
 
 

 

ADIPOSE DEPLETION 

 

Increased LT and PG(?) biosynthesis mediates 
and potentiates bone resorption, inflammation, 

edema, vascular permeability, etc.  
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DEPLETION OF LEUKOTRIENE 

INHIBITOR AND PROSTAGLANDIN 

ENHANCER PRESENT IN RATITE 

BODY FAT.  THE ADIPOSE HAS A 

CHARGE, PROBABLY FURTHER 

ENHANCING THE PHOSPHOLIPID 

BOND. 
 

Sequelae of Adipose Depletion in African and South 
American Ostriches (Rheas) 

 Donna Fezler 
1995, revised 1996 

Spontaneous 
fractures 

Rickets 

LTC4  binds 
GSH 

Contributing factor to rickets 

Increased 
activity of 

osteoclasts 

Hyperproliferation 
of  LTB4 

stimulated 
epidermal cells 

Deformed beak and 

 “striped “ leg effect Antioxidant 
depletion 

Increased 
phosphorus 

requirements 
for ATP 

HMP 
Shunt 
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membranes. 

 

(Flowchart pending) 

Hypoglycemia 


