
Introduction
This is a non-data review on the basics of obesity's relationship to both diabetes types, as well as some of the 
mechanisms of diabetes formation. 

Conclusion

Type 1 and Type 2 diabetes are both due to insufficient ability for the beta cells to produce insulin to bind peripheral 
tissues (muscle, liver, fat, etc.) or the peripheral cells are insensitive to the binding of insulin in some capacity. 

Type 1 is distinct from type 2 in that it is due to the immune system damaging or destroying the beta cells of the 
pancreas, while type 2 is more progressive and not immune mediated. 

Being overweight makes diagnosing diabetes more likely. 

Having more fat on your body leads to release of more pro-inflammatory signals and inflammation in the body, as well 
as reduces the release of adiponectin - an insulin sensitivity promoting hormone. 

Before diabetes is set, there is usually a rise in non-esterified fatty acids (NEFA) in the blood stream released by fat 
cells. 

Inadequate insulin release by the beta cells leads to elevated glucose in the blood stream and less finding its way into 
necessary tissues, leading to glucose production by the liver as glucose is used as an inhibition of glucose production 
(gluconeogenesis) - increasing the glucose toxicity (too much glucose).
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Type 1 diabetes is due to damage of the B-cells in the pancreas leading to a lack of the ability to 
produce insulin. This damage is caused by environmental reasons, or by infection, but common 
to be genetic. The immune cells respond to a molecule or molecules within the beta cells that 
are recognized as pathogens (harmful). 

Vitamin D is associated with improved ability to prevent type 1 diabetes as deficiency in the 
vitamin is associated with type 1 diabetes. 
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Obesity is linked to type 2 diabetes. 1.

Type 2 diabetes is defined by low levels of insulin released by the pancreas and/or insulin 
resistance (inability for cells to react to insulin binding to them). It is also associated with 
increased free fatty acids due to less glucose transporters moving to the cell membrane to 
allow glucose (blood sugar) into the cell (because of the insulin resistance). Also, the liver 
slightly elevates its levels of glucose production, even in a high glucose environment in the 
blood stream, due to increased fat centric breakdown for energy by cells incapable of 
taking up glucose for energy. 

2.

1

2

3

Cardiovascular disease tends to accompany diabetes, and sometimes predates the actual 
rise in blood sugar (glucose). 

3.
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More weight makes diabetes diagnose more likely, even type 1. 4.

4

Beta cells hang on for as long as they can to produce exorbitant amounts of insulin to 
control blood sugar in response to increasing insulin insensitivity in peripheral cells.  

5.

5

Adipose tissue (fat cells) secrete pro-inflammatory signals (cytokines), leptin, and glycerol 
(part of fat - the nutrient). Obese individuals have more of all of these. 

6.

Non-esterified fatty acids (fat molecules, like that in food) are released in high amounts 
from fat cells, which is an early indication insulin resistance. 

7.7

6

Body fat distribution also plays a factor on insulin resistance and diabetes (leaner 
individuals have a favorable distribution of their fat mass). Intra-abdominal fat releases 
factors that encourage the production of energy from other organs. Other areas of fat 
distribution (subcutaneous, lymphatic, etc.) release adiponectin, which encourages insulin 
sensitivity and is negatively (inversely) associated with increased bodyweight. 

8.8
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9

If fat tissue, muscle, and liver need glucose, the beta cells release insulin to shuttle 
glucose into those tissues' cells. 

9.

10 Inadequate insulin release by the beta cells leads to elevated glucose in the blood stream 
and less finding its way into necessary tissues, leading to glucose production by the liver 
as glucose is used as an inhibition of glucose production (gluconeogenesis) - increasing 
the glucose toxicity (too much glucose).

In healthy individuals, this process does not happen, even with extended time that glucose 
is elevated in the blood stream as beta cells are able to match demand for short periods of 
time. This could imply a genetic risk if something impedes beta cells from producing 
sufficient insulin or peripheral cells from binding sufficient insulin. 

10.
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