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Abstract

Objective: To investigate the effects of shock wave on femoral artery adhesion molecules and hemodynamics in
diabetic rats.

Method: Eighteen healthy male SD rats aged 10 weeks with a body weight of 220g—250g were randomly di-
vided into 3 groups: control group (group A, n=6), diabetes group (group B, n=6) and shock wave treat-
ment group (group C, n=6). Group B and C were treated with high glucose and high fat diet and intraperito-
neal injection of streptozotocin to establish diabetic models. Group C was treated with shock wave therapy at
1, 2, 3 and 4 weeks after successful model establishment. After the treatment, the changes in femoral artery
diameter and Doppler blood flow in each group were observed by ultrasonography. The left femoral artery of
each group was taken to detect the protein expressions of ICAM-1 and VCAM-1 by Western Blot and the
mRNA expressions of ICAM-1 and VCAM-1 by RT-PCR.

Result: Compared with group A, the protein expression of ICAM-1 and VCAM-1 and mRNA expression of
ICAM-1 and VCAM-1 in group B and C were increased (P<0.05); compared with group B, the protein ex-
pression of ICAM-1 and VCAM-1 and mRNA expression of ICAM-1 and VCAM-1 in group C were de-
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creased (P<0.05); compared with group A, the diameter and blood flow of femoral artery in groups B and C

were significantly decreased (P<0.05); compared with group B, the diameter and blood flow of femoral ar-

tery in group C increased (P<0.05).

Conclusion: Shock wave therapy can improve the diameter of femoral artery and increase the blood flow of

femoral artery in diabetic rats. It may be related to the decrease of the expression of ICAM-1, VCAM-1 pro-

tein, ICAM-1 mRNA and VCAM-1 mRNA.
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