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Abstract Objective To explore the correlation between plasma homocysteine and lipoprotein
(@), folate, Vitamin B12 in hepatolenticular degeneration(HLD) and the relationship with decoppering
therapy. Methods 63 inpatients of HLD were divided into 33 cases of standardized treatment
group(specification group) and 30 cases of non-standardized treatment group(non-specification group). The
serum concentration of homocysteine(Hcy), lipoprotein (a), folate and vitamin B12 were measured before
decoppering therapy with sodium dimercaptosulphonate(DMPS), 24-hour urine copper were remained
before drug treatment and after first period treatment with DMPS. 35 cases of normal served as
controls(control group). Results The abnormal rate of serum Hcy in non-specification group was higher
than that in specification group and control group(P<0.05), but there was no statistical significance
between specification group and control group(P>0.05). The concentration of lipoprotein (a) and folate
between three groups had statistical significance(P<0.05), but vitamin B12 among the three groups present
no statistical significance(P>0.05). 24-hour urine before drug treatment and after first period treatment with
DMPS in non-specification group were higher than that in specification group(P<0.05), and 24-hour urine
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after first period treatment with DMPS had positively linearly related to serum Hcy in non-specification
group. The serum concentration of vitamin B12 and folate had a significant negatively related to Hcy in
control group, but lipoprotein(a) had no significant positively related to Hcy. Conclusions HLD patients
without standardized decoppering therapy are more easily complicated with hyperhomocysteine. HLD
patients have metabolic abnormalities of lipoprotein(a) and folate deficiency. The correlation between
hyperhomocycteinemia and lipoprotein(a), folate, vitamin B12 is existed in normal human, but this
correlation in HLD patients remains to be further exploration.
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