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Abstract Objective: To investigate the expression of two alternative splices of IGF-1 mRNA (IGF-1Ea, MGF
RNA) in rat's skeletal muscle induced by 1—4 weeks of electrical stimulation training. Method: 30 SD rats were
randomly divided into five groups:control and 1, 2, 3 and 4 weeks of training. The training consisted of 45min of
stimulation at 10Hz, 20mA, and 7 sessions per week. After the designated experimental period, specimens of the
gastrocnemius muscle were obtained and immediately frozen in liquid nitrogen then kept at =70 °C. The real-time
quantitative PCR was used to determine the mRNA expression. Result: The expression of MGF mRNA in muscles
rapidly increased 3.97 £0.86, 4.05 £0.71 4.13 +0.80.4.24 £0.77 times after 1, 2, 3 or 4 weeks of training,
respectively, compared to the control group. No differences were found between the training groups. It suggested
that a significant increase of MGF mRNA splice expression occurred mainly during the first week of training while
much less changes occurred in the following weeks. Compared with the control group, the expression of muscles
IGF -1Ea mRNA of four groups increased 1.55+0.29 .3.99 +0.83 5.11 £0.82.,5.27 +0.86 times, respectively, after
training. Furthermore, the expression of IGF-1Ea mRNA demonstrated a slower rate of increase as compared with
MGF mRNA and reached a plateau after three weeks of training. Conclusion: (D Electrical stimulation can induce
a rapidly increase in MGF mRNA after 7 sessions of training. However, longer terms of training did not induce
further increase in MGF expression. It suggests that MGF plays an signaling role in muscle growth at early stage of
training. @A slower rate of increase and reached a plateau after 2lsessions of training. At least 3 weeks of
training was required for the expression of both isoforms of IGF-1 to reach maximum that might be necessary for
muscle hypertrophy.
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