�D�Q�W���O�L�N�H���S�D�U�W�L�F�O�H���F�K�R�O�H�V�W�H�U�R�O�� 
Atherosclerosis, 2002. ������(1): p. 167-70. 

23. Ko, G.T., et al., �2�E�H�V�L�W�\�����L�Q�V�X�O�L�Q���U�H�V�L�V�W�D�Q�F�H���D�Q�G��
�L�V�R�O�D�W�H�G���O�R�Z���K�L�J�K���G�H�Q�V�L�W�\���O�L�S�R�S�U�R�W�H�L�Q���F�K�R�O�H�V�W�H�U�R�O���L�Q��
�&�K�L�Q�H�V�H���V�X�E�M�H�F�W�V�� Diabet Med, 2001. ����(8): p. 663-6. 

24. Lovejoy, J.C., et al., �5�H�O�D�W�L�R�Q�V�K�L�S���R�I���G�L�H�W�D�U�\���I�D�W���D�Q�G��
�V�H�U�X�P���F�K�R�O�H�V�W�H�U�R�O���H�V�W�H�U���D�Q�G���S�K�R�V�S�K�R�O�L�S�L�G���I�D�W�W�\���D�F�L�G�V���W�R��
�P�D�U�N�H�U�V���R�I���L�Q�V�X�O�L�Q���U�H�V�L�V�W�D�Q�F�H���L�Q���P�H�Q���D�Q�G���Z�R�P�H�Q���Z�L�W�K��
�D���U�D�Q�J�H���R�I���J�O�X�F�R�V�H���W�R�O�H�U�D�Q�F�H�� Metabolism, 2001. 
����(1): p. 86-92. 

25. Augustin, L.S., et al., �' �L�H�W�D�U�\���J�O�\�F�H�P�L�F���L�Q�G�H�[���D�Q�G��
�J�O�\�F�H�P�L�F���O�R�D�G�����D�Q�G���E�U�H�D�V�W���F�D�Q�F�H�U���U�L�V�N�����D���F�D�V�H���F�R�Q�W�U�R�O��
�V�W�X�G�\�� Ann Oncol, 2001. ����(11): p. 1533-8. 

26. Augustin, L.S., et al., �' �L�H�W�D�U�\���J�O�\�F�H�P�L�F���L�Q�G�H�[����
�J�O�\�F�H�P�L�F���O�R�D�G���D�Q�G���R�Y�D�U�L�D�Q���F�D�Q�F�H�U���U�L�V�N�����D���F�D�V�H���F�R�Q�W�U�R�O��
�V�W�X�G�\���L�Q���,�W�D�O�\�� Ann Oncol, 2003. ����(1): p. 78-84. 

27. Foster-Powell, K., S.H. Holt, and J.C. Brand-Miller, 
�,�Q�W�H�U�Q�D�W�L�R�Q�D�O���W�D�E�O�H���R�I���J�O�\�F�H�P�L�F���L�Q�G�H�[���D�Q�G���J�O�\�F�H�P�L�F��
�O�R�D�G���Y�D�O�X�H�V�������������� Am J Clin Nutr, 2002. ����(1): p. 5-
56. 

28. McCarty, M.F., �7�K�H���R�U�L�J�L�Q�V���R�I���Z�H�V�W�H�U�Q���R�E�H�V�L�W�\�����D���U�R�O�H��
�I�R�U���D�Q�L�P�D�O���S�U�R�W�H�L�Q�" Med Hypotheses, 2000. ����(3): p. 
488-94. 

29. Willett, W.C., �,�V���G�L�H�W�D�U�\���I�D�W���D���P�D�M�R�U���G�H�W�H�U�P�L�Q�D�Q�W���R�I��
�E�R�G�\���I�D�W�" Am J Clin Nutr, 1998. ����(3 Suppl): p. 556S-
562S. 

30. Willett, W.C., et al., �0�H�G�L�W�H�U�U�D�Q�H�D�Q���G�L�H�W���S�\�U�D�P�L�G�����D��
�F�X�O�W�X�U�D�O���P�R�G�H�O���I�R�U���K�H�D�O�W�K�\���H�D�W�L�Q�J�� Am J Clin Nutr, 
1995. ����(6 Suppl): p. 1402S-1406S. 

31. Baba, N.H., et al., �+�L�J�K���S�U�R�W�H�L�Q���Y�V���K�L�J�K���F�D�U�E�R�K�\�G�U�D�W�H��
�K�\�S�R�H�Q�H�U�J�H�W�L�F���G�L�H�W���I�R�U���W�K�H���W�U�H�D�W�P�H�Q�W���R�I���R�E�H�V�H��
�K�\�S�H�U�L�Q�V�X�O�L�Q�H�P�L�F���V�X�E�M�H�F�W�V�� Int J Obes Relat Metab 
Disord, 1999. ����(11): p. 1202-6. 

32. Liu, S., et al., �$���S�U�R�V�S�H�F�W�L�Y�H���V�W�X�G�\���R�I���G�L�H�W�D�U�\���J�O�\�F�H�P�L�F��
�O�R�D�G�����F�D�U�E�R�K�\�G�U�D�W�H���L�Q�W�D�N�H�����D�Q�G���U�L�V�N���R�I���F�R�U�R�Q�D�U�\���K�H�D�U�W��
�G�L�V�H�D�V�H���L�Q���8�6���Z�R�P�H�Q�� Am J Clin Nutr, 2000. ����(6): p. 
1455-61. 

33. Jenkins, D.J., et al., �*�O�\�F�H�P�L�F���L�Q�G�H�[�����R�Y�H�U�Y�L�H�Z���R�I��
�L�P�S�O�L�F�D�W�L�R�Q�V���L�Q���K�H�D�O�W�K���D�Q�G���G�L�V�H�D�V�H�� Am J Clin Nutr, 
2002. ����(1): p. 266S-73S. 



12 

34. Sondike, S.B., N. Copperman, and M.S. Jacobson, 
�(�I�I�H�F�W�V���R�I���D���O�R�Z���F�D�U�E�R�K�\�G�U�D�W�H���G�L�H�W���R�Q���Z�H�L�J�K�W���O�R�V�V���D�Q�G��
�F�D�U�G�L�R�Y�D�V�F�X�O�D�U���U�L�V�N���I�D�F�W�R�U���L�Q���R�Y�H�U�Z�H�L�J�K�W���D�G�R�O�H�V�F�H�Q�W�V�� 
J Pediatr, 2003. ������(3): p. 253-8. 

35. Ascherio, A., et al., �7�U�D�Q�V���I�D�W�W�\���D�F�L�G�V���D�Q�G���F�R�U�R�Q�D�U�\��
�K�H�D�U�W���G�L�V�H�D�V�H�� N Engl J Med, 1999. ������(25): p. 1994-
8. 

36. Nelson, G.J., �' �L�H�W�D�U�\���I�D�W�����W�U�D�Q�V���I�D�W�W�\���D�F�L�G�V�����D�Q�G���U�L�V�N���R�I��
�F�R�U�R�Q�D�U�\���K�H�D�U�W���G�L�V�H�D�V�H�� Nutr Rev, 1998. ����(8): p. 
250-2. 

37. �7�U�D�Q�V���I�D�W�W�\���D�F�L�G�V���D�Q�G���F�R�U�R�Q�D�U�\���K�H�D�U�W���G�L�V�H�D�V�H���U�L�V�N����
�5�H�S�R�U�W���R�I���W�K�H���H�[�S�H�U�W���S�D�Q�H�O���R�Q���W�U�D�Q�V���I�D�W�W�\���D�F�L�G�V���D�Q�G��
�F�R�U�R�Q�D�U�\���K�H�D�U�W���G�L�V�H�D�V�H�� Am J Clin Nutr, 1995. ����(3): 
p. 655S-708S; discussion 518-26. 

38. Willett, W.C., et al., �,�Q�W�D�N�H���R�I���W�U�D�Q�V���I�D�W�W�\���D�F�L�G�V���D�Q�G��
�U�L�V�N���R�I���F�R�U�R�Q�D�U�\���K�H�D�U�W���G�L�V�H�D�V�H���D�P�R�Q�J���Z�R�P�H�Q�� Lancet, 
1993. ������(8845): p. 581-5. 

39. Carpenter, L.L., et al., �7�U�\�S�W�R�S�K�D�Q���G�H�S�O�H�W�L�R�Q���G�X�U�L�Q�J��
�F�R�Q�W�L�Q�X�R�X�V���&�6�)���V�D�P�S�O�L�Q�J���L�Q���K�H�D�O�W�K�\���K�X�P�D�Q���V�X�E�M�H�F�W�V�� 
Neuropsychopharmacology, 1998. ����(1): p. 26-35. 

40. Anderson, I.M., et al., �' �L�H�W�L�Q�J���U�H�G�X�F�H�V���S�O�D�V�P�D��
�W�U�\�S�W�R�S�K�D�Q���D�Q�G���D�O�W�H�U�V���E�U�D�L�Q�������+�7���I�X�Q�F�W�L�R�Q���L�Q���Z�R�P�H�Q�� 
Psychol Med, 1990. ����(4): p. 785-91. 

41. Wurtman, R.J. and J.J. Wurtman, �%�U�D�L�Q���V�H�U�R�W�R�Q�L�Q����
�F�D�U�E�R�K�\�G�U�D�W�H���F�U�D�Y�L�Q�J�����R�E�H�V�L�W�\���D�Q�G���G�H�S�U�H�V�V�L�R�Q�� Obes 
Res, 1995. �����6�X�S�S�O����: p. 477S-480S. 

42. Laugero, K.D., �$���Q�H�Z���S�H�U�V�S�H�F�W�L�Y�H���R�Q���J�O�X�F�R�F�R�U�W�L�F�R�L�G��
�I�H�H�G�E�D�F�N�����U�H�O�D�W�L�R�Q���W�R���V�W�U�H�V�V�����F�D�U�E�R�K�\�G�U�D�W�H���I�H�H�G�L�Q�J���D�Q�G��
�I�H�H�O�L�Q�J���E�H�W�W�H�U�� J Neuroendocrinol, 2001. ����(9): p. 827-
35. 

43. Laugero, K.D., et al., �6�X�F�U�R�V�H���L�Q�J�H�V�W�L�R�Q���Q�R�U�P�D�O�L�]�H�V��
�F�H�Q�W�U�D�O���H�[�S�U�H�V�V�L�R�Q���R�I���F�R�U�W�L�F�R�W�U�R�S�L�Q���U�H�O�H�D�V�L�Q�J���I�D�F�W�R�U��
�P�H�V�V�H�Q�J�H�U���U�L�E�R�Q�X�F�O�H�L�F���D�F�L�G���D�Q�G���H�Q�H�U�J�\���E�D�O�D�Q�F�H���L�Q��
�D�G�U�H�Q�D�O�H�F�W�R�P�L�]�H�G���U�D�W�V�����D���J�O�X�F�R�F�R�U�W�L�F�R�L�G���P�H�W�D�E�R�O�L�F��
�E�U�D�L�Q���D�[�L�V�" Endocrinology, 2001. ������(7): p. 2796-
804. 

44. Dallman, M.F., et al., �$���V�S�R�R�Q�I�X�O���R�I���V�X�J�D�U�����I�H�H�G�E�D�F�N��
�V�L�J�Q�D�O�V���R�I���H�Q�H�U�J�\���V�W�R�U�H�V���D�Q�G���F�R�U�W�L�F�R�V�W�H�U�R�Q�H���U�H�J�X�O�D�W�H��
�U�H�V�S�R�Q�V�H�V���W�R���F�K�U�R�Q�L�F���V�W�U�H�V�V�� Physiol Behav, 2003. 
����(1): p. 3-12. 

45. Labarthe, D. and C. Ayala, �1�R�Q�G�U�X�J���L�Q�W�H�U�Y�H�Q�W�L�R�Q�V���L�Q��
�K�\�S�H�U�W�H�Q�V�L�R�Q���S�U�H�Y�H�Q�W�L�R�Q���D�Q�G���F�R�Q�W�U�R�O�� Cardiol Clin, 
2002. ����(2): p. 249-63. 

46. Alexander, C.N., et al., �7�U�L�D�O���R�I���V�W�U�H�V�V���U�H�G�X�F�W�L�R�Q���I�R�U��
�K�\�S�H�U�W�H�Q�V�L�R�Q���L�Q���R�O�G�H�U���$�I�U�L�F�D�Q���$�P�H�U�L�F�D�Q�V�����,�,�����6�H�[���D�Q�G��
�U�L�V�N���V�X�E�J�U�R�X�S���D�Q�D�O�\�V�L�V�� Hypertension, 1996. ����(2): p. 
228-37. 

47. Aron, A. and E.N. Aron, �7�K�H���W�U�D�Q�V�F�H�Q�G�H�Q�W�D�O��
�P�H�G�L�W�D�W�L�R�Q���S�U�R�J�U�D�P�
�V���H�I�I�H�F�W���R�Q���D�G�G�L�F�W�L�Y�H���E�H�K�D�Y�L�R�U�� 
Addict Behav, 1980. ��(1): p. 3-12. 

48. Sahay, B.K. and R.K. Sahay, �/�L�I�H�V�W�\�O�H���P�R�G�L�I�L�F�D�W�L�R�Q���L�Q��
�P�D�Q�D�J�H�P�H�Q�W���R�I���G�L�D�E�H�W�H�V���P�H�O�O�L�W�X�V�� J Indian Med 
Assoc, 2002. ������(3): p. 178-80. 

49. Babyak, M., et al., �(�[�H�U�F�L�V�H���W�U�H�D�W�P�H�Q�W���I�R�U���P�D�M�R�U��
�G�H�S�U�H�V�V�L�R�Q�����P�D�L�Q�W�H�Q�D�Q�F�H���R�I���W�K�H�U�D�S�H�X�W�L�F���E�H�Q�H�I�L�W���D�W��������
�P�R�Q�W�K�V�� Psychosom Med, 2000. ����(5): p. 633-8. 

50. Saunders, R., �&�R�P�S�X�O�V�L�Y�H���H�D�W�L�Q�J���D�Q�G���J�D�V�W�U�L�F���E�\�S�D�V�V��
�V�X�U�J�H�U�\�����Z�K�D�W���G�R�H�V���K�X�Q�J�H�U���K�D�Y�H���W�R���G�R���Z�L�W�K���L�W�" Obes 
Surg, 2001. ����(6): p. 757-61. 

51. Womble, L.G., et al., �3�V�\�F�K�R�V�R�F�L�D�O���Y�D�U�L�D�E�O�H�V��
�D�V�V�R�F�L�D�W�H�G���Z�L�W�K���E�L�Q�J�H���H�D�W�L�Q�J���L�Q���R�E�H�V�H���P�D�O�H�V���D�Q�G��
�I�H�P�D�O�H�V�� Int J Eat Disord, 2001. ����(2): p. 217-21. 

52. de Zwaan, M., �%�L�Q�J�H���H�D�W�L�Q�J���G�L�V�R�U�G�H�U���D�Q�G���R�E�H�V�L�W�\�� Int J 
Obes Relat Metab Disord, 2001. �������6�X�S�S�O����: p. S51-5. 

53. Anderson, J.W., et al., �(�I�I�H�F�W�V���R�I���S�V�\�O�O�L�X�P���R�Q���J�O�X�F�R�V�H��
�D�Q�G���V�H�U�X�P���O�L�S�L�G���U�H�V�S�R�Q�V�H�V���L�Q���P�H�Q���Z�L�W�K���W�\�S�H�������G�L�D�E�H�W�H�V��
�D�Q�G���K�\�S�H�U�F�K�R�O�H�V�W�H�U�R�O�H�P�L�D�� Am J Clin Nutr, 1999. 
����(4): p. 466-73. 

54. Choi, Y.S., et al., �(�I�I�H�F�W�V���R�I���V�R�O�X�E�O�H���G�L�H�W�D�U�\���I�L�E�H�U�V���R�Q��
�O�L�S�L�G���P�H�W�D�E�R�O�L�V�P���D�Q�G���D�F�W�L�Y�L�W�L�H�V���R�I���L�Q�W�H�V�W�L�Q�D�O��
�G�L�V�D�F�F�K�D�U�L�G�D�V�H�V���L�Q���U�D�W�V�� J Nutr Sci Vitaminol (Tokyo), 
1998. ����(5): p. 591-600. 

55. Haskell, W.L., et al., �5�R�O�H���R�I���Z�D�W�H�U���V�R�O�X�E�O�H���G�L�H�W�D�U�\��
�I�L�E�H�U���L�Q���W�K�H���P�D�Q�D�J�H�P�H�Q�W���R�I���H�O�H�Y�D�W�H�G���S�O�D�V�P�D��
�F�K�R�O�H�V�W�H�U�R�O���L�Q���K�H�D�O�W�K�\���V�X�E�M�H�F�W�V�� Am J Cardiol, 1992. 
����(5): p. 433-9. 

56. Jensen, C.D., et al., �7�K�H���H�I�I�H�F�W���R�I���D�F�D�F�L�D���J�X�P���D�Q�G���D��
�Z�D�W�H�U���V�R�O�X�E�O�H���G�L�H�W�D�U�\���I�L�E�H�U���P�L�[�W�X�U�H���R�Q���E�O�R�R�G���O�L�S�L�G�V���L�Q��
�K�X�P�D�Q�V�� J Am Coll Nutr, 1993. ����(2): p. 147-54. 

57. Yamada, K., et al., �' �L�H�W�D�U�\���H�I�I�H�F�W���R�I���J�X�D�U���J�X�P���D�Q�G���L�W�V��
�S�D�U�W�L�D�O�O�\���K�\�G�U�R�O�\�]�H�G���S�U�R�G�X�F�W���R�Q���W�K�H���O�L�S�L�G���P�H�W�D�E�R�O�L�V�P��
�D�Q�G���L�P�P�X�Q�H���I�X�Q�F�W�L�R�Q���R�I���6�S�U�D�J�X�H���' �D�Z�O�H�\���U�D�W�V�� Biosci 
Biotechnol Biochem, 1999. ����(12): p. 2163-7. 

58. McCarty, M.F., �9�H�J�D�Q���S�U�R�W�H�L�Q�V���P�D�\���U�H�G�X�F�H���U�L�V�N���R�I��
�F�D�Q�F�H�U�����R�E�H�V�L�W�\�����D�Q�G���F�D�U�G�L�R�Y�D�V�F�X�O�D�U���G�L�V�H�D�V�H���E�\��
�S�U�R�P�R�W�L�Q�J���L�Q�F�U�H�D�V�H�G���J�O�X�F�D�J�R�Q���D�F�W�L�Y�L�W�\�� Med 
Hypotheses, 1999. ����(6): p. 459-85. 

 
 
 

 

12 

34. Sondike, S.B., N. Copperman, and M.S. Jacobson, 
�(�I�I�H�F�W�V���R�I���D���O�R�Z���F�D�U�E�R�K�\�G�U�D�W�H���G�L�H�W���R�Q���Z�H�L�J�K�W���O�R�V�V���D�Q�G��
�F�D�U�G�L�R�Y�D�V�F�X�O�D�U���U�L�V�N���I�D�F�W�R�U���L�Q���R�Y�H�U�Z�H�L�J�K�W���D�G�R�O�H�V�F�H�Q�W�V�� 
J Pediatr, 2003. ������(3): p. 253-8. 

35. Ascherio, A., et al., �7�U�D�Q�V���I�D�W�W�\���D�F�L�G�V���D�Q�G���F�R�U�R�Q�D�U�\��
�K�H�D�U�W���G�L�V�H�D�V�H�� N Engl J Med, 1999. ������(25): p. 1994-
8. 

36. Nelson, G.J., �' �L�H�W�D�U�\���I�D�W�����W�U�D�Q�V���I�D�W�W�\���D�F�L�G�V�����D�Q�G���U�L�V�N���R�I��
�F�R�U�R�Q�D�U�\���K�H�D�U�W���G�L�V�H�D�V�H�� Nutr Rev, 1998. ����(8): p. 
250-2. 

37. �7�U�D�Q�V���I�D�W�W�\���D�F�L�G�V���D�Q�G���F�R�U�R�Q�D�U�\���K�H�D�U�W���G�L�V�H�D�V�H���U�L�V�N����
�5�H�S�R�U�W���R�I���W�K�H���H�[�S�H�U�W���S�D�Q�H�O���R�Q���W�U�D�Q�V���I�D�W�W�\���D�F�L�G�V���D�Q�G��
�F�R�U�R�Q�D�U�\���K�H�D�U�W���G�L�V�H�D�V�H�� Am J Clin Nutr, 1995. ����(3): 
p. 655S-708S; discussion 518-26. 

38. Willett, W.C., et al., �,�Q�W�D�N�H���R�I���W�U�D�Q�V���I�D�W�W�\���D�F�L�G�V���D�Q�G��
�U�L�V�N���R�I���F�R�U�R�Q�D�U�\���K�H�D�U�W���G�L�V�H�D�V�H���D�P�R�Q�J���Z�R�P�H�Q�� Lancet, 
1993. ������(8845): p. 581-5. 

39. Carpenter, L.L., et al., �7�U�\�S�W�R�S�K�D�Q���G�H�S�O�H�W�L�R�Q���G�X�U�L�Q�J��
�F�R�Q�W�L�Q�X�R�X�V���&�6�)���V�D�P�S�O�L�Q�J���L�Q���K�H�D�O�W�K�\���K�X�P�D�Q���V�X�E�M�H�F�W�V�� 
Neuropsychopharmacology, 1998. ����(1): p. 26-35. 

40. Anderson, I.M., et al., �' �L�H�W�L�Q�J���U�H�G�X�F�H�V���S�O�D�V�P�D��
�W�U�\�S�W�R�S�K�D�Q���D�Q�G���D�O�W�H�U�V���E�U�D�L�Q�������+�7���I�X�Q�F�W�L�R�Q���L�Q���Z�R�P�H�Q�� 
Psychol Med, 1990. ����(4): p. 785-91. 

41. Wurtman, R.J. and J.J. Wurtman, �%�U�D�L�Q���V�H�U�R�W�R�Q�L�Q����
�F�D�U�E�R�K�\�G�U�D�W�H���F�U�D�Y�L�Q�J�����R�E�H�V�L�W�\���D�Q�G���G�H�S�U�H�V�V�L�R�Q�� Obes 
Res, 1995. �����6�X�S�S�O����: p. 477S-480S. 

42. Laugero, K.D., �$���Q�H�Z���S�H�U�V�S�H�F�W�L�Y�H���R�Q���J�O�X�F�R�F�R�U�W�L�F�R�L�G��
�I�H�H�G�E�D�F�N�����U�H�O�D�W�L�R�Q���W�R���V�W�U�H�V�V�����F�D�U�E�R�K�\�G�U�D�W�H���I�H�H�G�L�Q�J���D�Q�G��
�I�H�H�O�L�Q�J���E�H�W�W�H�U�� J Neuroendocrinol, 2001. ����(9): p. 827-
35. 

43. Laugero, K.D., et al., �6�X�F�U�R�V�H���L�Q�J�H�V�W�L�R�Q���Q�R�U�P�D�O�L�]�H�V��
�F�H�Q�W�U�D�O���H�[�S�U�H�V�V�L�R�Q���R�I���F�R�U�W�L�F�R�W�U�R�S�L�Q���U�H�O�H�D�V�L�Q�J���I�D�F�W�R�U��
�P�H�V�V�H�Q�J�H�U���U�L�E�R�Q�X�F�O�H�L�F���D�F�L�G���D�Q�G���H�Q�H�U�J�\���E�D�O�D�Q�F�H���L�Q��
�D�G�U�H�Q�D�O�H�F�W�R�P�L�]�H�G���U�D�W�V�����D���J�O�X�F�R�F�R�U�W�L�F�R�L�G���P�H�W�D�E�R�O�L�F��
�E�U�D�L�Q���D�[�L�V�" Endocrinology, 2001. ������(7): p. 2796-
804. 

44. Dallman, M.F., et al., �$���V�S�R�R�Q�I�X�O���R�I���V�X�J�D�U�����I�H�H�G�E�D�F�N��
�V�L�J�Q�D�O�V���R�I���H�Q�H�U�J�\���V�W�R�U�H�V���D�Q�G���F�R�U�W�L�F�R�V�W�H�U�R�Q�H���U�H�J�X�O�D�W�H��
�U�H�V�S�R�Q�V�H�V���W�R���F�K�U�R�Q�L�F���V�W�U�H�V�V�� Physiol Behav, 2003. 
����(1): p. 3-12. 

45. Labarthe, D. and C. Ayala, �1�R�Q�G�U�X�J���L�Q�W�H�U�Y�H�Q�W�L�R�Q�V���L�Q��
�K�\�S�H�U�W�H�Q�V�L�R�Q���S�U�H�Y�H�Q�W�L�R�Q���D�Q�G���F�R�Q�W�U�R�O�� Cardiol Clin, 
2002. ����(2): p. 249-63. 

46. Alexander, C.N., et al., �7�U�L�D�O���R�I���V�W�U�H�V�V���U�H�G�X�F�W�L�R�Q���I�R�U��
�K�\�S�H�U�W�H�Q�V�L�R�Q���L�Q���R�O�G�H�U���$�I�U�L�F�D�Q���$�P�H�U�L�F�D�Q�V�����,�,�����6�H�[���D�Q�G��
�U�L�V�N���V�X�E�J�U�R�X�S���D�Q�D�O�\�V�L�V�� Hypertension, 1996. ����(2): p. 
228-37. 

47. Aron, A. and E.N. Aron, �7�K�H���W�U�D�Q�V�F�H�Q�G�H�Q�W�D�O��
�P�H�G�L�W�D�W�L�R�Q���S�U�R�J�U�D�P�
�V���H�I�I�H�F�W���R�Q���D�G�G�L�F�W�L�Y�H���E�H�K�D�Y�L�R�U�� 
Addict Behav, 1980. ��(1): p. 3-12. 

48. Sahay, B.K. and R.K. Sahay, �/�L�I�H�V�W�\�O�H���P�R�G�L�I�L�F�D�W�L�R�Q���L�Q��
�P�D�Q�D�J�H�P�H�Q�W���R�I���G�L�D�E�H�W�H�V���P�H�O�O�L�W�X�V�� J Indian Med 
Assoc, 2002. ������(3): p. 178-80. 

49. Babyak, M., et al., �(�[�H�U�F�L�V�H���W�U�H�D�W�P�H�Q�W���I�R�U���P�D�M�R�U��
�G�H�S�U�H�V�V�L�R�Q�����P�D�L�Q�W�H�Q�D�Q�F�H���R�I���W�K�H�U�D�S�H�X�W�L�F���E�H�Q�H�I�L�W���D�W��������
�P�R�Q�W�K�V�� Psychosom Med, 2000. ����(5): p. 633-8. 

50. Saunders, R., �&�R�P�S�X�O�V�L�Y�H���H�D�W�L�Q�J���D�Q�G���J�D�V�W�U�L�F���E�\�S�D�V�V��
�V�X�U�J�H�U�\�����Z�K�D�W���G�R�H�V���K�X�Q�J�H�U���K�D�Y�H���W�R���G�R���Z�L�W�K���L�W�" Obes 
Surg, 2001. ����(6): p. 757-61. 

51. Womble, L.G., et al., �3�V�\�F�K�R�V�R�F�L�D�O���Y�D�U�L�D�E�O�H�V��
�D�V�V�R�F�L�D�W�H�G���Z�L�W�K���E�L�Q�J�H���H�D�W�L�Q�J���L�Q���R�E�H�V�H���P�D�O�H�V���D�Q�G��
�I�H�P�D�O�H�V�� Int J Eat Disord, 2001. ����(2): p. 217-21. 

52. de Zwaan, M., �%�L�Q�J�H���H�D�W�L�Q�J���G�L�V�R�U�G�H�U���D�Q�G���R�E�H�V�L�W�\�� Int J 
Obes Relat Metab Disord, 2001. �������6�X�S�S�O����: p. S51-5. 

53. Anderson, J.W., et al., �(�I�I�H�F�W�V���R�I���S�V�\�O�O�L�X�P���R�Q���J�O�X�F�R�V�H��
�D�Q�G���V�H�U�X�P���O�L�S�L�G���U�H�V�S�R�Q�V�H�V���L�Q���P�H�Q���Z�L�W�K���W�\�S�H�������G�L�D�E�H�W�H�V��
�D�Q�G���K�\�S�H�U�F�K�R�O�H�V�W�H�U�R�O�H�P�L�D�� Am J Clin Nutr, 1999. 
����(4): p. 466-73. 

54. Choi, Y.S., et al., �(�I�I�H�F�W�V���R�I���V�R�O�X�E�O�H���G�L�H�W�D�U�\���I�L�E�H�U�V���R�Q��
�O�L�S�L�G���P�H�W�D�E�R�O�L�V�P���D�Q�G���D�F�W�L�Y�L�W�L�H�V���R�I���L�Q�W�H�V�W�L�Q�D�O��
�G�L�V�D�F�F�K�D�U�L�G�D�V�H�V���L�Q���U�D�W�V�� J Nutr Sci Vitaminol (Tokyo), 
1998. ����(5): p. 591-600. 

55. Haskell, W.L., et al., �5�R�O�H���R�I���Z�D�W�H�U���V�R�O�X�E�O�H���G�L�H�W�D�U�\��
�I�L�E�H�U���L�Q���W�K�H���P�D�Q�D�J�H�P�H�Q�W���R�I���H�O�H�Y�D�W�H�G���S�O�D�V�P�D��
�F�K�R�O�H�V�W�H�U�R�O���L�Q���K�H�D�O�W�K�\���V�X�E�M�H�F�W�V�� Am J Cardiol, 1992. 
����(5): p. 433-9. 

56. Jensen, C.D., et al., �7�K�H���H�I�I�H�F�W���R�I���D�F�D�F�L�D���J�X�P���D�Q�G���D��
�Z�D�W�H�U���V�R�O�X�E�O�H���G�L�H�W�D�U�\���I�L�E�H�U���P�L�[�W�X�U�H���R�Q���E�O�R�R�G���O�L�S�L�G�V���L�Q��
�K�X�P�D�Q�V�� J Am Coll Nutr, 1993. ����(2): p. 147-54. 

57. Yamada, K., et al., �' �L�H�W�D�U�\���H�I�I�H�F�W���R�I���J�X�D�U���J�X�P���D�Q�G���L�W�V��
�S�D�U�W�L�D�O�O�\���K�\�G�U�R�O�\�]�H�G���S�U�R�G�X�F�W���R�Q���W�K�H���O�L�S�L�G���P�H�W�D�E�R�O�L�V�P��
�D�Q�G���L�P�P�X�Q�H���I�X�Q�F�W�L�R�Q���R�I���6�S�U�D�J�X�H���' �D�Z�O�H�\���U�D�W�V�� Biosci 
Biotechnol Biochem, 1999. ����(12): p. 2163-7. 

58. McCarty, M.F., �9�H�J�D�Q���S�U�R�W�H�L�Q�V���P�D�\���U�H�G�X�F�H���U�L�V�N���R�I��
�F�D�Q�F�H�U�����R�E�H�V�L�W�\�����D�Q�G���F�D�U�G�L�R�Y�D�V�F�X�O�D�U���G�L�V�H�D�V�H���E�\��
�S�U�R�P�R�W�L�Q�J���L�Q�F�U�H�D�V�H�G���J�O�X�F�D�J�R�Q���D�F�W�L�Y�L�W�\�� Med 
Hypotheses, 1999. ����(6): p. 459-85. 

 
 
 

 


	Page #1
	Page #2
	Page #3
	Page #4
	Page #5
	Page #6
	Page #7
	Page #8
	Page #9
	Page #10
	Page #11
	Page #12

