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[ Abstract] Objective Our purpose was to observe the renal pathological changes in the mouse modells of adriamy-
cin-induced nephropathy in different periods. Method 48 healthy male BALB/¢ mice were randomly divided into control
group and model group. The model group received a disposable tail vein injection of adriamycin 10. 5 mg/kg body weight,
and the control group received the same amount of saline. 24-hour urinary protein, serum biochemical indexes and kidney
pathological changes were dynamically observed for 12 weeks. Results Proteinuria of model mice appeared in the 2th
week after ADR injection, which lasted to the end of the 12-week experiment, At the 8th week, the amount of urine protein
reached a peak (P <0.05); The serum albumin was decreased at the 4th week, cholesterol was increased at 8th week. At
the end of experiment, serum creatinine was also increased (P <0.05). Minimal change nephrotic syndrome ( MCNS) was
observed in model mice at the 4th week ; the lesions in renal tissues at 8th weeks were more serious than that at 4th weeks,
but glomerular sclerosis was unconspicuous. Focal segmental glomerulonephritis (FSGS) was seen at the 12th week. The

GSI of the model mice was(2. 81 +0.84) % , significantly higher than that of the control mice ( (0.33 £0.21)% ) at 12th
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week( P <0.01). Conclusions A mouse model with adriamycin-induced-nephrosis can be successfully established by a

disposable tail vein injection of adriamycin in a dose of 10. 5 mg/kg body weight. The early manifest ation of this model is

MCNS, and at a late stage, it may be changed into FSGS.
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1 ARFEMM 24 h JREAKF(n=8, x +5, mg/24 h)

Tab.1 Twenty-four-hour proteinuria levels in different periods

] (wk. ) 0 wk. 2 wk. 4 wk. 6 wk. 8 wk. 12 wk.
X HR4 Control 0.50 £0. 12 0.46 £0.22 0.45 £0.29 0.67 £0.38 0.48 +0.24 0.37 +0.25
HERIZH Model 0.49 +0.214 1.39£0.89*4  1.52+0.61"* 1.70+0.67" 1.96 +0. 68 * 1.59£0.97*4
SRR, © P <0.05; SN 8 ALhik, 4 P <0.05,
Note: * P <0.05,VS. Control group;® P <0.05,VS. The 8th week of model group.
F2  RFEIEWOE AR (n =8, % £5)
Tab.2 Serum biochemical indexes in different periods
5 i 1] H&EH /g/L S BT fE/ mmol /L %% B iR 8 ./ mmol /L JLEF/ pmol/ L
Group Week Albumin Total cholesterol Low-density lipoprotein Creatinine
4wk 32.87 +1.50 2.92 +0.38 0.35+0.10 4.33 £3.06
X B ZH Control 8wk 30.23 +£0. 80 3.22 +0.35 0.34 £0.05 4.67 +0. 58
12wk 29.38 £0.72 2.93 +0.40 0.34 +0.01 5.50 £1.29
4wk 28.01 £2.92* 3.01 £0.43 0.35 +0.09 6.25 +3.01
FERIZH Model 8wk 26.70 £0. 81" 4.59+1.14" 0.44 £0.05 " 5.60 +0. 89
12wk 24.81 £0.87 " 5.17 £0.83 " 0.49 +0.11° 7.71 £4.61°*

TE: SX AL, © P <0.05,
Note: * P <0.05,vs. control group.
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Fig.3 Morphological change in the renal tissues

under transmission electron microscopy
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