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[ ABSTRACT] Aim To explore the change of serum insulirr like growth factor 1 and insulirr like growth factor binding pro-
teirr 3 and their values of clinic. Methods Serum levels of insulirr like growth factor- 1 and insulirr like growth factor binding
proteirr 3 in sixty cases of acute cerebral infarction( the third day and the fourteenth day) and thirty cases of healthy subjects were
measured with two- layer antibody sandwich ELISA.  Then analyse the different between the patient and the normal controls.
According to the diameter of infarction in the CT or MRI imagines, the patients were divided into three groups: large infarction
( diameter >5 cm), middle infarction( 1. 5 em Sdiameter< 5 cm) and small infarction( diameter< 1.5 cm). Then analyze the
relation between the range of the infarction and the levels of IGF-1 and IGFBP-3 in the serum. Results  Serum IGF-1 and
IGFBP-3 levels of the patients( the third day and the fourteenth day) are much lower than those of healthy control groups ( P< 0.
001). Serum IGF-1 and IGFBP-3 levels of the patients at the third day are much lower than that at the fourteenth day( P< 0.
05). The levels of different infarction groups are quite different( P< 0. 001) .

play a role in protecting the nerve cell in the area of infarction, and the range of the infarction may affect the serum levels of IGF-

1 and IGFBP-3.

Conclusions Therefore serum IGF-1 may
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Table 1.  Serum levels of IGF 1 and IGFBP3 in acute cere
bral infarction patients and normal controls in different time( x
).

IGF-1( Mg/ IGFBP-3(mg/L)
Groups n

3d 14 d 3d 14 d
Control 30 185130 4.0%0.7
ACI 60 94E27* 109 *25° 2.2 Xo0.7* 2.8 0. 8

a: P< 0.001, compared with control group.
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Table 2.  Serum levels of IGF-1 and IGFBP-3 in different cerebral infarction groups at 3 and 14 d (x *s).
IGF-1 (Lg/L) IGFBP-3 (mg/L)
Groups n
3d 14 d 3d 14 d
Control 30 185 £30 3.99 %0. 71
Larger infarction 13 72. 18 +20. 22 83.31 124, 15% 1.59 0. 36 1. 87 0. 46
Middle infarction 29 91. 49 +20. 69° 109. 49 £21. 01* 2.139 *0. 51° 2.80 0. 57°
Small infarction 18 112. 72 £19. 00* 125. 47 £17. 06* 2.87%0. 64* 3.34 £0. 85"

a: P< 0.01, compared with control group, b: P< 0.05, compared with another infarction group.
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