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Clinical Significance of Creatine Kirase (CK) Linked Immunoglobulin
Accompanying with Transient HyperCKemia

Kiyomi YAMANE, Takashi KOMORI and Takashi NAGAYAMA
Department of Neurology, Neurological Institute, Atami General Hospital
Koichi SHIBATA, Hidekazu KAME], Eiko KITAMURA, Itsuro KOBAYASHI
and Shoichi MARUYAMA
Department of Neurology, Neurological Institute, Tokyo Women’s Medical College

Recently various enzyme linked immunoglobulins have been found. Clinical significance of
creatine kinase linked immunoglobulin (CK-Ig) has been unknown.

We studied eight cases showing in the sera of the patient, CK-Ig was proved. The serum CK levels
in transiently elevated period were from 253 to 6682 unit (normal value, 10—120 unit). CK-Ig were
detected by the thin layer gel infiltration technique in hyperCKemia with these case. In CK isozyme,
MM fraction was dominant (82—96%). Extraband between MM fraction and MB fraction was found in
two cases. Tailing of MM fraction was found in four cases. The types of CK-Ig art IgA-A in six cases,
IgA-«+ 4 in one case and IgG - A-k- A in one case. But CK-Ig were not detected by the same techinique
when CK were normalized in these cases. The appearance of CK-Ig have been considered to associate
specific disease, such as malignancy, myocardial infarction, lung fibrosis, neuromuscular disease,
ulcerative colitis, and other autoimmune diseases. However, our study showed that detection of CK-Ig
to correspond to elevation of serum CK levels.

We considered the appearance of CK-Ig was non-specific from the result of our study. Clinical
significance of CK-Ig will be needed to be investigate in the future.
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