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whole-mount cornea on day 14 post-inoculation. Anti-
LYVE-1 antibody, anti-CD11b antibody and anti-F4/80
antibody were used for immunostaining. Corneal
infection was graded by a previously reported method
and central corneal thickness as a measure of corneal
edema was evaluated by anterior segment optical
coherence tomography (CASIA SS-1000; Tomey,
Nagoya, Japan) .

[Results]
reduced by macrophage depletion on day 14 post-

Lymphangiogenesis was significantly
inoculation. There is no significant difference the
control group and the macrophage depleted group on day
7 postinoculation. However, clinical infection score
and corneal edema significantly increased in the
macrophage depleted group on day 14 post-inoculation.

[Conclusions]  These results suggest that the process of
lymphangiogenesis in bacterial infection of the cornea
presumably suppresses keratitis in the late stage of

infection.

P1-05.
Amyloid and tau positron emission tomography in
diabetes-related dementia
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Our proposed clinical entity, referred to as diabetes-
related dementia (DrD), describes a dementia state
predominantly associated with type 2 diabetes mellitus
We studied
11C-PiB and 11C-PBB3 positron emission tomography
(PET) in 29 subjects with DrD and 5 subjects with

Alzheimer disease (AD) associated with DM to assess

(DM) -related metabolic abnormalities.

amyloid and tau deposits in the brain. Different from
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AD, only 11 out of 29 subjects (38%) with DrD showed
positive PiB, whereas 17 out of 19 (89%) showed
positive PBB3.
PBB3, we classified subjects with DrD into a negative
PiB and positive PBB3 pattern (53%), indicating

Depending on positivity of PiB and

tauopathy, a positive PiB and positive PBB3 pattern
(32%), indicating AD pathology, or a negative PiB and
negative PBB3 pattern (16%), indicating non-specific
neuronal damage. DrD showed variable amyloid and
tau accumulation patterns in the brain. DrD may be
associated predominantly with tau pathology, in addition
to AD pathology and non-specific neuronal damage due

to DM-related metabolic abnormalities.

P1-06.
Analysis of aggregated proteins in HSPB8 myopa-
thy using zebrafish models
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Heat shock protein B8 (HSPBS), a member of the
small heat shock protein family, is known to have
chaperone activity and be involved in protein quality
control. Previous studies reported that mutations in
HSPBS§ cause several neuromuscular diseases.
Recently, two novel candidate mutations of HSPBS8 were
identified in families with protein-aggregated myopathy.
However, the pathogenic mechanisms of HSPB8
myopathy remains to be elucidated.
firstly establish zebrafish models of HSPB8 myopathy to

In this study, we

confirm the pathogenicity of these novel HSPBS
mutations. We also tried to identify abnormal
aggregated proteins for the purpose of clarifying the
pathological mechanisms of HSPB8 myopathy. We
carried out microinjection of wild-type or mutant human
HSPB8 mRNA in zebrafish embryos at 1-2 cell stage.
Then we analyzed phenotype of these fish at 5 days post-
fertilization. Overexpression of mutant HSPBS mRNA
resulted in morphological abnormalities at higher rate
compared to expressing wild-type HSPB8 mRNA-
injected and uninjected fish. Furthermore, it revealed
that these abnormal fish had severe muscle degeneration

and protein aggregation. Our data suggest that the
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novel mutations of HSPB8 may cause myopathy with

protein aggregation.

P1-07.
Do sedative antihisitamines prolong febrile seizure
duration?
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[Background] Use of sedative antihistamines (sAH)

is not recommended in the guideline released by the
Japanese Society of Child Neurology in 2015 because
sAH might prolong durations of febrile seizure.
However, reports about effect on febrile seizure by sAH
are limited. Moreover their results show diverse
outcomes. In this study, we used a template for febrile
seizure in daily medical examination and performed a
cross-sectional study to evaluate the relation between the
febrile seizure duration and antihistamines.

[Methods] We collected the data of 475 patients who
visited St. Luke’s International Hospital due to febrile
seizure from August 2013 to February 2016. Patient
with epilepsy, perinatal disorders, developmental
disorders, acute encephalopathy or encephalitis and aged
less than 6 months old or over 6 years old were excluded.
We defined the seizure duration as a primary outcome,
and performed univariate and multivariate analysis.
[Results]

sAH were 24 cases aged 10 months to 5 years-old. The

In 475 patients, sAH group who were given

control group were 425 patients who where administered
neither sedative nor nonsedative antihistamines. The
median seizure duration of seizure was all 3 minutes, as
well as there was no statistical difference within 3 groups
(sAH group, nonsedative antihistamines group, and
control group) by using the univariate and multivariate
analysis (p>0.05).

[Conclusion] ~ Since there was no statistical difference
in the seizure duration between patients with and without

sAH, the uniformly recommendation about the use of
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sAH should be reconsidered.

P1-08.
SFTRERTILTA VT —LICIEKELES
A1 FIEREF TN 7)Y

(L )
O%ME Ak, BN BT

FRAEHE R EE L 70G BV EALIC & 0 it S 7z
RAEWE SR E T ELRH-oTBY ., BELL
;T AMEEOMEFRI IS MR BB ZE G L
22T T AN A 7 VR OETELAT A T H
Bo BEET v b RSB T, B E
DEBIIFERISY — 2 DFEAH, MR~ D /NG
TR ARCEE 2T A5 I 2 1,2,3 DV hne
ML L Tl S O 28 1 7 ViR & BR
BdsZ Il L Cwh, Lo L, IEEIE
FEXAZIE L7/ ) A 7 VRGBS RES % 49
FHRBOFEIIRZHEHI LTV v, 25D/
Ja V) A 7 VBRI | IS BB - T R
AT DHIEHERN Ca IREVPEETH L EEZ, K
W7E Tk Ca" bt v —EHETH LV F T M I 73
VICEHLT, ¥4 F 2 AL X B/NBY A
7V REBR IR O 57 2 HEW L 72,0
SIRNAZEBALTYF TNy 7 IV 1,205%HH%
P L 728538 7 v b ESRS RN > 7 AR
(Syt1-KD, Syt2-KD) 2. 5 Hz T 4 45 i I8 K &
TN D > F 7 AN % K S 7250
PN T AREN 2 WE L NamhiTeEE % 4
W R L 7o ZOER, Sytl-KD (& v/ NMahTE
IERE L, Syt2-KD 133N T & VN TS
D)7 % I L 72,

NS DFERDP S ZEBEMERTIZ, ¥ FT 8T
IV RS T LRER RN R S
LSS b N A/ ANV M b 8 ARVAN X 50 <131 4
MMZTHAF 3 ¥ 3MAFW 2B/ NamhiFE % 35 9
B D ERENS 5 2 & AVRIB E 7,

(5)



