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In vitro synthesis of Immunoglobulin by peripheral

blood lymphocytes in chronic liver disease.
Hironobu OQHTA

The 3rd Department of Internal medicine, Niigala
University School of Medicine.
{ Director: Prof. Fumihiro fchida)

Elevated serum immunoglobulin(lg) levels are frequently observed in patients with
chronic liver diseases. lg synthesis by peripheral blood lymphocyte in vitro was
measured in 38 patients with chronic hepatitis (CH), liver cirrhosis (LC) and primary
hiliary cirrhosis (PBC), using ELISA methods. Spontanecus Ig Synthesis was enhanced
in patients with LC and PBC. PWM~—induced and SAC-induced IgM production in
these patients were decreased, in comparison with healthy controls and patients with
CH. These results indicate that B cells were activated in vivo and the dysfunction of
T cell existed in patients with LC and PBC.
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. . No of patients Age Sex Serum protein (g/dv)
Diagnosis -
(cases) (y.0) (M:F) TP alb gl
Chr hepatitis 10 43.7+12.2 901 7.6+0.6 1.440.4 1.5+0.4
Liver cirrhosis 17 59.0+ 9.1 10: 7 6.9+0.6 | 3.2+0.7 | 2.3+0.9
PBC 5 58.4+11.2 407 7.64+0.9 3.54+0.8 2.24+0.7
Control 22 33.0+ 4.5 200 2 n.d n.d n.d
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