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(Abstract] Radix Aconiti Lateralis Preparata is a kind of Chinese materia medica for warming Yang, and it can be used to
treat heart Yang deficiency and other syndromes. Since its strong nature and toxicity, it is difficult to be widely and safely used in
clinical practice. Therefore, this paper discussed its mechanism of warming heart Yang and the relationship between the toxicity and
effect to promote its safe and effective application. In order to provide the basis for guiding the clinical rational use of Radix
Aconiti Lateralis Preparata, this paper took the relevant mechanism of warming promotion of Yang Qi as the breakthrough point,
and discussed the relationship between the effect of warming heart Yang of Radix Aconiti Lateralis Preparata and the improvement
of energy metabolism and the regulation of calcium homeostasis, so as to explore the warming Yang effect of Radix
Aconiti Lateralis Preparata and its mechanism.
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