BXRERKZEZFIR 2015 £5 40 £ 1 ( Journal of Chongging Medical University 2015.Vol.40 No.1) — 1 —

PRZENHFE  DOI:10.13406/.cnki.cyxh.000463

KL BT APP/PS1 W EIEDT AD FE589 7 B K i 1 2%
F1 0 P9 A did #2221 4k (4 T

BAM, H K,k K F ARG, TR T, BNT, EHRAE F
(T BREE RIS S S B S UIR R O % T4 S 24020 TARRFST S, AR 400016)

(i Z)B8 .8 R 7 158 RTS8 B 5B X APP/PST XU B PRSI /N BRAT e R P T3 B 1 o PN A e 25 27
HeVER . Ak 6 A SHENE APP/PST BU: JL IR BT /R 250 8RS (Alzheimer’s disease , AD )AL/ 43 R Xt HRZ (n=7) FNEEAE4H
(n=12) , AT 4 A H IBERE T 1, B4 538 Morris 7K3A B ST ARG I /IN BRUEK 45 18] 27 2) FCAZBE 1 3 PR B Y = 4 {4
RR2E 5 2R 5 B /N B B AR | T N A B 2R 2T A K S AT RBET 4 B N2 0 AR 85 R . 2400 4 A
AR | A5 /N BOAG R (SEAA T 2 06 Sk S 347 0k b TR AR 0 I 4 2 T X R AL (P=0.000) , & AR R LI R ML Al 2 5
UECHIT- 6 T £ 5 BRI ] B 43 L BA S5 5% HRZH (P=0.000, P=0.009) , 5% HRZH /N B A, BB 21 /N B TG S AR R 1 A
2T i S ATERI 2 1) S ATV 58 4841 (P=0.026, P=0.042, P=0.027 ) , 11T [ J5 PN A Bt 20 2T 4 S K 18 RNV B b 25 2T 21 B i AR
ZERIGIT2 7 XL (P=0.259,P=0.901) , 5% . BL BN 1 BT BRI S0 2 27 4k (9 VR F T e 2 B SRR AR SE AD 2% ) Al
121 N R E TSR SR —

[ 358 R) ) I S PRI B R % VSR /N B 5 BB BB M 5 11T 5 3 B 20 27 4 5 AR 2

[ E4r22|R749.4;R322.81;R329.4 [ CERFRAERD ] A [ Y& B #7)2014-09-05

Effects of running exercise on the white matter and the myelinated fibers
in the white matter of the APP/PS1 double transgenic mouse model of

Alzheimer’s disease
Zhou Chunni, Jiang Lin ,Zhang Yi,Zhang Lei,Chao Fenglei,Luo Yanmin,
Wang Feifei,Tan Chuanxue ,Chen Linmu,Tang Yong
(Teaching and Research Section of Histology and Embryology ,Laboratory of Stem Cells and Tissue Engineering,
College of Basic Medicine ,Chongqing Medical University)

[ Abstract]Objective : To investigate the effects of running exercise on the white matter and the myelinated fibers in the white matter of
the APP/PS1 double transgenic mouse. Methods ; Six—month—old female APP/PS1 transgenic mice were divided into the control group
(n=7) and the running group(n=12). The running group ran for four months. Seven mice were randomly selected from each group.
After running exercise ,Morris water maze test was used to detect the spatial learning and memory abilities of the mice in both groups.
The white matter volume, the total length and total volume of the myelinated fibers in the white matter,the total volume of the myelin
sheaths and the total volume of the axons in the white matter were investigated with the accurate three—dimensional quantitative stere—
ological methods. Results ; After four—month running exercise , the mean escape latency of positioning navigation test in the run—
ning group was significantly shortened when compared with that in contol group(P=0.000),while the target zone frequency and the
percentage of time in target quadrant of the running group in spatial probe test were significantly increased when compared with those
in control group (P=0.000, P=0.009). When compared with those in control group,the white matter volume,the total volume of
the myelinated fibers and the total volume of the axons in the white matter were significantly increased in the running group(P=0.026,
P=0.042,P=0.027). The total length of myelinated fibers and the total volume of myelinated sheath in the white matter were not sta—
tistically different between the two groups(P=0.259,P=0.901). Conclusion ;. The effects of running exercise on the white matter and

the myelinated fibers in the white matter might be an important
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structural basis for understanding the mechanism for the fact
that running exercise could delay Alzheimer’s disease progress.
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Fig.1 llustration of the method for counting the number of points

hitting the white matter
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Fig.2 lllustration of the method for counting the myelinated fiber

profiles in white matter
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Fig.3 Separate counting of the number of the points hitting the

myelinated fibers, myelin sheaths and axons in the white matter
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Fig.5 Comparisons of the spatial probe test results of the Morris

water maze between control group and running group
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control group and running group
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