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Toward an understanding of neurobiological basis of bipolar disorder
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Characterized by recurrent manic and depressive episodes
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Affect approx. 1% of the population
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Disturbs social life by accumulated social sequelae
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Lithium is effective but mode of action is unknown and has
side effects
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The first depressive episode is diagnosed as “depression”
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Urgent need for new treatment/diagnostic method

Role of mitochondria in Ca?* signaling in
bipolar disorder
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Possible role of Dorsal raphe (DR) serotonergic
neurons in bipolar disorder
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Verification by 5-CSRTT

Abnormal delay discounting
{Kato TM et al, Mol Psychiatry 2018}

Anatomical screening
identified DR
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Research strategy of bipolar disorder research
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Possible role of PVT (paraventricular thalamic nucleus)
in bipolar disorder
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Recurrent spontaneous depressive episades

(Kasahara et al, Mol Psychiatry 2016)

Anatomical screening
identified PVT

Treatment response

Possible role of paraventricular thalamic
nucleus (PVT) in mood regulation
PVT i a part of Epithalamus {w/habenula, pineal body)

Possible roles in
- fear conditioning  {Penza et al, Mature 2015)

Emotion - oplate withdrawal  (Zhis et al, Mature 2016)
regulation saliency.  (Zhu et al, Science 2018)
etc -wakefulness  (Ren et al, Science 2018)

- pesolution of conflict (Choi et al, 1 Meurosci 2019)
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Ins Chemical/visceral senses
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Dorsal Raphe
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(based on Kirouac Neurosci Biobehav Rev 2015)



