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Energy delivering nutrients
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« proteins

Catabolism
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Energy Production & Storage (Normal Homeostesis)
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Lipid Metabolism

Adipose
Tissue

e Lipolysis Msaalglnsnaisalsalksiu nsaluliu (Free Fatty Acids)

Fasting / Severe Diabetes
(Insulin Deficiency)

ED )
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Lipolosis /->
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Metabolism Summary

Proteins Carbohydrates
: - glucose, fructose,
amino acids g3|ac|:ﬂ5g
asuns:uIUNISIUAIUDAT reogcness S
2a9a1sA 9 Tus1NIg Nirogen  Glycogen Glucose-6-Phosphate
Qo
glycogenohysis
tissue glucgneo- glycolysis
| protein \ genesis

Lactic Acid Pyruvic Acid
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1. Insulin Resistance:

= Fat cells release inflamatiory
o signals that disrt GlisTipt Insulin
S ﬂ a ) u (O b e S lt ) insulin signaling in liver & Receptorcs o O IL-6,
muscles, leading high high = = TNFa.a
blood sugar \
: IL-TNF
o d . r'__- e
nalnNIuMUaaZY Join (- -y s A\ .~
Lt N ::::_'OQ Receptors Adipase Tisswe N Reg;:t'::wce
Ré ceptors | (Fat Celis)
B
[ ] [ )
e NISADMNDAUBAU (Insulin resistance) '\ | 2. Adoose-derived Inflammation:
v Fat tisure im Fa']fc]tisuse
releasses pro-inflamamiary
blocked molecules, causing systemi
Chmmc low-grade inflamnation

o MISKavAISNANISANIFUNNIUITa VU | inflammation | || Ghron®®
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(Satiety Hormone) _ (Retisttone) Hormone)

3b. Leptin Resistance: f 3b. Hormonal Dysirgglation:

T .
S i - [ (]
* 1J=INIAUISASVS=AUM o e, o e s s
. . k of i : e ) disrupt appetite control
- -l - -kl bl e .-“; ¢
o IWUAWIdEINBISARAIGDNA:ISA NCDs AU 9

VICIOUS CYCLE OF OBESITY
Excess fat — Inflammation — Insulin Resistance
More Hunger - More Fat Accumulation - Metabolic
(Diabetic Diabesse, (Hypertestion)
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Insulin Resistance

Mother’s Hormones from plancta
Danunss ad" block insulin’s action \ . (Gllucose enter cells)
i_ o \

[SANTIWUSNSSUNIAzNIIAWE: IUTKIUYUAIASSA Bl e B
N\?\iﬂérmone Factory) 2 \ \ Maternal Cells
Not enough insulin produced -, I - / . o QB N

/ (Relative Insulin Deficiency)
\'\\‘h_ / \\.ﬂ___ _

(Gestational Diabetes Mellitus)

Progesstore Materral Cells

nalnNWIuMUaaBY [
- il

e gasIUUDINSNMUNISHIINIUYDNBUYAU R
e AUBAULNSAKAVAUBAUTUIWIIWD » _——

(H\,rperclegremla) : '
e = > )
Wans:NUAASINYIA:NTAUNU ./\ s 20).- .
= - .. s L n placenta \ \ X /
e UISAIFEINANISITAILIKIIUBTAN 2 TuaUAR / e
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- Gestaitional Diabetes Mettliit: (GDM)

Insulin Resistance
(Glucose cannot enter cells)

(e.p, Hypoglyccomia after birth)
Placatinal Hormones - Insulin Resistance - Pancreas can't keep up - High Blod Suga
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