—208— 2017 5 21 3 BME & Clin Med, May 2017,Vol.21,No.3

. . : 2017-05-11 16:54
: http: //kns.cnkinet/kems/detail/12.1329.R.20170511.1654.034.html

. MG350 (AGE) (IS)

. (HD) 36, 28, 8
29~74 5428 65.00 ~ 100.60 kg, 73.70 kg., 2, 18 .
MG350, F6, , (HP) + HD HD

AGE IS By~ (B-MG) . MG350 . ,

(P>0.05). AGE TS , (P<0.05), HP + HD HD 2h
AGE 475 % ~29.1 %, (F=36.012,P < 0.001);IS 623 % .44 %,
(F =150.032,P < 0.001);3,-MG 41.1 % — 8.7 %, (F=180.764,P <
0.001).2 . R N N o 6(1L-6) .
—a(TNF-a)  MG350 ,TNF-at (P<0.001),
MG350 , N .
:R318.08;R459.5 A :1009-7090(2017)03-0298-05

DOI:10.13339/j.cnki.sglc.20170511.017

Clinical study of novel hemoperfusion apparatus of effectively removal protein—-bound toxins ZHANG Yu', LIU
Yuan-yuan', XIAO Guan—qing', SHAO Yong-hong', MEI Chang-lin’, KONG Yao-zhong' (1. Department of Nephrology,
The Foshan First People’s Hospital, Foshan 528000, Guangdong, China; 2. Department of Nephrology, Shanghai Changzheng
Hospital, The Second Military Medical University, Shanghai 200003, China)

Abstract: Objective To study the effect of the novel hemoperfusion apparatus on removing protein—bound toxins, such as
advanced glycation end products(AGE) and indoxyl sulfate(IS). Methods A total of 36 patients undergoing maintenance hemodial-
ysis(HD) were enrolled, which included 28 males and 8 females, aged 29 — 74 year old with mean age of 54.28 years old; body
weight 65.00 = 100.60 kg with mean of 73.70 kg. All of them were randomly divided into 2 groups(n = 18), HD group per-
formed HD treatment and hemoperfusion(HP) + HD group performed both MG350 apparatus treatment and Polysulfone mem-
brane dialyzer F 6 used in two-stage crossover control study method. The serum AGE, IS, B,-macroglobulin(3,-MG) and in-
flammatory cytokines were detected, and histocompatibility of the MG350 apparatus were observed. Results There was no
significant difference in clinical data between 2 groups(P > 0.05). After treatment, concentrations of AGE and IS significantly
decreased in 2 groups, and the difference was statistically significant(P < 0.05). The reduction rates of AGE in HP + HD group
and HD group after treatment 2—hour were 47.5 % and — 29.1 %, respectively, which showed statistically significant(F =
36.012, P < 0.001); The reduction rates of IS were 62.3 % and 4.4 %, respectively, which showed statistically significant(F =
150.032, P < 0.001); The reduction rates of B,—~MG were 41.1 % and - 8.7 %, respectively, which showed statistically signif-
icant(F = 150.032, P < 0.001). The slight adverse events occurred in 2 cases. There was no significant difference of blood, co-
agulation, complement, liver function in before and after treatment. The interleukin 6(IL—6) and tumor necrosis factor o(TNF-
o) significantly decreased after MG350 treatment, and TNF—a showed statistically significant(P < 0.001). Conclusion The
novel hemoperfusion apparatus MG350 combination with HD could effectively remove the protein—-bound uremic toxins and in-
flammatory cytokines, which is safe and reliable and worthy of application in clinic.
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Tab. 1 Comparison of clinical data between 2 groups
A B % P
/ 15/3 13/5 0.643 0.423
/ 53.50 + 12.05 55.06 + 9.54 0.430 0.670
/ kg 70.83 + 8.45 76.57 + 9.88 1.873 0.070
/] 76.94 + 492 75.00 = 6.44 1.018 0.316
/ mmHg 132.78 + 18.64 144.78 + 21.36 1.796 0.081
/ mmHg 81.56 = 13.43 84.72 + 11.47 0.761 0.452
eKv/V 1.43 +0.32 1.52 + 0.46 0.574 0.594
B—MG / mg/L, 32.83 £ 9.85 31.61 + 6.46 0.440 0.236
IS / pg/mL 24.38 + 15.78 29.85 + 18.99 -0.941 0.054
AGE / ng/LL 257.32 + 185.24 544.19 + 245.17 -3.079 0.037
Hb / g/L 110.11 = 15.48 106.00 + 16.25 0.777 0.424
Alb / g/L. 42.15 +3.94 41.00 + 3.83 0.887 0.357
CRP / pg/L 7 481.67 + 8 741.00 7 253.89 £ 6 371.64 0.929 0.832
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Fig. 2 AGE and IS concentration at different stages before and after treatment of 2 groups
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Tab. 2 Comparison of histocompatibility before and after treatment
HD HP + HD
Oh 2h P Oh 2h P
WBC / x 10°/L. 6.18 + 1.62 5.09 +2.76 0.663 6.14 + 1.68 5.69 + 1.66 0.173
RBC / x 10%/L 3.75 £ 0.52 3.93 + 0.64 0.223 3.52 £ 0.56 3.69 + 0.64 0.957
Hb / g/LL 110.11 + 15.48 115.17 + 18.17 0.424 106.00 + 16.25 110.33 + 19.95 0.852
Plt / x 10°/L. 183.94 + 65.68 183.72 + 73.26 0.458 174.72 + 64.89 158.22 + 80.17 0.146
PT /s 19.21 + 25.74 13.15 + 1.42 0.883 17.94 + 20.53 13.08 + 15.20 0.863
APTT / s 52.74 + 46.64 58.12 + 34.70 0.185 60.01 + 72.13 88.00 + 59.53 0.260
TP / g/L 7275 + 6.79 77.03 + 10.05 0.516 72.17 + 8.15 74.36 + 7.41 0.364
Alb / g/L. 42.15 £ 3.94 41.88 + 8.08 0.357 41.00 + 3.83 40.59 + 445 0.957
GLB / g/l 30.60 + 6.43 35.16 £ 9.51 0.848 31.17 £ 6.23 33.76 + 5.37 0.329
AST / U/L 16.11 +5.22 18.44 + 5.46 0.222 19.17 + 8.92 21.11 + 8.83 0.813
ALT / U/L 13.22 £ 5.70 13.72 + 7.45 0.120 16.89 + 9.27 18.28 + 8.86 0.462
C3 /gL 0.94 = 0.16 0.95 +0.28 0.714 0.90 = 0.14 0.94 +0.18 0.603
C4 / g/l 0.26 = 0.06 0.28 = 0.09 0.809 0.27 £ 0.07 0.28 + 0.07 0.543
IL-6 / pg/mL 6.18 + 4.17 5.75 + 3.09 0.847 8.80 + 6.21 2.66 + 1.41 0.353
TNF-a / pg/mL 26.72 + 23.58 23.62 = 15.57 0.167 24.50 + 5.69 13.13 £ 2.61 0.024
CRP/ ng 7 481.67 £ 8 741.00 7 590.56 = 9 994.68 0951 7253.89 +6371.64 7485.00 £ 6 674.95 0.847
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