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ADL participants, occlusal support was related to this

outcome.

P1-09.

Novel ex-vivo training model for free-hand inser-
tion using a double-bending peroral direct cholan-
gioscope
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Backgraoud and aimes : Several experts of direct
peroral videocholangioscopy (D-PVCS) using a
conventional ultra slim endscope have reported its
usefulness for the diagnosis and therapy of biliary tract
We have additionally develoed a dedicated
double-bending D-PVCS (DBD-PVCS) technique for
free-hand scope insertion.

an ex-vivo training model for the free-hand DBD-PVCS

disease.

In this study, we developed

technique and compared it with the technique using a
conventional ultra slim endscope.

Methods : The ex-vivo model was made for training
using a U-shape insertion pattern. A3rdbprototype
endoscope and an ultra slim upper GI endscope were
used.

D-PVCS using the free-hand technique.

Two experts and 9 non-experts performed

Results : The 2 experts could not advance the tip of
the endoscjope to the hilar portion using the free-hand
technique, but they could achieve technical successful
insertion to the hilar portion with the 3rd prototype
cholangioscope using the freehand technique alone.
The non-experts could not advance the tip of the
endoscope to the bile duct using free-hand technique.
On the anther hand, 2 (22.2%) non-experts could
advance the tip of the 3rd prototype cholangioscope
using the free-hand technique before the training

conducted by the experts. After the training, all the
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non-experts could advance the tip of the 3rd prototype
cholangioscope to the hilar portion.

Conclusion : the novel ex-vivo model using a 3rd
prototype cholangioscope was useful for training in the
use of the free-hand D-PVCS technique.
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P1-11.
Analysis of HSPB8 myopathy using zebrafish
models
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Heat shock protein B8 (HSPBS8), a member of the
small heat shock protein family, is known to have
chaperone activity and protein quality control via the
ubiquitin-proteasome pathway and chaperoneassisted
selective autophagy. Previous studies reported that
mutations in HSPBS cause hereditary motor neuropathy
and myopathy. Recently, novel candidate mutations of
HSPBS8 were identified in families with myopathy.
However, it remains to be elucidated pathogenic
mechanisms of HSPB8-related myopathy. In this study,
we established zebrafish models to confirm the patho-
genicity of these novel HSPBS mutations. We carried
out microinjection of wild-type or mutant human HSPBS
mRNA in zebrafish embryos at 1-2 cell stage. Embryos
were maintained 5 days post-fertilization, then we
analyzed phenotype of these fish. Overexpression of
mutant HSPBS resulted in morphological abnormalities
at a high rate compared to expressing wild-type HSPBS§-
injected and non-injected fish.

Moreover, these abnormal fish caused severe muscle
degeneration. Our data suggest that the novel mutations

of HSPBS can cause myopathy.
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P1-12.
The effects of anti-IL-6 receptor antibody on mus-
cle pathology in dystrophin/utrophin dKO mice
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