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%2 T deiodinating activity of lymphocytes in vitro

Subjects Treatment No. of samples T d«e(ﬁd‘iar:;tiir}gsf)c)tivity.
Normal control (=) 26 26+14
Hypothyroidism (=) 2 2.5£0.5

with /-T, 4 58 +26*
TBG deficiency (=) 1 7t
Graves’ disease (-) 1 304"
with PTU (clinically hyper) 5 101£23**
with PTU (euthyroid) 14 2420
Pituitary dwarf (=) 8 18*+14
with GH and/or [-T, 5 61£17**

P value vs control group ; * P<0.01, ** P<0.00l
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Thyroxine deiodinating activity of lymphocytes in vitro. Kohki Saida, Department
of Pediatrics, School of Medicine, Kanazawa University. Kanazawa, 920, Japan. J.Ju-
zen Med. Soc., 88, 255—261(1979).

Abstract T4 deiodinating activity of lymphocytes was studied in 26 normal subjects, 6 pa-
tients with cretinism, a patient with T4 binding globulin (TBG) deficiency, 15 patients with Graves’
disease and 10 patients with pituitary dwarfism. The normal value (mean = SD) was 26 + 14. It
was low (2) in an untreated patient with cretinism, which increased to 19 after T4 replacement.
Four patients with cretinism under long-term T4 substitution and a patient with TBG deficiency
showed significantly higher value than the controls (58 + 26 and 77 respectivily, P < 0.01). Those
in an untreated patient with Graves’ disease and in clinically symptomatic hyperthyroid patients
were markedly elevated (304 and 101 + 23, P< 0.001), while those in well-controlled patients
with antithyroid medication were within a normal or subnormal range. Children with GH de-
ficiency have low normal activities, whereas in patients treated with hGH significant a rise in T4
deiodination was noted (18 + 14 vs 61 £ 17, P< 0.001). In thyroidal disorders, a correlation was
observed between serum trilodothyronine levels and T4 deiodinating activities (r=0.76, P < 0.01),
but not in pituitary dwarfism. These results appeared to reflect closely the clinical state of the
patients, so the method was considered to be suitable for the evaluation of pathophysiologic
state of peripheral T4 metabolism in various diseases.



