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Abstract

Objective: To investigate the effect of massage on the expressions of cytomembrane repair proteins dysferlin
and annexin Al in rats with acute skeletal muscle contusion and to explore the possible mechanism of mas-
sage therapy on repairment of skeletal muscle injury.

Method : Forty-two SD rats were randomly divided into control group(n=6)and model group(n=36). Acute con-
tusion on the right gastrocnemius muscle were made in model group and rats of the model group were divid-
ed randomly into three groups with 7, 14, 21 days treatment respectively. Each point in time contains natural
recovery group(n=6) and massage therapy group(n=6). Massage was given to rats in massage therapy group

on damaged surface daily since 48 h after injury while no treatment was given to other groups. The distribu-
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tion and quantity of protein expressions of dysferlin and annexin Al were taken by double-labeling immunofluo-
rescence staining and Western-blot analysis.

Result: In normal cell, double-labeling immunofluorescence staining revealed that dysferlin and annexin Al dis-
tributed on cytomembrane with lower expressions and no co-expressions. In model group and diffusedly distrib-
uted in cells, But it reduced with time. The expressions of two proteins in massage therapy group were lower
than natural recovery group at the same time points and had more co-expressions on cytomembrane .Western
blot showed that upregulation of two proteins in model groups significantly more than in control group. The
expressions of two proteins in natural recovery group and massage therapy group reduced with time and the
differences among two groups were statistically significant(P<0.05).The massage therapy group had lower ex-
pressions of dysferlin than natural recovery group at 21d(P<0.05),as well as lower annexin Al at day 14 and
day 21(P<0.05).

Conclusion: Massage can reduce the expressions of dysferlin and annexin Al at cytomembrane of acute contu-

sion muscle. It may be related to the mechanism of cytomembrane repair.
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