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6-2.
Interleukin-17 signaling in cerebrum of offspring
from mother with diabetes
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A number of human cohort and animal studies suggest
that offspring from mother with diabetes (OMD) has an
increased risk of neurological issues. However, the un-
derlying mechanism of the neurological issues is not
elucidated. The aim of this study is to examine the
mechanisms by investigating gene expression in the cere-
brum of OMD during the embryonic period. CD-1 fe-
males were injected intraperitoneally with 150 mg/kg of
streptozotocin for generating OMD. This OMD model
showed learning impairment as previously reported.
Citrate buffer was used to generate the control group.
After mating the females with healthy males, fetal cere-
brums were collected at gestational day (GD) 17.5.
RNA sequencing revealed 40 differentially expressed
genes. Enrichment analysis using the KEGG pathway
identified a group of genes (Lipocalin-2 (Lcn-2),
S100a8, and S100a9) related to the Interleukin 17 (IL-
17) pathway. Quantitative PCR revealed mRNA ex-
pression of these genes was significantly higher in OMD.
To investigate the distribution of Len-2, we next intra-

peritoneally administered biotinylated Lcn-2 to pregnant
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dam at GD 17.5 and collect maternal and fetal samples
30 minutes after the administration. Immunohisto-
chemical staining showed that biotin expression was ob-
served in the maternal cortex but not in the fetal one,
suggesting that maternally derived Lcen-2 does not reach
the fetal cortex. Altogether, our results demonstrate that
IL-17 signaling in the fetal brain may be involved in
learning impairments in OMD. This research was sup-
ported by the Tokyo Medical University Research Grant

(2022).

6-3.
Distal interphalangeal (DIP) joint involvement

and its significance in rheumatoid arthritis (RA)
— Analysis based on NinJa2018 database
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[Purpose] Distal interphalangeal (DIP) joint, which
can be affected in rtheumatoid arthritis (RA), is typically
seen in osteoarthritis (OA) and psoriatic arthritis (PsA).
Therefore, DIP joint is excluded from the evaluable joints
in 2010 ACR/EULAR RA classification criteria. The
aim of the present study is to examine the involvement of
DIP joint and its significance in RA, using NinJa2018
database.
[Methods])
registered in NinJa2016 with the data regarding their af-
fected joint distribution available (n =10,038).

We used the data of adult-onset RA patients

[Results] The number of RA patients who presented
with DIP joint involvement (tenderness or swelling in
their second to fourth DIP joints) was 206 (2.1%). The
DIP involvement was not related to disease duration,
stage, mHAQ, positive rate of rheumatoid factor, or those
of anti-CCP Ab. On the other hand, the DIP involve-
ment was significantly more frequent in women. RA
patients with DIP involvement were younger than those
without. Furthermore, pain VAS, TJC, SJC, and
DAS28-CRP were significantly higher in RA patients

with DIP involvement than those without it.

(12)
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[Conclusions] We have thus clearly demonstrated that
DIP involvement was significantly associated with high
disease activity status in RA, albeit infrequently. The
limitations of the present study included lack of Xp find-
ings regarding bone proliferation and clinical information
about the complication of OA and PsA. However, we
consider that it is necessary to pay more attention to DIP

involvement in active RA patients.
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