- 292 - rhAEY B R A SR 24 2009 455 AKX 31

%5 5% Chin J Phys Med Rehabil, May 2009, Vol. 31,

No. 5

FLal 5T

IQUIEER 72 7/Da DN R = 8L RS d e X i) =
LA AE R F D Rk 1 H

5 KKA BRR #k=iE

[# ZE] B8 WIS (PEMFs) %R BB B I3 (ASMC) J& 4148 2% B s LA =5 R 7
D (MyoD) Zik 52, FEHRTT ik v e 037070 K SRR B LA E B UG 7 R . ik B5 42 H Sprague-
Dawley K ERBEHLAE 3 HIRYTLH (G + PEMFs T10) GG BRAH (16 48E) 28 0 B2 CR TR A b 2 ) | f2H
KE 14 H, 1RI7 A5 RO IR AR BB O B2 J5 B/ MR = Sk L, SR & B kS 76 PVC 5| S FEH R
TR ASMC H5AY WA SRR S BN 2T UL PEMFs T 11 1 IR, 45404 BI7E a8 ) J5 45 12 /NI IR
18 /NEFREMLARSE 7 R, BUNBR =Sk AT HE J2 X088, M 5E MyoD 2o 4558 i IR AP~
At ] 35 IR HRAIR e NAZ 2T A0S AR T A, R 3 U el (e 2 X TR 2 7™ B 5 VR 7 4 B s B n)
FELLAY MyoD 9 G3RIE  45 18 /NN B T4 12 /N (P <0.01) , ELIZE 7544 I 7] s B9 22 5 48 v T 25 0 IR 4
(P<0.01),%5 18 /N, VA7 AL TR AL (P <0.01) . &5i6  KEE#I2 MG 5 T 0 H PEMFs,
AfDAFET /5 18 h 3 MyoD MY3Rik 1, iX 7] G&J& PEMFs {3k & LA ML Z —,

[%#EiR] BHI; #; WIEREF D;  kefd#iys

Effects of pulsed electromagnetic fields on the expression of MyoD after acute skeletal muscle contusion
WANG Jing™ , ZHANG Chang-jie, GU Xu-dong, YAO Yun-hai.
Hospital, Jiaxing University, Jiaxing 314000, China

* Department of Rehabilitation Medicine, Jiaxing 2nd

Corresponding author: GU Xu-dong, Email; jxgxd@ hoimail. com

[ Abstract)
changes and myogenic differentiation factor D ( MyoD) expression in rats with acute skeletal muscle contusion
(ASMC) , Methods

two rats were randomly divided into three groups: a treatment group, a control group and a blank control group.

Objective  To observe the effects of pulsed electromagnetic fields ( PEMFs) on histological

and to explore the effects of PEMF therapy on rats with ASMC in its very early stages. Forty-
ASMC models were established with all the animals in the treatment and control groups. PEMF treatment was admin-
istered to the treatment group immediately after the establishment of the ASMC model. Seven rats in each group were
sacrificed at the 12th and 18th h after the models were set up. Their triceps surae muscles were sampled and treated
Re-
In the control group at the 12th h and 18th h, HE staining showed pale cytoplasm and polymorphism in the

with haematoxylin-eosin staining for study using immunofluorescence techniques and a fluorescence microscope.
sults
cell nuclei; in the treatment group these effects were significantly lighter, but in both groups it was more serious than
in the blank control group. In the treatment and control groups, the fluorescence intensity of MyoD at the 18th h was
higher than at the 12th h, and at each time point in both groups it was higher than in the blank control group. At the
18th h, fluorescence in the treatment group was stronger than in the control group. Conclusion MyoD expression
in rats with ASMC is upregulated by thel8th h after early PEMF treatment. This might be one of the mechanisms ac-
celerating the regeneration of skeletal muscles after trauma.
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