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Thyroid function is strongly associated with the cardiovascular system.

autophagy;  macrophage;  vascular smooth

Hypothyroidism, whether

clinical or subclinical, is associated with an increased risk of atherosclerosis and treatments including thyroid hormone re-

placement and lipid-lowering therapy are insufficient to control residual cardiovascular risk.

Besides the traditional mecha-

nisms like hypertension and hyperlipidemia, recent studies on hypothyroid atherosclerosis have found some new pathogenic

mechanisms including apoptosis and autophagy.

pothyroid atherosclerosis prevention and control.
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Figure 1. Schematic diagram of the atherogenic effects of hypothyroidism
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