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Clinical observation of compound a-ketoacid combined with hemoperfusion in
treatment of maintenance hemodialysis patients with malnutrition - inflammatory
response syndrome

DAI Sha', ZHANG Yue-hua”, FEI Jing-ru', NI Hua', TAN Hai-rong’

1. Department of Nutrition, Shanghai Dermatology Hospital, Shanghai 200443, China

2. Department of Nutrition, Shanghai Tenth People’s Hospital, Shanghai 200072, China
3. Department of Pharmacy, Shanghai Dermatology Hospital, Shanghai 200443, China

Abstract: Objective To explore the clinical effect of compound o-ketoacid combined with hemoperfusion in treatment of
maintenance hemodialysis patients with malnutrition - inflammatory response syndrome. Methods Patients (80 cases) with
maintenance hemodialysis with malnutrition - inflammatory response syndrome in Shanghai Tenth People’s Hospital from May 2013
to September 2014 were randomly divided into control and treatment groups, and each group had 40 cases. The patients in the control
group were given hemoperfusion, 2 h/time, twice weekly. The patients in the treatment group were po administered with Compound
a-Ketoacid Tablets during the meals on the basis of the control group, 4 tablets/time, three times daily. The patients in two groups
were treated for 3 months. After treatment, MIS scores, SGA scores, BMI, Alb, TRF, Hb, CRP, TNF-a, FGF-23, leptin, and
1,25-(OH),D5 in two groups before and after treatment were compared. At the same time, TSF, MAC, and MAMC in two groups
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were also compared. Results After treatment, MIS scores, CRP, TNF-q, leptin, and FGF-23 in two groups were significantly
decreased, and SGA scores, BMI, TSF, MAC, Alb, TRF, Hb, and 1,25-(OH),D; were significantly increased, and the difference was

statistically significant in the same group (P < 0.05). These observational indexes in treatment group were better than those in control

group, with significant difference between two groups (P < 0.05). Conclusion Compound a-Ketoacid Tablets combined with

hemoperfusion has clinical curative effect in treatment of maintenance hemodialysis patients with malnutrition - inflammatory response

syndrome, and can effectively improve the nutritional status of patients, and can ease inflammatory states, which has a certain

clinical application value.
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Table 1 Comparison on nutritional status and anthropometric indexes between two groups ( Xts,n=40 )

415 MEE (7] MIS/4y SGA/4y  BMI/(kg'm?) TSF/mm MAC/cm MAMC/cm
paics 1RITHT 11.71£2.81 21.26%7.36 20.89+2.63 6.22+2.58 24.13+£3.26  21.94+2.48
BIT G 6.79+1.45"  2298+737°  21.49+3.56"  7.2743.52° 25.68+3.76"  22.76+3.12
18I TRIT T 11.24+3.11 21.35+7.21 21.12+2.81 5.96+2.43 25.84+331  22.01£3.42
BTG 33611074 24374723 23434378 991+£3.62%  27.76+4.43™  23.98+3.54
SRMABITATR: "P<0.05; SXEAGITJEHE: 4P<0.05
"P <0.05 vs same group before treatment; 4 P < 0.05 vs control group after treatment
%2 WMAMERMBIEIRELE ( x£s, n=40)
Table 2 Comparison on serum and plasma indexes between two groups ( X£5,n=40)
251 MEFRFR Alb/(gL™h TRF/(g'L™) Hb/(gL™) CRP/(mg-L™")
payiit RIT T 32.26+3.84 1.21+0.21 76.56£7.56 8.23+3.07
VR 36.5+4.13" 1.26+0.24" 84.6+8.21" 7.78+2.63"
1By RITT 33.1243.98 1.23+0.22 77.1244.63 8.4243.18
VR 39.12+4.26"4 1.88+0.3174 90.14+8.67"4 51241454
20 531) MEFRR TNF-a/(pg'mL™") S/ (gL FGF-23/(ng'L™") 1,25-(OH),D5/(pmol-L ™"
X Hi 1BITHT 154.76 £32.61 23.5446.32 543.75+102.77 11.57+£7.37
WBI7 G 149.58+31.03" 22.48+6.21 526.88+100.58" 13.26+8.11"
bi=bad 1BITHT 153.59432.58 23.87+6.72 546.24+104.35 11.45+7.54
BTG 98.47+23.59™4 5.69+3.59™4 471.54+63.17"4 24.77+11.28"4

HRAHRITITHE: P<0.05; SxR4LAIT G HE: 4P<0.05

"P <0.05 vs same group before treatment; 4 P < 0.05 vs control group after treatment
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