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The average serum ceruloplasmin (copper binding
protein) level in 100 healthy Thai adults, age 20-60 years,
employing the Ravin’s colorimetric enzymatic assay method, was
obtained at 35.19%6.38 (mean + S.D) mg per 100 milliliters.
This value showed no significant variation according to the age
and sex. Serum ceruloplasmin level decreased in patients with
hepatolenticular degeneration (Wilson's disease) and the nephrotic
syndrome, but increased in those affected with chronic infection
(pneumonia. pulmonary tuberculosis). chronic immune complex
diseases (systemic lupus erythrematosus, rheumatic fever, rheuma-
toid arthritis and acute glomerulonephritis). The estimation of
the serum ceruloplasmin level is useful us a screening test for
abnormal copper metabolism in Thai people.
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