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The mechanism of propofol infusion syndrome - the potency of dexmedetomidine as
a treatment or prevention of propofol infusion syndrome
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We used rats and infused 1% propofol and it"s solvent, lipofundin for three
days. The rats received propofol infusion did not express the symptoms of propofol infusion
syndrome, but the rats received lipofundin expressed the elevation of creatine kinase and myoglobin
indicating skeletal muscle damage. We detected that lipid peroxidation related the lipid induced
skeletal muscle damage. This mechanism was validated by the phenomenon that the alpha-tocopherol,
which is one of the vitamin E, suppressed the lipid induced skeletal muscle damage.

We concluded that the lipid which was used as a solvent of propofol induced skeletal muscle damage
via lipid peroxidation and propofol itself prevented the skeletal muscle damage by it"s
anti-oxidative effect. Moreover, we investigated the preventive effect of dexmedetomidine on lipid
induced skeletal muscle damage, but dexmedetomidine did not have the attenuating effect of skeletal
muscle damage.
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