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EFFECT ON INTESTINAL BARRIER FUNCTION IN CHRONIC RENAL
FAILURE WITH THE THERAPY OF INVIGORATING THE
SPLEEN-KIDNEY AND ACTIVATING BLOOD CIRCULATION AND
REMOVING TURBIDITY
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Abstract Objective: To observe the clinical curative effect of Shenkang Decoction combined with Chinese
medicine enema on chronic renal failure, evaluate the effects of the therapy of invigorating the spleen-kidney and
activating blood circulation and removing turbidity in patients with chronic renal failure, explore the mechanism
of delaying chronic renal failure. Methods: 60 cases of TCM belongs to the spleen and kidney qi deficiency,
dampness and blood stasis resistance type of chronic renal failure patients were divided into treatment group and
control group, 30 cases in each group. The control group received basic treatment, the treatment group based on
routine treatment combined with Shenkang Decoction of oral medicine and enema, before and after treatment, the

changes of the index of serum creatinine, urea nitrogen, endotoxin, D- lactic acid and indoxyl sulfate in the

Wk H#: 2018-01-02; 22 H#A: 2018-02-12

PEEHIH . VLG RH TR SR 20151BBG701453)

EE N *B FF1974-), T, HETHN, ®IEe%, it ETANFH PR LA 56 B IR 1T 78(E-mail:zd93139@163.com);
WFNE(1978-), o, YLVUZRFIN, RI#E%, Wb, F2AGHGH: B RS B4 i 78 (E-mail:C7832@163.com);
VFH2(1970-), 2o, YLPGFHRN, @IFEAREN, 32 R P 5 K A A T (E-mail: Xxz1970@163.com);
JART(1981-), 53, YLPGH/AKAN, FIARBEIE, EE G B IS B v 19 71(E-mail:zhouzhenz1 981 @163.com);
M RAA1981-), 2o, VEVEERN, YR, Wik, s A R 454 B i IR I ST (E-mail: X fy2006@126.com);
FOUR(1979-), L, BEpGVER A, PRI, R, 3SR 55 55 E I (ST (E-mail: Wjsx79@aliyun.com).



H LKA AR (A AR R) 75

treatment group and the control group were observed. Results: The blood urea nitrogen and serum creatinine

values in treatment group and control group were decreased, but it was improved more obvious in the treatment

group. For the change in intestinal barrier function, results showed that endotoxin, D- lactic acid, indoxyl sulfate

significantly decreased, there were significant differences compared with those before treatment (P<0.05) and

with the control group (P<0.05). Conclusion: The combination of Shenkang Decoction with Chinese medicine

enema can reduce the production of intestinal toxin, restore the intestinal barrier function, improve the clinical

symptoms and stabilize the renal function.
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Table 1 Index comparison of the two groups before on renal

and intestinal barrier function
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Table 2 Correlation analysis
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