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8-4.
Elucidation of the pathogenesis of propofol-in-
duced skeletal muscle degeneration
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[Background and Purpose] Propofol is a commonly
used sedative drug. Propofol infusion syndrome
(PRIS), a rare but fatal complication, occurs with long-
term high-dose administration of propofol. Rhabdomy-
olysis is a major symptom of PRIS.

Although propofol can induce mitochondrial dysfunc-
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tion in cultured cells, detailed mechanism of PRIS has
not been elucidated. The purpose of this study is to elu-
cidate the pathomechanism of propofol- induced skeletal
muscle degeneration by using zebrafish larvae as an ani-
mal model of PRIS.

[Methods)
fourth day post fertilization (dpf) in a propofol solution,

After culturing wild-type zebrafish on the

we checked heart rate and whether skeletal muscle dam-
After de-

termination of the suitable cultured condition, we ana-

age under a microscope using polarized lens.

lyzed gene expression changes by quantitative RT-PCR
(qPCR).

[Results] 4 dpf wild-type zebrafish were bred in 125
UM propofol solution for 3 hours.

A significant decrease in heart rate was observed in the
propofol-treated larvae. In addition, microscopic obser-
vation using a polarized lens and immunostaining con-
firmed propofol-induced skeletal muscle structural ab-
normalities.

By qPCR we found expression changes of the genes
related endoplasmic reticulum stress together with a re-
duced expression of PGCla, a maker of mitochondrial
biogenesis, from 3 hours after propofol administration.
[Conclusion] Endoplasmic reticulum stress may in-
volve in the pathogenesis of skeletal muscle degeneration

in PRIS.

8-5.
Investigation of the pathogenic gene variants of
von Willebrand disease (VWD) using the Japa-
nese Multi-Omics Reference Panel (jMorp) in the
Tohoku Medical Megabank Organization (ToM-
Mo)
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[Background]
ited bleeding disorders.

VWD is one of the most common inher-
This is caused by quantitative
or qualitative abnormalities of von Willebrand factor

(VWF). As of 2021, there were approximately 1,500
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