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[FE] B KMS/6 Bk Eids RABRERHWAER AP E 5 M Bk Ba"% 7, WEF3# 40 st CRF i id
SE AR Fra, Fik Wistar K ARBE S A G RBAES . P AH T4, RARSA A, BT RE LA BA, 5 5 4T Bk H
% 4.05.8.10,16.20 g+ kg '« d ' A MALEH 1.2 mg kg '+ d "HEF BFAUABEAFBEF ALK 2 mL kg ! o d!
BB LIFAR 60 do ARG I WG IUET R E R R B M T ik AW SIgA KB, A& mRNA R &a Rk, R NALA
20 Tk A & F) F 40 e 75 BUN . Scr K- 80 24K T AL A 2+ B 20 (P<T0. 05); ELISA & & ki 5 RT-PCR 4 R bk, W ARE-A) 48,
ik Bk & ) 405 A A 2 R 2 PR, B i IgA &R & fe mRNA A ik 2 F 91 & (P<<0.05) . B HE & . P A E4 5 N AREA 43k
BOARAFHP<0.05), &g KRBEAKRLTAAKERH RGN LI CRF il LR AL A — LR EFA.
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The influence of Turbidity-reducing Granule on the intestinal immune function of rats with chronic renal failure”
Wang Jian' .Wang Qing*” ,Ji Qin®
(1. Department of Nephrology sthe First People’s Hospital of Yunnan , Kunming,Yunnan 650032 ,China;
2. Department o f Internal Medicine ,Yunnan University of T.C. M,Kunming,Yunnan 650500,China;

3. Department of Nephrology sthe First Af filiated Hospital of Yunnan T.C. M University  Kunming.Yunnan 650031.China)

[Abstract] Objective

then observe and evaluate the effect of Turbidity-reducing Granule on the intestinal immune function of rats with CRF. Methods

To establish a rat model of chronic renal failure (CRF) by using 5/6 subtotal nephrectomy method,

CRF model Wistar rats were divided into high, medium and low dose group,sham operation group,and model control group. respec-
tively given Turbidity-reducing Granule 4. 05,8.10,16.20 g+ kg ' « d'. Benazepril group was given 2 mL/d (1.2 mg/d) Benaze-
pril suspension fed; model control group and the sham group are saline 2 ml./d orally. The rats were observed before and after treat-
ment of signs and general condition, serum BUN, Scr changes, and pathological changes were observed under microscope. ELISA
method were used to detect serum and intestinal SIgA. Results Turbidity-reducing Granule reduced the level of serum BUN, Scr in
rats with CRF,there were statistically significant differences of Benazepril group and high, medium,low dose of Turbidity-reducing
Granule group compared with model group(P<C0. 05). Compared with the model group, the intestinal SIgA of Benazepril group and
low . middle, high dose of group increased significantly(P<C0. 05) ;intestinal SIgA in,middle and high dose group were significantly
increased compared with Benazepril group(P<C0. 05). Conclusion Turbidity-reducing Granule could improve renal function and in-
testinal immune function.
[Key words| kidney failure,chronic;drug therapy(TCD) ; Turbidity-reducing Granule;intestinal IgA
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(ELISA) IR & W F IR M R R XA R A R A A .

1.1.2 SL¥esh¥ W g0tk Wistar KR 120 R &4
HES : SCXK 1)) 2010-157, K AR & 8 24 (200 £20) g, Il F 1Y
JIAE 2R B SL B sh W 58 . K RO E TR 58 N it AT 4R
B L N IEZY R W N R e = 1

*  EEMHE:2013 4FE XA HARRF 4 (2011FZ258) .
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FIEg 0 HLA BR 2 &) A 77 1l b5 {L (MULTESKAN MK3) 2
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103 HRBR MM, FE T 13 HL 736 90 H. fF 16 I K Bk i
10 HALE , W58 BB IE 95 AR - 40 (HED e 5 Hox 80 HW
3 Ay o ok U 35 790 2 A R e AT v R A A AR e R AT )
20 DUARE R 20 L DA S A B S B B 4y 5 R 16 H,

1.2.3 2525770k FEMUBURLAR b s R EER YT 44 0 45 T 1R
Mk 4.05 g« kgt e d 8.1 gekg e d LMK 16,2
gokg !t edt, NIBHANRITHA T 1.2 mge kgt - d I
T ) B VR HE BT BRI IR AL Je B TR 414 T A B ARk 2
mL « kg ' - d 'HEH . JRITHIE 60 d.
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12 h, L w4 Sgh P H BTk S th %8 A 0. 3 mol/L 60
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mL, B FKAKP,F 4 CF 4000 r/min 45 20 min, BLE G
G3%E.— T8 CLRAEFFI ., BHMELSE KR, ABEALTT 2 cm L)
LARE 100 mg ALY, 9 %5 1Y B R R 2% of W (PBS) 4] 3¢,
3 000 r/min 0> 20 min, B35 —80 CIRAF. fE i iE SI-
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1.2.5 WMANERTE
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21 ELISA 35 5E 1A, ARAK th 2 6 48 B A s AR 1 s B2 2
o S = AT
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R TR VKA PR AT » P 390 % Si 3t 0] 0 3 0t 09 15C B VR AT PCR R 9™
3 PCR 738 19 & 58 A 3 B W Ui W] B 647, H i 7 By 4
JGfE 110 V.1 pl. GeneFinder, L K& 1. 6 % B I Bl E 5 o v 9k
30 min, FL K 58 B FE B A5 A0 H0 IR i 4 4% s EAR SR AR TR
185 A Image J 11545 0 90 ME &8 ¥ H Bactin /E K
Z BHEREL 3 K.
1.2.5.4 Western Blot ¥ 1l 45 19 3% FREUHF IE 41 28 100
mg, FREUE 57 BI A 41 21 28 ff v, s B A1 SR AL PE 5 3, 5 3
W BT 5 +4 000 r/min 8.0 W4 FIE IR, BCA W i, 25
WAL FEAS 60 pug HEAT S VY I Ik g 35 P UK » A% I R 340 e R
JEBAE R E NS ECL AOGIRF BN, G UE R R 4R
J& 1 Tmage J T3 & 447 986 (H . 2 3850 3 ] B-actin fE N
Z BHEmEL 3K,
1.3 il 4b3 SR SPSS 19. 0 34 4b ¥, 31 4t %R H
TE RN A AL IR ELBCR FH B R 7 2243 B, L P<C0. 05 g 22
REGZITFEXL.
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B 1 HE &£ R (X100)

2.3 WIBAR 7 G KE S M BUN,Ser b8 T AREH KK
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*1 5/6 BYIBAE 7 B Scr . BUN BZE{L (z L)
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FAR4 71 12.30+3. 35¢ 180. 41411, 72

* P<C0.05, 5{RF R4 A
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TN BEZH L 45, DUAR RS R 20 L B ol 590k 45 39 o 2 B i Tg A P B
Th & (P<C0. 05) ; 5 DUBR% A 41 L %5, W b J50RE &5 L AP 70 4 4
i IgA BT E (P<<0.05), L3 3.

2.6 JipiE IgA mRNA £k  JIBi8 IgA mRNA £k R T
718 5 LTI 0 ) 261 ek ke UL 2% 5] e 255 R TR0k AR 4 L 3 L DR 3K
FILH | e b BORL 2% 57 8 2 1 3 Tg A mRNA KA W] T (P<<
0. 05) 5 55 U1K K A1 4 Lo 5o I ol 0 i35 L v 39k 4 Ji 3 TgA
mRNA %3k i 3 75 (P<<0. 05, LI 2.,

*2 RITERAEHKR Scr BUN(z=Ls)
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BF A4l 17 5.8240. 71 75.4046. 97

5L TR %) HE 20 13 15.6741.02° 237.8049. 10°
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@ P<<0.05, 5B F R4 L% ;. P<<0. 05, 5L IR 4 o 4% .
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M e b R R 14 12.1642.45 15. 6142, 21
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