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CONTEXT AND OBJECTIVES
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Nearly half of chronic hemodialysis (HD) patients have white matter lesions The aim of this study is to identify a plasmatic metabolic
(WML,), a form of small-vessel cerebrovascular disease’. profile associated with these lesions by *H- Nuclear
Whereas advanced age and hypertension are the most accepted risk factors for magnetic resonance(NMR) based-on metabolomics.
these lesions, the role of other factors such as plasma lipids is controversial.
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MATERIALS AND METHODS
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Abbreviations: |
VLDL related variables: VLDL-C: VLDL cholesterol; 'VLDL-T( G: VLDL triglycerides
CONCLUSIONS VLDL-P: Total VLDL Particle concentration; L-VLDL, .M-" LD -VLDL : Larg
Triglycerides-enrichment of HDL and elevated inflammatory parameters, increased in Medium and Small VLDL Particle concentration; VLDL-Z: VLDL Size.
h ic HD tiant ith WML " Fl . Lolast I ¢ t d ~ LDL related variables: LDL-C: LDL cholesterol; Lll.-'l':g_;;'?ff’LBLtrlglycendes LDL-P:
chronic patients wi S, are known to Impair reverse cnolesterol transport, an IR\ DL Poriiclc concentration: L-LDL, M-UBIESRE S-LDL - Large, Medium and)
w
might be linked with small-vessel disease by a diminished cholesterol efflux capacity in the Small LDL Particle concentration; LDL-Z: LDL Size.
. . HDL related variables: HDL-C: HDL cholesterol; HDL-TG: HDL triglycerides.
SUb-EﬂdOthEllal Space Of Ce rebral mICFOVESSE|S. HDL-P: Total HDL Particle concentration; L-HDL, M-HDL and S-HDL : Large,
S E— ' Medium and Small HDL Particle concentration; HDL-Z: HDL Size.
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