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Cholesterol esterase

Cholesterol esters » Cholesterol + free fatty acid.
Cholesterol oxidase
Cholesterol + O2 » Cholesterol-4-one-3 +H202.
peroxidase
2H202+ phenol+ 4-amino-antipyrine »Quinoneimine

(pink)+ 4 H 20.
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Phosphate buffer 0.1 mmol/1

Chloro-4-phenol 15 mmol/ 1

Sodium cholate 3.7 mmol/1
sulfactant

R1(buffer) ol Jslaall

Cholesterol oxidase > 200 u/1
Cholesterol esterase > 125 u/l

Peroxidase

> 1000 u/1

4-amino- antipyrine 0.5 mmol/1

R2(enzymes)a: »¥) adls

Cholesterol 200 mg/dI

R3(Standard )bl J slaall
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Lipoprotein lipase
TGs »Glycerol + fatty acids.
Glycerokinase

Glycerol+ ATP

» Glycerol-3-phosphate + ADP.
Mg++
Glycerol-3-phosphate
Glycerol-3phosphate + 02 »1202+ Dihydroxyace-

tone phosphate.

oxidase
Peroxidase
H202+ Parachlorophenol+PAP
HCL.

Quinoneimine+ 2H20+
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Glycerol 200 mg/dl
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Parachlorophenol 2.7 mmol/ 1

Magnesium 4 mmol/ 1

4-aminantipyrine(PAP) 0.4 R3(enzymes)a: xY) adls
mmol/1

Lipase >1000 u/1

Glycerokinase =~ >200 u/1
Glycerol-3-phosphate oxidase >

2000 u/1
Peroxidase(POD) >200 u/l
ATP 0.8 mmol/1
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The effects of the long- term use of Depot- medroxyprogesteron acetate on lipid
metabolism in albino rates

Abstract:
This research designed to study the effects of the long —term use of the injectable
hormonal contraceptive (Depot- medroxyprogesterone acetate DMPA) on the total
cholesterol concentration and on lipid lipoprotein in the blood of Albino rats.
Randomly 6 adult female rats were divided to two groups (3 animals for each group).
The first group (control) were injected with (0.1ml) of normal saline every 14 days for
4 month, the second group (DMPA group) were injected with (0.5 mg/0.1ml) of
DMPA every 14 days for 4 months.

The results showed a disturbance state in blood lipid in the second group
characterized with increase in total cholesterol (TC) and significant increase in
concentration in low



