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Preliminary Study on Cumene Hydroperoxide —Induced
Mitcchondrial Lipid Peroxidation in Vitro

Xiong Ye and Chen Zorgrong
( Department of Antiatomic Medicine , Third Militarv Medical Coilege )

Cumene Hydroperoxide( CHP) —induced mouse mitochondria! lipid peroxides (LPO) are
significantly higher than those of the normal! mitochondria ( P«0. 01) . Those LPO increase
lineally with the CHP at the lower concentration. The LPO appear the maxium at
CHP being 5 - 400 pmol/L. The LPO increase lineally witn the incubation time
withii the first 20 min, and keep on a higher constant level after that time . Reduced
glutathione ( GSH,, vitamin E (Vit E) and ethylenediamine tetraacetic acid (EDTA) inhibit
the LPO production significantly { P <0.01). Moreover , GSH content decreases markedly ,
bui Vit E doesn’t change when it is incubated with CHP . Dimethy! sulphoxide( DMSG} and
supcroxide dismutase ( SOD) without inhibiting effect on CHP —induced LPO exclude the for-
mation of hydroxy! radical and superoxide anion .The possible mechanism of CHP - induced
LPO and antioxidant effects of GSH and Vit E is discussed .

Key words: Lipid peroxide ; Mitochondria ; Glutaithione reductase ; Viltamin F;

Superoxide dismutase



