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Effect of Huangkui Capsule Combined with Combined Artificial Kidney
on Inflammatory Factors, Oxidative Stress and Quality of Life

in Maintenance Hemodialysis Patients with Diabetic Nephropathy*
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ABSTRACT Objective: To explore the effect of Huangkui capsule combined with combined artificial kidney on inflammatory
factors, oxidative stress and quality of life in maintenance hemodialysis patients with diabetic nephropathy. Methods: 120 cases of main-
tenance hemodialysis patients with end-stage diabetic nephropathy in our hospital from October 2018 to September 2019 were selected.
The patients were divided into observation group and control group according to the random number table method, 60 cases in each
group. Both groups were given basic treatment, the control group was treated with combined artificial kidney. On this basis of the control
group, the observation group was given Huangkui capsule treatment. The renal function index, inflammatory factor level, oxidative stress
index level and quality of life of the two groups were compared, the occurrence of adverse reactions was counted. Results: After 3
months of treatment, the serum urea nitrogen (BUN), serum creatinine (Scr), albumin excretion rate (UAER), hypersensitive C-reactive
protein (hs-CRP), interleukin 6 (IL-6), tumor necrosis factor o (TNF-a), advanced oxidation protein product (AOPP), malondialdehyde
(MDA) levels in the two groups were lower than before treatment, and those in the observation group were lower than those in the control
group (P<<0.05). The of superoxide dismutase (SOD), glutathione peroxidase (GSH-Px) and SF-36 levels in the two groups were higher
than those before treatment, and those in the observation group were higher than those in the control group (P<<0.05). There was no sig-
nificant difference in the incidence of adverse reactions between the two groups (P2>0.05). Conclusion: Huangkui capsule combined with
combined artificial kidney for end-stage diabetic nephropathy can effectively reduce the oxidative stress and inflammatory response, im-
prove the renal function and quality of life of patients, it has a high safety, with better clinical application value.

Key words: Huangkui capsule; Combined artificial kidney; Diabetic nephropathy; Maintenance hemodialysis; Inflammatory factors;
Oxidative stress; Quality of life

Chinese Library Classification(CLC): R587.2 Document code: A

Article ID: 1673-6273(2020)19-3779-05

* I - IR AR BR2S T AR R TR 5 H (2017DX0216)
YEZ TS - 2200(1987-) , & , AR} 440, WF 9% 7 18] - 9% 123 , E-mail: Chenpuforever@163.com
A ETVER 457 E(1984-) 2 AR} A WF9E 77 0]  BEERHG B9 , E-mail: ydyygz@126.com
(Wi H 199:2020-03-23 #5257 H 1] : 2020-04-17)



- 3780 - DREYESSHE  biomed.cnjournalscom Progress in Modern Biomedicine Vol20 NO.19 OCT.2020
EE 1 BR5FE

DR 5 o S T e ™ B P LML e 2 — , L h
PR R AT A EE RS . SELADRE PR P 22 LA BR ] £ 1 )
FEA IR RS L MR AL A LR ity T o P (A Kh
s B A T RERE S, 28 e R A W I 1L %%
M2 HRTAT T 2R IIE PRI B 50 R A 0 o S HE A
LU E S et B S 11107 SO R A N < gL (U ES R Y
TR AR e 4 T i, AEIR YT EIRARANIAAS , NG 7 AR 22
5t N T o (A Z R T  HUARIARAS AR A I SR B
A o o e ) B S PR 2RO, e v 2435 R
o T S A T AR AR TS AT AR A, S8l
PE TR h B BE AL PRI A Y, AT BT SR AT
YT, AP S BB EIRI T &5 AR BTN T IR YT i 2
fili I B, IR B IR 2 N T XA R
o PR R P I VR AT A SR A DR 7 AR I8 B A 1 T
SR, DU BE R B B I ARG PR BT R 275 s

1.1 —f&EFR

TEHL 2018 4 10 H ~2019 4 9 HIKBEHUIAR) 120 F1ZAK
BB DRIR B R AR I OB BT R RN B, AR -0
¥k 2 RUBEPRAG , £FA b E 2 RO RGBT IG AR R 2013 AE R
BWERIE 1, B ABE IR R T S LRI (B Bk g
<15 mL/min);0 BERBGEELZ 5 40 FT4ERFE MBGE DTG
I7,ENTIEZ 6 4N 50 AFEES 18-80 %50 MTRARENIBENTIAIT I
L, B 2~3 K, RIR 4~4.5 h 3 1 H NRATH R
BTSN MBS IR YT ;0 AN S 5AE 28 A1
AT, HEBRARME 0 A 2kERYe TEShPEIFR 0 F1 5l KL
M S s 0 MR SR RGP 0 I 2 A INF 2
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Table 1 Comparison of baseline datas between the two groups

24-hour

Course of

o . . Fasting
Dialysis urine Course of diabetic Urea Serum
Male/Fe- Age BMI . ) o blood
Groups age protein diabetes nephropa- nitrogen creatinine
male (year) (kg/m?) ) glucose
(month)  quantifica- (year) thy (pmol/L)  (mmol/L)
) (mmol/L)
tion(g) (year)
Observation 49.16% 21.79¢ 25.16% 10.34+ 146.35%
32/28 1.65+ 0.37 6.33+ 1.04 3.24+ 1.19 8.16x 1.25
group(n=60) 10.14 2.56 9.10 1.60 25.12
Control group 50.12+ 21.87% 24.53+ 10.28+ 148.49+
35/25 1.52+ 0.50 6.42+ 1.25 3.30% 1.25 8.09+ 1.40
(n=60) 10.98 2.70 10.62 1.65 23.18
it 0.304 0.498 0.167 0.349 1.619 0.429 0.269 0.202 0.485 0.289
P 0.581 0.620 0.868 0.728 0.108 0.669 0.788 0.840 0.629 0.773

1.2 BT H*

A B B AL R TR R A T R B AR
F T SR RN SRR o X IR ZE L SE R 1 oR A
BTN TE 5, BRI AR I 1R DL R 7 S8 B A )
AT YTS R — IR P My e 2, ER AR T =] 4008S
BENTHLET B HTE R RL, AR 1.4 m?, 145738 B3
K INEE BT S 500 mL/min, (133 & 300 mL/min,
RIS BT . IRTT I EE TR 5B T 2 /NI, REHE TR A1
FUG BT HERAR AR SLENT 2 /NG JRTT RIS 4 /N, B
HEHT 3 U IRITITEIA 3 AN H o SR AE X B4R vy 7 LA 1
FHH2E I (E 2575 219990040, 4= 77 58 Tk o 2k 5
B PR &, B < Ak 3 0.5g) 3897, IR, 5 % / ¥R,3 Ik
a7 34 H
1.3 MEERRENFTE
131 BIheesgrrkE  TIAITRT. 1697 3 DA JEEuE R
#ibkifn 10 mL, L 3500 r/min £5.004038 30 min, 25.02¢4% 20 cm,
B 4T AB.C =48, ¥E T (20C ) RFEH,
A B IMEER 4 B sh A A ORI i 7 JR 2 &0 (Urea nitrogen,
BUN). i35 )L (Serum creatinine, Scr) , JiC5 G2 12300 2 FR il bt

4 HEE 2 (Urinary microalbumin excretion rate, UAER) 7K
& B AL R AR AR R A FRAF

132 REEFAKE B M LG TR o2 WU L il
EHH -C VK  (Hypersensitive-c-reactive protein, hs-CRP)
A, R & A T IEA IR A PR 7] ELISA B4
H4fIANZ -6 (Interleukin-6,1L-6) . iR SRFEH F -a( Tumor
necrosis factor-a, TNF-a ) /K5, i &4 B _F i A YR+
HBRAHE]

133 |UMHIERATE  C & AR A 3L E W A DR6000
BN BB TR A b H G S e (Glutathione per-
oxidase, GSH-PX) . i %81k #) 5 fL. /i (Superoxide dismutase,
SOD) . —-1¥# ( Malondialdehyde , MDA ) 7K - , 2% F FifF B¢ £ 28 W
R 56 0 <2 W 31 S 1L & H 75 %) (Advanced oxidation protein
products, AOPP)/KF- X & A IR YE ARG RAF.

134 &£FRE KA SF-36 A1 i i RV B AN
i, AR RIS 8 ML, 4RI AR TIRE (PF) KA T gt
A AR Z I (RP) 4E£ D) fE (SF) % 771 (VT) 959 (BP)
DEITHEE(MH) B8 %) M AT RER R (RE ) DL K fgt 5 S AT
53 (GH) , BEAYERE 53 I D 0-100 43 4-{E8 i 2R AE I i



DREYESSHE  biomed.cnjournals.com Progress in Modern Biomedicine Vol20 NO.19 OCT.2020

WL
135 AREM  iCEMAN R RN &N
14 GitEFHE
TEFH SPSS23.0 X4 #E AT 40 BT AAL 38, THECBORLR BUE

2 g7
2.1 WMASINEELLE
AL, LGt )7, 2H AR HOSRB ¢ G 56, A6 36 /K 7 a=0.05 MRZH(P<<0.05), W% 2,

2 WABMEEIRILR (L 5)

Table 2 Comparison of renal function indexes between the two groups(xt s)

PRI RIS B IR bn LU B SE 7 22 57 (P>0.05) .
(%)F27 AL X AT 2 K5 s THE R R AT A IEA sy 4iRYT)R BUN Ser UAER I-THATFAT, H WSS &R TXF

Groups Time BUN(mmol/L) Scr(mmol/L) UAER( pg/min)
Before treatment 10.34% 1.60 146.35+ 25.12 23542+ 27.19
Observation group(n=60)
After treatment 6.69% 1.37* 86.35% 17.42% 91.32+ 15.26**
Before treatment 10.28+ 1.65 148.49+ 23.18 233.28+ 28.69
Control group(n=60)
After treatment 8.06x 1.21%* 106.34% 20.18* 138.15¢ 17.37*

Notes: compared with before treatment, * P<<0.05; Compared with control group, * P<<0.05.

2.2 MERREETFIEIRILE
PRI R4S RAE B F/KOF Lb 25 57 (P>0.05) . PRAVE XTHRAL(P<<0.05). D3 3.

® 3 WARKERFIERLRCE 5)

Table 3 Comparison of inflammatory factor indexes between the two groups(xt s)

J7 )i hs-CRP IL-6 \ TNF-oa /K AR FIEYT T, ISR B KT

TNF-a(ng/mL)

Groups Time hs-CRP(mg/L) IL-6(pg/mL)
Before treatment 13.95¢ 2.14 370.16x 72.54
Observation group(n=60)
After treatment 6.19+ 1.92% 125.49+ 34.98*
Before treatment 14.01+ 2.35 365.23+ 69.57
Control group(n=60)
After treatment 10.42+ 2.09* 231.18%+ 37.29*

235.07+ 30.64

161.82+ 16.72*

233.13+ 32.49

192.98+ 20.81*

Notes: compared with before treatment, * P<<0.05; Compared with control group, * P<<0.05.

2.3 MBS NN LR GSH-PX & Ti497a, HWEL

WEHIR YT HT AOPP MDA SOD . GSH-PX /K- [b# o4t SOD . GSH-PX & X HEZH (P<<0.05),

225 (P>0.05), PIZLiGYT e AOPP MDA i TAJT R, SOD .

&4 WHSWRHRE LR (E 5)

Table 4 Comparison of oxidative stress responses between the two groups(xt s)

20 AOPP MDA 1 F %}
ﬂi‘% 40

Groups Time AOPP( pmol/L) MDA ( umol/L) SOD(U/mL) GSH-PX(U/L)
Observation group Before treatment 132.62¢ 24.31 30.15¢ 6.34 75.35% 16.24 119.68+ 25.14
(n=60) After treatment 93.65+ 20.16** 9.76x 2.95% 102.13+ 21.14* 181.49+ 31.27*
Before treatment 131.57 25.60 30.47+ 6.12 74.19%+ 22.36 121.65% 27.43

Control group(n=60)
After treatment 103.65% 21.76* 21.86+ 3.05* 87.15 20.60* 159.62+ 29.66*

Notes: compared with before treatment, * P<<0.05; Compared with control group, * P<<0.05.
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Table 5 Comparison of SF-36 scores of quality of life between the two groups(xt s, score)
Groups Time PF RP BP VT RE MH SF GH
Before
Observation 61.34% 412 62.17+ 4.60 60.50+ 4.19 60.95+ 432 62.95+ 495 65.13+ 4.50 64.16+ 420 62.45+ 4.14
treatment
group
(n=60) After 75.10% 76.34+ 74.99+ 74.95% 77.10% 74.42+ 75.13% 75.43+
n=
treatment 5.92%: 5.09%: 5.36* 5.06* 5.91%* 4.50%* 5.69%*: 4.85%
Before
Control 61.59+ 430 62.10+ 4.55 60.61+ 430 61.87+ 446 62.88+ 490 6521+ 4.65 63.98%+ 4.17 62.61+ 432
treatment
group
(1=60) After 70.29+ 71.10 68.14+ 67.79% 70.58+ 68.32+ 70.19+ 69.49+
n=
treatment 5.13% 4.89* 5.22% 5.11% 5.43% 4.86* 5.54% 4.77*

Notes: compared with before treatment, * P<<0.05; Compared with control group, * P<<0.05.

ABEFE B L 1) A BAR LG b, SOD HAT B i 47t
SEALE T, GSH-PX 2 —Fh B B2 A9 fi Al ik S 10 000 Ak O i, T
DA 51 D47 200 0 5 205 ¥ 1 S RE 52 42 B/ T, AOPP JK-F-m Bifi 4
B DI RE ARG R T 55 , 2 S WAL S A 17 R 7 A B R i
Yy BAGSE TR R , MDA JENR BT AR BFeE 734y, AT LATE]
SCWHUA ) A AR L, AW R BIRTT )5 SOD GSH-PX
THies i AOPP MDA [AR , X 5 BEALE A5 ke B AR IIHE PR
A AN LA B0 L, [RIIRHR N SOD  GSH-Px 4541
AR rh TR SR U AR D ISR R ST R
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