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Fig.2 Effect of Insulin and ARA290 on the Frequency of Established Neuritic Dystrophy inAkita
Diabetic and Control Celiac Ganglia.
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Fig.3 Genotyping and validation of hyperglycemia in Akita mice.

BIINGST FAIBETI 4, XL BBERBNAKta/NE SN B/NBROEERAK, BRTERREXERE
RREEOIEXRBESBIEPIER, bAXREEBELERERFINCRNANGLEHRIRME 73245 (Fig.4)[7].
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Fig.4 Ingenuity Pathway Analyses(IPA) for key signaling network associated with
cardiomyopathy/diabetic heartfailure in Akita heart using differentially expressed genes from
microarrayanalyses.
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Fig.5 Retinal ganglion cells (RGC) counts inperipheral retinae from Ins2 Akita -Srr are more than
those from Ins2 Akita,but less than Srr or w/t.
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Fig.6 The clinical features (below the dotted line) and potentialpathway (above the dotted line) of
zinc transporter 8 (ZnT8)in diabetes. The initial phase of diabetes might bethe interaction
between genetic and environmental factors.
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Fig.7 Ex-4 treatment increased insulin-positive areas, number of islets and insulin content.
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Fig.8 The Basic Symptoms of Ins2-(C96Y) Mouse Compared with Its WT Litter Mate
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Fig.9 Body Weight of Ins2-(C96Y) Mouse Compared with Its WT Litter Mate

T Z216/NNEEERZA/NNERIEE, Ins2-(CoO6Y)/NENIEEESTRAEXNB/NG ., = MEEESER
£, MHIns2-(Co6Y)H R S MABFLEIRE I ™E(Fig.10),

EEmnEXEYRERDERAE

www.modelorg.com 400-728-0660

9/12



Bload Glucose{mmol)

Rlood Glucose{mmol)

Blood Glucose(mmol)

16 TTours Fasting Blood Glucose

20+
1 5 1 ke
(UL I
54
0 T T T T
5 6 7 8
Time {weeks)
Male 16 Hours Fasting Blood Glucose
201
154
Eake
104 EiE
54
0 T T T T
5 6 7 8
Time (weeks)
Temale 16 TTours Tasting Blood Glucose
15+ .
e
10+
54
0 T T T T
5 & 7 8

Time (weeks)

- WT

- ns2t7eTse

-~ HWT-Male

-, (s pale

~# WT-Female

& ns28%7 Female

Blood Glucose(mmal )

Blood Glucose{mmol)

Blood Glucose{mmal)

4 Hours Fasting Blood Glucose

304 nnwn
20+
s
10+
0 T T T T
5 ] 7 8
Time (weeks)
Male 4 Hours Fasting Blood Glucose
30 i3 EXE T
.
20+
104
o T T T T
5 & 7 8
l'ime (weeks)
Temale 4 TTowrs Tasting Blood Glucose
304 .
204
.
10+
0 T T T T

5 <] 7 8

Time (weeks)

- AT

- |ns209eTT

=& Wi-Male

- [ns2%8 Male

~@ WT-Female

- Ins209" *Female

Fig.10 Blood Glucose Level of Ins2-(C96Y) Mouse Compared with Its WT Litter Mate

Ins2-(Co6Y)/NEBKEEESTRBNR/NE, RANSRBRERFFIE(Fig.11).
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Fig.11 Water Intake of Ins2-(C96Y) Mouse Compared with Its WT Litter Mate
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