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Effects of Icariin of experimental IgA nephropathy in rats

ZHANG Hong' ,LIU Nian® LI Zheng’
(1. Department of Nephropathy Rheumatology,2. Department of Orthopaedics, 3. Department of Urology, Nanyang
Central Hospital of Zhengzhou University, Nanyang 473400, China)

[ Abstract] Objective To investigate the effect of Icariin ( ICA) experimental IgA nephropathy in rats and to
explore related mechanisms. Methods Experimental IgA nephropathy rat model was established and then model rat were
treated with or without different doses of ICA. Then, urine RBC, Urine protein and urine NAG were analyzed; IgA
precipitation was detected with immunofluorescence staining; the protein level of NF-kBp65 and MCP-1 were examined by
immunohistochemical staining; the mRNA level of IL-4, IL-10 and IL-13 were determined by quantitative PCR. Results
The concentrations of urine RBC, Urine protein and urine NAG were reduced after ICA treatment, as companied by a
decrease of IgA precipitation. Moreover, ICA treatment also decreased the protein level of NF-kBp65 and MCP-1, and the
mRNA level of IL-4, IL-10 and IL-13. Conclusions ICA exerts a certain degree of efficacy on the treatment of
experimental IgA nephropathy through regulating NF-kBp65 and MCP-1 expression and the immunoregulation mechanism.
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0 [ e A BB AR YR B R A BR A H],
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B= 455G UL SPF R sh i) s, 5256 sh W 1 R4 m e
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B A B2 Al ig Z MW H Sigma 2 7], NF-kBp65
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IL-10,1L-13 54904 A 7 M A DR A BRA A
HoAt 325000 F ™o Hrati,
1.3 EIAH*
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kg 10% 4FIMEHEH#ES , B H—K, B2 8m5
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GRS E R AR EdL, EAEE h R g AE E
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30 5,63°C 30 s,73°C 45 s, 3L 34 NMEIH, 74°C HEAF 5
min, YL RAEVOCE IR R G HEAT 40X
b, BARIER AR E R 2 - A ACT 315,



P LA B A R 2017 4R 1 A 27 58 1 ] Chin J Comp Med, January 2017, Vol. 27. No. 1

x1 51T
Tab.1 Primer sequence
GlE/ XS Lzl
Primer name Primer sequence
MM K4 forward primer 5’ - GCTAT-TGATGGGTCTCACCC-3”
L4 reverse primer 5’ - CAGGACGTCAAGGTA-CAGGA-3’
M4 A % -10 forward primer 5° - AGGGCACCCAGTCTGAGAACA-3’
1L-10 reverse primer 5’ - CGGCCTTGCTCTTGTTTTCAC-3’
Mm% -13 forward primer 5’ -CTCGCTTGCCTTGGTG-3’
1L-13 reverse primer 5’ -TGATGTTGCTCAGCTCCTC-3’
B-Nzh & A forward primer 5” - GTGGGGCGCCCCAGGCACCA -3
B-actin reverse primer 5’ - CTCCTTAATGTCACGCACGATTTC-3”
K2 IRLAMM JREHMIR NAG KL (x £5,n=10)
Tab.2 The change of urine erythrocyte, urinary protein and urinary NAG content
215 PRETANM ( per/ L) JREEE (mg/L) JR NAG (U/L)
Group Urine erythrocyte Urinary protein Urinary NAG
% IR 4
IET X4 82 7.12 £3.57 8.53 +4.38 0.97 £0.47
Control group
_—
Jap 391.86 « 13,94 62.18 +11.73" 6.12+1.64°
IgA group
EFFEHAEA
el 264.28 +18.57*" 48.67 +8.34% 4.53 £1.57*
ICA-L group
AL 173.62 +15.82 32.46 +4.57% 2.83+£0.83*
ICA-M group
EERET AR
TrRE R 86.34 £9.34 18.34 +2.37 1.76 +0.37*

ICA-H group

W SIEWSTRAMIL, P < 0.05;%5 TgA #HMIL,'P < 0.05,
Note. “P < 0.05 vs control group. P < 0.05 vs IgA group.
1.4 SHUEFE

KH SPSS16. 0 BRAFHA TG0, LB LAXE AL
+ AEZE (x 5) Fem; ZHRIR FH AR R 5 225007 ( One-
way ANOVA) ,P < 0.05 FRZRHAGIFE L,

2 R
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KR HLVTTE R D, B8 a5k, b = T+
15 DGR IS
2.3 BHAZLR NF-xBp65 5 MCP-1 HE B RIX
7K

il 2,3 B, control ZH ' 21 21 NF-kBp65 5
MCP-1 FEH /D H £ K 5 control A L, TgA 4P

NF-kBp65 5 MCP-1 (45 1 3R3k 03 T, 2 98 P
PERIE; 5 1gA dIAHEL, 4 TR E2 1 TS, B
FHH R, NF-kBp65 5 MCP-1 f8E [ 26K B W8 55
2.4 'B4HAH IL4, IL-10 5 IL-13 £ mRNA &

WE 4 fi7n, 5 control ZHAH FL, IgA ZHH 114,
IL-10 F1 IL-13 A mRNA £k 8 Z T & (P <
0.05) ;5 IgA dIAHLL, 4 TR FRETT TG, BRI &
AR IL4,1L-10 F1 IL-13 B9 mRNA FRIKZ i 55 .
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Fig.1 The immunofluorescence result of IgA
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Fig.2 The protein expression of NF-kBp65
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Fig.3 The protein expression of MCP-1
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Fig.4 The effect on the mRNA expression of IL4, IL-10 and IL-13 by icariin
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value as an outcome measure in chronic kidney disease[ J]. BrJ
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