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[ Abstract)
brain and liver, and to explore changes in IGF-1 levels. Methods

Objective

To observe dynamically the expression of insulin-like growth factor (IGF-1) in the

The thread method was used to establish middle

cerebral artery occlusion in rats. The expression of IGF-1 on the ischemic side of the cerebral cortex and in the liver

was observed dynamically using immunohistochemical techniques.

Results The number of IGF-1-positive cells in-

creased significantly, peaking on the 3rd day in the cortex and the 7th day in the liver. Conclusion The expression

of IGF-1 was upregulated in the brain after the experimental cerebral ischemia;peripheral humoral regulation of IGF-

1 responded more slowly and recovered to some extent at the 7th day after cerebral ischemia.
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