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Application of ultrasonic doppler detection of portal vein bloodstream changes of patients with
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[ Abstract)
hepatitis

Objective  To detect the portal vein bloodstream changes of patients with chronic

C after interferon treatment by pulse doppler ultrasound. Methods Total of 14 patients with
chronic hepatitis C who accept interferon treatment were detected by ultrasonic doppler. The portal vein blood
flow rate was tested at four time point; prior treatment, treating for 2 weeks, treating for 24 weeks and 24
weeks after the treatment. Results In those patients with interferon treatment, the portal vein blood flow
rate was increased obviously after HCV being eliminated completely or effectively. In those patients with
Ultrasonic

ineffective therapy, the portal blood flow rate did not increase significantly. Conclusions

doppler detection has no harm and is easy to manipulate. It could be an excellent technique to assess the

effect of interferon to hepatitis C.
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