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Studies of Sedative and Toxic Effects of
the Single and
Compounded Cinnabar in Young Mice

Lin-Shiau S.Y.

Institute of Pharmacology, College of Medicine, National Taiwan University

ABSTRACT

In our previous experiments, we have demonstrated that cinnabar and HgS
exhibited neurotoxic effect in guinea-pigs, rats and mice to be ranged at one
thousandth of those of methylmercury. This finding indicates the fact that the toxic
effects of cinnabar and HgS are less than those of CuCl, and CdCl,. In order to
estimate the approximate safe range of dosage of cinnabar, we have performed the
experiments in assessing the dosage regimen in inducing sedative effects and
neurotoxic effects respectively. The results obtained lead us to estimate the safe
dosage regimen to be in the range of 0.05-0.07g/day, once everyday for 10-14
days. However, this estimation is based on the restricted conditions performed in
the adult mice. One important question regarding the pharmacological effects of
cinnabar in the infants or neonatal mice is still awaited to be elucidated. Therefore,
We attempted in this research project to investigate the sedative and neurotoxic
effects of cinnabar in younger mice immediately after discontinuous mother
feeding (21 days postneonatal ) . In addition, we will study the efficacy of
compounded cinnabar as compared with the single cinnabar, since it is clinically

to prescribe cinnabar in compound formulation.

The results obtained in this study include : (1) The sedative effects of a lower
dose (4mg/Kg) of cinnabar to the young mice were superior to 10mg/Kg in adult
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mice. Apparently the response of young mice to cinnabar is much better than that
of adult mice.( 2 )At this lower dose of 4mg/Kg of cinnabar > the neurotoxic effects
including hearing defect and imbalanced motor performance were not exhibited
with prolonged feeding for more than 45 days. (3) The pharmacological and
neurotoxic effects of compounded cinnabar tends to become moderately. The most
prominent beneficial effects of compounded cinnabar is that the imbalanced motor
performance which usually appeared after 10-11wks-feeding of cinnabar alone
was not yet induced in the mice fed with compounded cinnabar. (4 ) NO, contents
of the blood and cerebellar cortex were significantly increased by singled cinnabar
but were much less by compounded cinnabar. (5) The selective increase of
cerebellar NO, contents by compounded cinnabar suggests its specific effect on
CNS. (6) The most important event found in the brain is that Na'- K'-ATPase
activity is inhibited with less extent by compounded cinnabar. All of these findings
suggest that the younger mice are definitely more responsive to the sedative
effects of cinnabar which allow to use a lower dose of cinnabar with a better
therapeutic index, and the compounded cinnabar possesses a moderate sedative
effect associated with less neurotoxic effect. These results provide the useful
information that the lower effective compounded cinnabar used in the young mice
markedly enhanced the therapeutic index of cinnabar.

Keywords : Compounded cinnabar, toxicity, young mice
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