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Oxidized sensibility of low-density lipoproteins in patients with amyotrophic lateral scle-

rosis
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[ Abstract |

in patients with amyotrophic lateral sclerosis ( ALS). Methods A case-control study was performed involving
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Objective To measure the changes in oxidized low-density lipoprotein (ox-LDL) lag time

15 male patients and 4 women with ALS diagnosed according to the Escorial criteria. 19 age-matched healthy
persons with comparable status of smoking and life style were used as control. For each subject, LDL oxidizabili-
ty was measured by determining LDL oxidation lag time in conjugated diene product at 234 nm using Cu-stimu-
lated oxidation. Results Compared to the levels in the control subjects,the ALS patients showed significantly
reduced LDL oxidation lag time [ (59.32 +8.65) vs (83.16 +8.37)min,P <0. 05]. Conclusion Decreased

anti-oxidant ability are implicated in the mechanisms of ALS, suggesting the value of appropriate antioxidant

therapy in controlling the progression of ALS.
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