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[ Abstract ) Objective  To establish a mouse model of IgA nephropathy and to observe its biochemical and
pathological characteristics. Methods Twelve BALB/c¢ mice were randomly divided into the normal group and model

group, with 6 mice in each group. Mice in the model group received an intravenous injection of 0. 8 mg/kg superantigen
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staphylococcal enterotoxin B (SEB) into the tail vein once a week for three weeks. At the end of the 4th week, the mice
were sacrificed, and the 24 h-urinary protein, urinary microalbumin, the renal function indicators BUN, Secr and UA were
measured, levels of liver function indicators ALT, AST, ALP, and the blood lipid levels of TC, TG, and LDL were
determined, the renal morphological changes were examined by pathology using HE, PAS, PASM and Masson staining,
and by electron microscopy, the IgA deposition in the renal tissue was observed with immunofluorescence, and the liver and
small intestine were observed by pathology using HE staining. Results Compared with the normal group, the mice of
model group showed increased 24-hour urinary protein and urinary microalbumin (P <0.01) , increased CREA and UA (P
<0.05), but not significantly changed BUN, TP and ALB. The liver function indicator AST was significantly increased
(P<0.05), but ALT and ALP were not significantly changed. The blood lipid TG was significantly decreased (P <0.05)
and LDL increased (P <0.01), while the TC was not significantly changed. The kidney tissues had moderate histological
changes, and immunofluorescence observation showed granular or massive IgA deposition in the renal glomerular
mesangium. The liver tissue had some inflammatory cell infiltration and hepatocyte necrosis. The small intestine showed

slender and shortened villi with widened inter-villous space and sloughed off epithelial cells, dilated central lacteal, and

lymphocyte infiltration. Conclusions
injection of superantigen staphylococcal entrotoxin B.
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F1 PRREAMNHE (2 £5,n=6)

Tab.1 Comparison of the mouse urine proteins

21 51 24 h JREE 8/ mg/24 h JRIAZE F1/mg/L
Groups uTp UAlb
IE# 4 Normal 1.18 +0. 15 2.83+2.23
HETULH Model 1.70 +0. 117 9.35+4.31"
T SIERALLE,*P < 0.01,
Note. Compared with the control group,*P < 0.01.
Fz2 NRBEUBEHLE(x+s,n=6)
Tab.2 Comparison of the mouse renal function
21 51 1l bR 2 %/ mmol/ L M LEF/ pmol /L 1L JRR/ wmol /L
Groups BUN Ser UA
1E# Normal 11.35 £0.62 11.07 £0.75 132.62 +25.34
H5A Model 11. 67 +6.20 12.52+1.32" 185.73 +47.30 "

T SIER4LLE, "P < 0.05,
Note. Compared with the control group, *P < 0.05.

3 DEIMEEAMW LI (v £5,¢/L,n=6)

Tab.3 Comparison of the mouse serum proteins

25 MEH HAEH

Groups TP ALB
1E % Normal 53.43 £2.67 27.55+£1.65
AL Model 53.24 £3.12 28.59 +2.54

x4 NBUTIBEM L (2 £5,n=6)
Tab.4 Comparison of the mouse liver functions
205 WEREELFEBE/ mmol/L. [ TAEMREIEFEBE/ ol /L B BRI/ wmol/ L
Groups ALT AST ALP
1E# Normal 57.87 £17. 14 104. 63 +£19. 60 121.32 +11. 84

R Model 55.50 + 14. 41

143.45 £33.43 "

144. 47 +34. 40

H SIEHALLE, P < 0.05,
Note. Compared with the control group, *P < 0. 05.

x5 /PRIMIGATHE (2 +5, mmol/L,n=6)
Tab.5 Comparison of the mouse blood lipid

215 S A [ Hah =Mk % RR 2R

Groups TC TG LDL
1E# Normal 3.05 0. 32 2.59 +0.71 0.13 £0. 18
R Model 2.86 +0.56 0.54 +0.25* 0.20 +0. 47*

T HIEFALLE, P < 0.05,7P < 0.01,
Note. Compared with the control group, *P < 0.05,*P < 0.01.
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Fig.1 Immunofluorescence in the mouse kidney tissues
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Fig.2 Pathological changes of the mouse kidney tissues with different staining.
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Note. The black arrow on the right picture indicates an apoptotic mesangial cell.

Fig.3 Ulirastructural changes of the kidney tissues
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Fig.4 Pathological changes of the mouse liver and small intestine tissues. immunofluorescence staining.
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