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Clincal analysis of therapeutic plasma exchange plus continuous

hemodiafiltration in the treatment of patients with pre-liver failure

Wan Kegiang, Tian Wenguang,Su Chang
(Department of Infectious Disease ,Y ongchuan Hospital of Chongqing Medical University)

[ Abstract ]Objective . To investigate the clinical effect of plasma exchange (PE) plus continuous hemodiafiltration (CHDF) on pre—
liver failure. Methods ; Retrospective analysis was made on the clinical data in the 49 patients with pre-liver failure. Twenty—nine pa—
tients were treated by PE combined with CHDF based on medical supporting treatment and 20 patients were treated by medical sup—
porting treatment alone. Their therapenutic effects on biochemical parameters and clinical outcome were observed and compared be—
tween the two groups. Results ; Symptoms such as fatigue, poor appetite,,and jaundice were relieved after non—biologic artificial liver
support system (NBALSS). The levels of C reactive protein (CRP) ,interleukin (IL) -6, alanine aminotransferase (ALT) ,total bilirubin
(TBIL) after treatment decreased,and serum prothrombin activity(PTA) level increased in the PE plus CHDF group. While, all of the
biochemical indictors after treatment differed significantly between the two group(all P<0.05). Patients in the treatment group had a
significantly higher improvement rate (}*=5.935,P=0.015) compared with that in the control group. Conclusion : The curative effect of
PE plus CHDF based on medical supporting treatment is more remarkable than that of medical supporting treatment alone ; therapeutic
PE plus CHDF significantly increases the improvement rate of patients with pre—liver failure.

[Key words ]plasma exchange ; continuous hemodiafiltration ; pre-liver failure
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R AR ARG 455+3.7 66.2+143 2786+742 1947+90.8 132.8+302 103.6+69.6' 53.5+355 2924220 334120 314=11.0

13 %HRF*

AT BB T LU AR B IRYT , A FE I i TR
RIS EH K 2 E B HR B ILGE &2 07 H i = jrgl oK, I
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