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Abstract

Free radical-mediated injury is the

cause of a long list of diseases. The

antioxidant  enzymes  convert  these  free
non-toxic
dismutase  (SOD)

[n this study, we aim

radicals to less reactive or

molecules.  Superoxide
converts O, to H20,.
to develop stable lyophilized SOD liposome
dosage forms to keep long-term activity.
We  found that after Iyophilization, the
cntrapment  efficiency of SOD  hposomes

was slightly decreased. Part of these

Iyophilized SOD hposome dosage forms
kept entrapment efficiency of 60% for at

lcast 5  weeks. Turbidity tests also

demonstrated that these formulations were
stable for at least 5 weeks

Keywords: superoxide dismutase; liposomes;
entrapment efficiency: turbidity
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Fig. 1 Turbitity of SOD-liposomes in
five weeks.
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Fig. 2 Entrapment Efficiency % of
SOD-liposomes in five weeks.



