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Abstract : The purpose of this study was to investigate the effects of different types of exercise
training on B—Amyloid, Brain—Derived Nerurotrophic Factor(BDNF) and cognitive function in mice
with Diabetes Mellitus Group(DM.G). 24 male C57BL/6 mice were randomly assigned to the
control (C.G. n = 6) and Diabetes Mellitus Group(DM.G. n = 18) groups. After the Diabetes
Mellitus induction period, the DM group was subdivided into DM.G. + sedentary (DM.G., n = 6),
DM.G. + endurance exercise (A.G, n = 6), and DM.G. + resistance exercise (R.G., n = 6). The
A.G. and R.G performed treadmill and ladder climbing exercises 5 times per week for 8 weeks,
respectively. After 8 weeks the results are as follows: B—Amyloid showed higher levels of DM.G.
than in A.G., R.G,, and C.G., but was not statistically significant(p>.05). BDNF was significantly
lower in DM.G. than in C.G, A.G.,, and R.G.(p <0.05). The Y-maze task performance for
cognitive function was significantly lower in DM.G. than in C.G., A.G,, and R.G.(p €0.05). These
results predict that diabetes can negatively affect 3—Amyloid, BDNF and cognitive function. It can
also be predicted that low—intensity exercise can positively improve B—Amyloid, BDNF and
cognitive function regardless of the type of exercise.

Keywords : Diabetes Mellitus, exercise type, B3-Amyloid, BDNF, cognitive function
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Fig. 1. The results of 3—Amyloid expression in
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Fig. 2. The results of BDNF expression in
hippocampus.
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Table 1. Changes in Cognitive function(% Alternation Behavior) for each group.

C.G DM.G A.G(DM) R.G(DM) F-value
pre 62.82+7.27 64.85+8.70 53.88+6.87 55.55+6.12 G: 4.032*
AB(%) T: .340
+ + +
ost 69.37: 10.39 A4 14+ 13.67 63.24+_ 8.13 66.77+_ 8.41 I 7.482%
t -2.265 2.505 -2.318 -2.115

C.G! Control Group DM.G: Diabetes Mellitus Group A.G: Aerobic exercise Group R.G:
Resistance exercise Group, AB: Alternation Behavior, G:Group, T: Time, I: Interaction
* Two-way repeated measure ANOVA result indicated that there was a significant difference

between the groups(p<.05).

+ Tukey’s post—hoc result showed significant difference versus DM.G.(p.<.05)

o= {oIgh Zolzh Uertth(p.05).
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