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with a history of SH should have skeletal status assessed 
according to the results indicating the adverse effect of 
LT4 on bone. Although thyroxin is considered as the 
most suitable hormone therapy without any serious ef-
fects, the balance between sufficient thyroxine hormone 
and iatrogenic subclinical hyperthyroidism may easily be 
deteriorated18. Accordingly, De Rosa et al19, also showed 
that L-T4 treatment significantly increased the bone min-
eral turnover and might contribute to a BMD reduction 
in both pre- and post-menopausal women. It is generally 
accepted that no or only a very small loss of bone mineral 
density is present in premenopausal women20. Sufficient 
estrogen production is accepted as the main reason for the 
lack or only minimal loss of bone mass in premenopausal 
women21. Additionally, Uzzan et al22, found that thyrox-
ine hormone therapy was associated with significant bone 
loss in postmenopausal women (but not in premenopau-
sal women), whereas, thyroxine hormone therapy was as-
sociated with bone loss in premenopausal women (spine 
and hip), but not in postmenopausal women.

The present study is reinforced with the study of Gür-
lek et al23. They suggested that endogenous subclinical 
hyperthyroidism is not associated with increased bone 
turnover, and BMD is not reduced in premenopausal 
women, at least in the short term. However, the sample 
size of their study was low.

Based on the consideration that L-T4 treatment may 
be causing a decrease in BMD, we pooled the study 
group among premenopausal women who were not re-
ceiving LT4 treatment. Földes at al24, indicated that BMD 
was not decreased in premenopausal patients with endog-
enous subclinical hyperthyroidism resulting from a soli-
tary autonomously functioning thyroid nodule. Accord-
ing to Rosario25, BMD was not low in the lumbar spine 
in patients before menopause, whereas a lower BMD was 
observed in postmenopausal patients.

Our findings suggest that, in accordance with the 
literature23-25, endogenous subclinical hyperthyroidism 
does not have a negative effect on bone mineral density 
in premenopausal women. Reduced BMD can occur in 

postmenopausal individuals who were administered thy-
roxine hormone therapies and who developed exogenous 
hyperthyroidism.

In conclusion, contrary to exogenous subclinical 
hyperthyroidism, endogenous subclinical hyperthy-
roidism has no significant effect on bone mineral density 
of premenopausal women.
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Table 5: Multiple regression analyses (enter method) performed with bone mineral density (BMD) femur as dependent 
variable and with duration of disease, and etiology of subclinical hyperthyroidism (SH) as independent variables.
Independent variables Coefficient SE rpartial p
(Constant) 0.8271
Etiology of SH 0.00007042 0.03467 0.0003211 0.9984
Duration of disease 0.004794 0.02024 0.03742 0.8140

BMD: bone mineral density, SE: Standard Error, SH: subclinical hyperthyroidism, rpartial: partial correlation coefficient.

Table 6: Multiple regression analyses (enter method) performed with bone mineral density (BMD) L1-4 as dependent 
variable and with duration of disease, and etiology of subclinical hyperthyroidism (SH) as independent variables.
Independent variables Coefficient SE rpartial p
(Constant) 0.8699
Etiology of SH 0.01626 0.03847 0.06668 0.6748
Duration of disease 0.01008 0.02246 0.07077 0.6561

BMD: bone mineral density, L1-4: lumbar 1-4, SE: Standard Error, SH: subclinical hyperthyroidism, rpartial: partial correlation coefficient.


