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Tab 1 The distribution of died mice post given toxicant
Number of died mice (%)
Group n
1~15d 16~454d 46~90d 91~125d Total
1 15 0 0 Y 0 0
2 25 0 7 Q@ 1 (D 0 8 32)**
3 25 10 403" 3 (12 0 0 13 (52)" "
4 25 1 (4D 4 (163" 0 0 5 (200"
5 25 0 4 (16" 4 A& 2 (® 10 (40)" "

Compared with group 1, * ; P <C0.05; * % ; P <C0.01; * % =, P <C0.00]
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Tab 2 TPlasma urea mitrogen of mice post given toxicant (mmol/L)

Time post given toxicant (days)
Group
(n) 15 (n) 45 (n) 90 (n) 125
1 (3 5.040.2 (3) 4.94+0.3 3 5.5£0.2 6 4.3£0.3
2 (3) 10.9%41.4" (3) 22.6+4.3"" (D] 6.940.9 8 5.4+1.2
3 (3) 18.24+2.4** (3) 13.1%x2.5" (3) 4.74+0.5 [Q:D)] 6.9%1.9
4 (3) 10.240.8" (3) 19.944.0°" (3 5.8+0.7 [GB D) 5.911.6
5 (3 8.9+t1.3 (3) 13.5+3.6"° (3) 23.0+f2.2%" ( 6) 25.3%4.8"
Compared with group 1, * : P <{0.05; * * . P <{0.01; * * % . P <0, 001
3 BHBS/EMIENEFAE (umol/L)
Tab 3 Plasma creatinine of mice post given toxicant (pmol/L)
" Time post given toxicant (days)
Group
(n)1s (n )45 Cn )90 (n)125
1 (3) 144.5+10.9 (3) 147.7412.3 (3) 135.6£15.7 C6) 128.6%+14.2
2 (3) 211.6+21.5° (3) 331.4445.9 (3) 150.7%18.1 (8 134.1% 9.3
3 (3) 315.5%16.4" " (3) 245.6%25.8" (3) 156..4%12.2 ( 3) 155.3+26.8
4 (3) 236.7+15.6" (3) 347.7424.8 (3) 154.1419.2 (11>  143.3420.3
5 (3) 280.7+21.8" (3) 308.9%24.1 (3) 383.24+19.0""° ( 6) 353.7%x25.2"""

Compared with group 1, * . P <{0.05; » * . P <{0.01; * *» = . P <{0.001
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It shows swollen and degenerative epithelial cells of proximal bubules.
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Fig 1 Micrograph of renal cortex of group 3 mouse 45 days post given lithium carbonate.
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Fig 2 Micrograph of renal cortex of group 3 mouse 125 days post given lithium carbonate.

It shows normal glomeruli and renal bubules.
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Fig 3 Micrograph of renal cortex of group 5 mouse 45 days post given cadminm chloride.

It shows glomeruli with increased number of nucleated cells and mesenchyma infiltrated with

mononuclear cells. HE X 140
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Fig 4 Micrograph of renal cortex of group 5 mouse 125 days post given cadmium chloride.

It shows hypertrophic glomeruli with more nucleated cells and mesenchyma infiltrated with

mononuclear cells. HE X140



490

3 itig

ANRAFFEU 4 HESZRLE . HAELR
FRER S Thae SRS mE, HAAE
B AR E TR Sh . TRIRE O AF A, S5k R
ARRPEFREHERENALR - HF
ZHREZRFEHER IV TES. KR
wERE, MR E B . BEETE
FER, FREET, EFARERERRY 12
HERERBRRE R, EREMBEARAERE
IE# »5 Christensen BIiRERH AT . EHER
wEFRE. R EREERATHANE. |/
F.mMELE. EHE ST FEHIKEIE
LRI EAL R IR BRI B BR AT I A B ROk
#l{E CRF %, miEbmmsEss, e
REF ALV ERMER D, AT OB ER
L, BARA TR DT R ER AT
HE B AR ERERTEME. 3
AR S Ak 438 B R il CRF #i%1,

&35 /R EARE SN LK
MR R, R HEN T NE R BAE
F, 5 CEREMATFC A EENERERK
BIEH WG /NERFN W 8] B 72 A 47 14 b
o, BR.8nEPER, B /NE LA
FHRE R U ERIERAE, BB EME TR
2O ENERME E R IRENR SR EER
25, 410FF| — & R A, B B,
a4k R K E AR 1710, B /N ER A1 E 8] B
AR AT N, W L CRFY,

SAbmE R HECRFEIR 54 HK5/6
B Ik CRF #EEIGE LA T 04 Q3R
b E O BF B CRF 9 BI04 4298, T
5/6 HVIBR AR B 5 CRF ZEG R LA FE R
@RI (IET: 16% . EHF T 500

!

BEFEERRFFM 1993 FH 1585 6 4

RKRAT 5/6 BYIBRA , #E AT 100 R HisE
B, AT RS 28%, TR
EALIERRB R Ah I 2 F 8 B R%E.O
AR R R FIREED. T 5/6 B
& CRF #A, T4 K34 FFER &S B F A FR
EMBEAIREANR ENE BEER. T
HHEEZX.

BH M

1. Bertani T, Poggi A, Pozzoni R, et al. Adri-
amyc¢in-induced nephrotic syndrome in rats. Lab
Invest,1982;46:16

2. Yokozawa T, Zheng PD, Oura H, et al. Animal
model of adenine-induced chronic renal failure in
rats. Nephron,1986;44:230

3. Waldher R, Gretz N. Natural course of the de-
velopment of histological lesions after 5/6
nephrectomy. Contr Nephrol,1988;60:64

4.Zamlauski MJ, Liew JBV, Noble B. Pathophysi-
ology of the kidney in rats with Heyman nephri-
tis. Kidney Int,1985;28.:504

S.RKkE B HHBEETRERKERRH
e . PAEEF IR, 1990;70:108

6. Houghton DC, Lee D, Gilbert DN, et al. Chron-
ic gentamicin nephrotoxicity continued tubular in-
jury wigh preserved glomerular filtration func-
tion. Am J Pathol,1986;123:183

7. Christensen S, Bennett WM. Lithium-induced
uremia in rats: survival and renal function and
morphology after one year. Acta Pharmacol
Toxicol ,1986;58:339 .

8. Wizl (R4, HMIKEERLIANTNEYD

fit. EIES. B HmIESN,1990511.72

. Sterzel RB. Schulze-Lohoff E, Marx M. Cy-

(el

tokines and measangial cells. Kidney Int,1993;
43(Suppl 39):5s—26
(¥ #4:1992-12-14; 1% ] . 1993-09-11)



FE=FRKFEH 19935 15 %% 6 491

Establishment and evaluation of the cadmium-induced mouse
model of chronic renal failure

Yuan Fahuan, Liao Lisheng (Department of Nephrology, Xingiao Hospital, Third Military Medical Col-
lege, Chongqing, 630037)

Abstract Young Kunming mice were fed with the food containing mercuric chloride, lithi-
um carbonate, lead acetate or cadmium chloride for 45 days. It was found that these 4 salts of
metals could all result in different degrees of functional and structural damages of the kidneys of
the mice. In the mercuric chloride and lead acetate groups, the liver and the duodenum were al-
so severely damaged besides the renal damages and the mice suffered a high mortality during the
period of taking the toxicants. In the lithium carbonate group, the mortality was also very high
but the histological damages of the kidneys were less severe. In the cadmium chloride group,
the renal damages were more severe than in the other 3 groups, the mortality of the mice was
relatively low, the histology of the heart, the liver and the duodenum was essentially normal,
and the renal damages became worse even the toxicant was stopped. It is concluded that cadmi-
um chloride is the agent of choice to establish the mouse model of chronic renal failure.
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