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[ Abstract] Objective To investigate the effects of electroacupuncture (EA) on affected and healthy limbs
and on the regulation of insulin-like growth factor-1 (IGF-1) mRNA and proteins in the cerebral cortex early after fo-
cal ischemic. Methods A model of focal cerebral ischemia was established in 54 SD rats using the suture occlusion
method. They were then randomly divided into an affected limb therapy group (ALTG, n=18), an unaffected limb
therapy group (UALTG, n=18), and a control group (CG, n=18). Each group had a 7-day subgroup, a 14-day
subgroup and a 21-day subgroup with 6 rats in each. Rats in the experimental groups received EA beginning 24h after
the occlusion. Rats in each subgroup were sacrificed in a random order on the 7th, 14th and 21st days and the ische-
mic cerebral cortexes were quickly dissected. The specimens were frozen in liquid nitrogen before being analysed for
IGF-1 mRNA expression by RT-PCR and for IGF-1 protein by Western blotting. Results (DAfter occlusion, IGF-
1 protein levels in the ischemic cortexes of the CG declined from the 7th through the 21st day. Rats in the ALTG had
significantly higher levels compared with the CG at all time points. The UALTG had the highest values on the 14th
day, but was lower than the ALTG and higher than the CG at the 21st day. @IGF-1 mRNA levels in the ischemic
cortexes of the UALTG declined from the 7th through the 21st day. At day 7 the results of the UALTG were 6. 8 times
higher than the CG, and the ALTG was 3.0 times higher. At day 14 levels in the UALTG were significantly lower
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than those in the ALTG. At that point the results of the UALTG rats were 3.3 times higher than those of the CG and
the ALTG was 5.7 times higher. On day 21 levels in both the UALTG and ALTG were significantly lower than in the

CG. Conclusions EA intervention at an early stage of focal cerebral ischemia can improve the expression of IGF-1

mRNA and protein levels in the ischemic cortex. Treating the unaffected limb can evoke more IGF-1 mRNA expres-

sion earlier and with relatively longer duration, and generate relatively longer protein increases. EA administered to

the unaffected limb was more effective in the early stage of stroke.
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