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Abstract

Low intensity laser irradiation is potential physical agent that triggers the muscle
regeneration by previous study. In muscle regeneration, a number of growth factors also
promotes that is triggered in response to muscle damage. The transforming growth
factor(TGF)-P is involved in the activation of cell proliferation and the inhibition of cell
differentiation in muscle regeneration. This is secreted not only autocrine system but
also paracrine and endocrine. Therefore, We investigated that effects of Gallium
aluminum arsenide(GaAlAs) diode laser for the expression of TGF-B on lumbar spinal
cord after extensor digitorum muscle crush injury. After laser irradiation, the
immunoreactivity of TGF-B was increased bilaterally in gray mater of spinal cord.
Especially, in 1 day, experimental group was highed than control, and in 3 day, lateral
motor nucleus were storong immunoreactivy of TGF-B. Also, in 1 and 2 day, TGF-B
was showed in white mater as well as gray mater, but in 3 day, only showed in gray
mater. These data may suggests to the establishment of laser irradiation on spinal cord
for skeletal muscle injury.
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Table 1. The Changes of TGF-B Expression in 1, 2, 3 Days

1 day 2 day 3 day
experimental group ++ + + +4++
TGF-Bexpression
control group + ++ 44+
Iv. 2 #
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Fig. 1. The expression of TGF-B(black & white arrow) in spinal cord by irradiated
laser directly on extensor digitorum longus muscle induced crushe muscle injury. A, B,
C, D: experimental group with 3 day of injury(x40), E: experimental group with 1 days
of injury(x40), F: control group with 2 days of injury(x40). DC=dorsal column,
CC=central canal of spinal cord, IX=IX of Rexed lamination.
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