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Effects of Hyperthyroidism and Thyroid Hormone Administration on
Renin—-Angiotensin System

Youjiro KAWAI

The effects of hyperthyroidism on serum angiotensin converting enzyme (ACE)
activity and the renin-angiotensin (R-A) system were investigated. Significant (p<
0.01) increment of ACE activity was noted in pre-treated patients with hyperthyr-
oidism as compared with post-treated and normal subjects, and serum ACE activity
showed significant (p<0.01) positive correlation with serum free T; levels. To clarify
this in the present study, we administered thyroid hormone to 18 normal subjects.
Serum free T, levels significantly increased after mediated thyroid hormone. Serum
ACE activity was significantly (p<0.05) elevated from 3.42=+0.32 nmol/ml/min
(mean=SE) to 4.66+0.72nmol/ml/min at 4hr after administration of thyroid
hormone. Plasma renin activity, angiotensin I and angiotensin II were significantly
increased at 4 hr, prior to thyroid hormone administration. These results indicate
that thyroid hormone might influence increases in the activity of ACE and of the R-
A system. (Accepted on November 13, 1995) Kawasaki Igakkaishi 21(4) : 269—274, 1995
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0.05) {EfE%RRL7.
2) M ACE ;&M & BRRKINE & DRYE
RIGHEB L VBILED33FICI, 1iE ACE 1&
Hr, FT, O EEXEOMHEE (r=0.602,
p<0.001) ~L7: (Fig. 1).
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Fig. 1. Correlation between serum ACE activity
and serum free T; levels in 33 patients with
pre- and post-treated hyperthyroidism.
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Fig. 2. Serum free T, levels before and after

administration of 40 ug T, in 18 normal
subjects. Values are means+SE.
*** 1 p<p.005 vs. before.

L7850 FT, 13#%551 3.15+0.10 pg/ml 2 5
51 EM%7.0410.43pg/ml, 2 FER%
8.50+0.37 pg/ml, 4 B¥ [ # 7.40+0.31 pg/
ml £ BE (p<0.005) % EF 27 7z (Fig. 2) .

Iy ACE ¥, #5087 3.4240.32 nmol/
ml/min 2> & # 5 1 K [E % 3.68+0.37 nmol/
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ml/min L EHE (p<0.05) WL, 4 KER%
4.66+0.72 nmol/ml/min ¥ HE (p<0.05) I
#ine R L7 (Fig. 3).
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Fig. 3. Serum ACE activity before and after
administration of 40 xg T; in 18 normal
subjects. Values are means+SE.

x %= * . p<0.05 vs. before.
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