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Remove Middle Molecular Substance of Uraemia with Blood Adsorption

LOU Tan-qi's PENG Hui', CHEN Zhu-jiang', SHI Cheng-gang', YANG Yue-xiong’, CHEN Wen-feng’

(1. Center of the Blood Purification, Third Affiliated Hospital of Sun Yat-sen University of Medical Sciences
Guangzhou 510630, China; 2. Biology Material Plant for Medicine Attached to Li Zhu Conglomerate, Zhuhai 519020, China)

Abstract: [Objective] To investigate the effect of removing middle molecular substance (M MS) with high
surface area adsorba big hole high-polymer absorbers in uremia patients. [Methods] Thirty selected uremic pa-
tients were treated with the absorber and dialyzer in series (hemoperfusion-hemodialysis) for one single session
and received hemodialysis as the cross control. The changes of MMS during hemoperfusion-hemodialysis and
hemodialysis were observed. [Results] As compared with the beginning of treatments MMS in participates
were decreased at the end of the treatment both in hemoperfusion-hemodialysis and hemodialy sis groups; but the
changes in the former were greater than in the latter ( P<C0. 05). There were no different in Urea and creati-
nine clearances between the two groups ( P > 0.05). And as to plasma albumin, globulin, erythrocyte,
hemoglobin, leukocyte, platelet and electrolyte, there were also no significant changes both during hemoperfu-
sion-hemodialy sis and hemodialysis ( P=> 0. 05). [Conclusions] AP was more effective to remove M MS in ure-
mia patients than HD, and the effect could be improved if making absorber and dialyzer in series.
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Table 1 Change of middle-molecular substance and others before and after
hemoperfusion-hemodialysis and only hemodialysis treatment (x=+s)
Hemoperfusion-hemodialy sis Hemodialy sis
Substance pY
Pre-treatment Post-treatment Pre-treatment Post-treatment
MMS(U/ dL) 420.8+65.0 280. 3+43.4 423.7+85. 6 357.5472.2 <0.05
¢(BUN)/ (mmol°L ™" 24.2+4. 3 11.342.7 24.244.2 10.7+4.2 >0.05
e(Cr)/ (mmol* L H 769.2+251.4  373.9+92.2 850.4+151.2  376.8+93.5 >0.05
0 (albumin)/ (g° L~ ") 40.0+3.0 45.1+£4.5% 40.44+2.4 44,343.5 % >0.05
0 (globulin)/ (g*L ™" 28.6+5. 4 36.2+6.17% 29. 6+4.6 34.5+43.7 % =>0.05
p(SBP)/kPa 21.242.6 21.6+2.8 21.242.6 21.942.3 =0.05
p(DBP)/ kPa 12.5+1.5 12.8+1.7 12.4+1.3 12.8+1.1 >0.05
n (RBC)/ (102°L°H 2.740.8 3.14£0.9% 3.240.8 3.740.7 % >0.05
e(HbY/ (g°L D 75.8+17.9 91, 14+23.2 % 88.6+17.5 101.8+17.9%  >0.05
n(WBC)/(10°°L™H 3.3+1. 8 9.4+4.6% 2.9+1.7 6.9+3.0 % >0.05
n(Po/C10°°L Y 166.9+48.3 185.9+56.1 7 152.3+70. 6 167.6464.5%  =>0.05

1) MMS: middle molecuhr substance; BUN: blood urea nitrogen; Cr: bbod creatiningg SBP: systolic bbod pressure DBP: diastolic blood pres-
surg, RBC: red blood cell; Hb: hemoglbbin; WBC: white blood cell; Pt: Platelet. 2) Com pared with Pre-treatment ( p<Z0. 05). 3) Hemoperfu-

sion-hemodialysis was compared with Hemogdialysis
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