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AMP SHUNT
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o e IMPORTANT FACTS
Glucose
% e — iﬁ? Rate-hmiting enzyme:
. Glycogen Synthase
Hexokinase ATP - ADP
PSERTET B S it Glycosidic bonds:
” G6P a-1,4 and a-1.6
S ﬁ Glycogen Storage Diseases
k Phosphogluco- GSD Type 1
mutase < Von Gierke Disease
| S P | + Glucose-6-Phosphatase
[_ G}ET____ =) Deficiency
+UTP —»| UDP-Glucose 7.7 GSD Type I

< Pompe Disease
< McArdle Disease

Pyrophosphorylase

| UDP-Glucose |

+ UTP — | + UDP + PPi
! \/ Insulin = Stimulates Glycogenesis

P\"'*m LCles _e; “““‘E |‘ X Glucagon < Inhibits Glycogenesis II
Gly c,oge"““ Y 9 | | X Epinephrine= Inhibits Glycogenesls |
'L _ e S |

Rooster = .
Giyeogenin HORMONAL REGULATION-
8 e 3 v Insulin > Stimulates Glycogenesis
;: Glycogen 'j

X Glucagon 3 Inhibits Glycogenesis

e

X Epinephrine = Inhibits Glycogenesis
. =
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; The Glycogen Breakdown Pathway
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EXAM QUICK FACTS
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Gluconeogenesis
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ARE $oe Pyruvate Carboxylase
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L- i sl e i - Fructose-1,6- Btsphospha'tase. 1
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HO— | — L. Diabetes Mellitus: F
{3 F268P | - Leads to hyperglycemia due to E
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(Ornithine Cycle)
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CLINICAL IMPORTANCE

4 grom——

I Hyperammonemia

Phosphate

W | % Omithine
Carbamoyl| Phosphate Q) Transcarbamoylase

Ornithine Sghemse - (OTC Deficiency)
Transcarbamoylase <% Liver Cirrhosis
Reye Syndrome .
( Citrulline } L* ye Sy = -OOO

&\"Ar ininosuccinate \)
ynthetase

O
NH, + CO, ; ' CONH V' N-Acetylglutamate
=7 2 activates CPS-I
o v/ Urea cycle enhanced by
T el | Glucagon and 4 by Acidosis J
O
o/ N-Acetylglutamate activates CPS-1 o @

¥ Urea cycle enhanced by Glucagon and § by Acidosis -
J
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Acyl-CoA Synthetase

ATP + AMP
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CLINICAL IMPORTANCE
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(Carnitine Deficiency)
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¥ Malonyl-CoA
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e

Shor‘tened Fatty \&
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arbohydrate
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CLINICAL IMPO

¥ Acetyl-CoA Carboxylase
Deficiency (Acc. Deficiency)

¥k Obesity
(1 Fatty Acid Production)
X Metabolic Syndrome
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¥ Malonyl CoA inhibits CPT-1
(Carnitine Shuttle)

¥ Citrate induces Acety|-CoA
Carboxyiase

¥ Insulin induces Acetyl-CoA

o (1 Fatty Acid Synthesis)
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CLINICAL I MPOWANCE

<% Acetyl CoA Carboxylase
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¥x Obesity
(* Fatty Acid Production)
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L (1 Fatty Acid Synthesis)
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K Glucagon & Epinephrine i
(= Acetyl-CoA Carboxylase
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ETC Inihibitors
of complex 1. 2, 3

Inhibitor:
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Thank You

Thank you for purchasing the Biochemistry

Survival Bundle.

Keep revising. Consistency beats cramming.
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