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[ Abstract] Renal fibrosis is a common pathological pathway of chronic kidney diseases that leads to end-stage renal
failure. The pathological changes include glomerulosclerosis and renal interstitial fibrosis. Ideal animal models for the study
of pathologic mechanisms and drug development of chronic kidney disease are of great significance. At present, the method
of establishment of animal models include drug or toxin induction, surgical models and gene knockout, etc. Different
animal models have various characteristics of renal function and pathology, but can not completely simulate human chronic
kidney disease, suggesting the complexity of chronic kidney diseases. So the preparation and research of the animal models
is important for understanding the pathological mechanisms, prevention and treatment of renal fibrosis.
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A8 UL ) J5 5% 1 A Y /R 9 PR R | T S5 2T 4
HAUGTE LTHEACTE L5 B /N BRI 43 A AL 3%
BRERRE B4 A8 RO | 2R BB L o018 A4 5 ity T/
BRI SZBE, i S /NS R A 22 48, IR AR AL, Bk
AR ARG O A= A A I = 2 R BLAE I TE IR R A
(blood urea nitrogen, BUN ) | Ifil. 7§ L B ( serum
creatinine ,SCr) 24 h JREHERRH |

PR E L AEL Tk EEA s (A
K AR A BRI AT R T
Al PRAE B 25 L .5/6 B VBRI B it il - P
HE) M YIRE S Ang T 58 & FE L KFE
BRI A RSO0 WA RLZERAR T

1 Y= ESYisSER

AR AR ; B M 2 W Gn e B 2 A
RPrERNEEIRE 2, &0 SRR R 2 m
BEIRR I #EBRIA S 052 1051 5128 259 an
IR A 55, B nT 40 B o et 4 fk
1.1 SRER

PR /P /N S N OE SRR L /I By E
P EEAEAE 22—, W LR Ny, E
EHLEE . HeCl, F )5, £ E 5 RN PLA Y -8
7 25 B H BE (GSH) 454, T L8 4 - GSH-
HG- GSH” , BiFEHT ALY GSH 55, JF BTG4 B
H13E ROS, J& TR LR B i 28512 ROS REfH
NG I R A R IE A AR S IR BT A AR O —
J5 T b AP W I T R (MDA S5 R B4R
ECM A& 40 M 35 4k, fif ECM Az Js 8 i, R fige i 2L
TR /N ] 2R A

TEAR T KRR 8 mg/(kg-d) HeCl, #H , 3t 9
JEl LB AU BRI DL B /N R S K B, 4 AN i
JUZIRE A AN L BTG N 1) & AR AR 4R A B /N
B ok IR BNk AR AL /N BR Y R R AR
JEEAE G B P A, B T fiE. BUN  SCr 9 TH i 44 1.2
50 Yk D) s, KR 20 me/(kg-d)
HeClL, EH 1 JE BRI AT 15 5% BA G B D BB B4R, '5F (] Joi
Ko AN MR | BN K A 1, e 4l Ak B
7NN I b B A0 B TR TR R - SMA
HgCl, J it a] Y B 4% /R A B 18] 21 4k 4k, 1B fr
F HeCl, Flf b 2 BB DL 2 B i oh &

1.2 MEBZH(SFLE)ER

Pl % 2 (adriamycin, ADM) Ml K - H F1by7

A STERA AR 258, 2B S, BT E & bls R

BCEERAY F 3, SIS A TR T R, R 2 R iR
A At ME AR SR E R R 5 S BN R
RN (PR AN KA S AL, ENER
TSR AZ A, 3 PR R 0, 2 T R AR AR A AR
B /INER 08 3 B s bl T 008 Ao PSS 1 IR T A7 R ), 1
BB AR R AN AR B 25 A A
& JE T R R A B B NER AR B
E RSt RiySES T RES R N E R TR SN L X VNS
B/ INI 72 T R Ry 1 B B /N BRI A 9 25 B AE
P E ST T TR A AR B 1A IALE | 77 B I
it R R GERI,

TR e A L 4 mg/kg ADR Rk iE
B0 S LA 2 mg /kg FREESE,3 JEB] 68 AL 2 1 1
B 2 28K LR B 25 A A AR R G B TR, A HIR T
DL R TR A 1 B BT 5 R AR 43 o AN B
B LAV T AT UL B /N BRAR BRAR K B /N 5 A RE A
JE R BREE R AR RNE, B AN A A N,
B /NERFE I Ry k1 B R fb o A, BFNE YR,
R AN SR AR M B TV R 2 UL R ) R
A MU B 24 b FREE I N2 45 1%

IR B /N BUR K LA BRI S ADR 10 mg/
kg'” 16 JEI AR AT L . AR B /NBR 5 R kT B
PEIEAL 2 S A il & AR T, B A0 A RE I 2E L R
I, FEAERIPRL, /NG B EY K, BA M T
Hefk, BHFIHAEE.BUN Jhi 1.4 5247, PR 4
ZVBEPEAR SR, R ST QSR 3, KR R AR
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& 1 AR FAET
1.3 DS EEsR
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BHLRILE Y, Mal=E DY PG R %
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o0 B REF AL, B/ INER B () 4 21 D L
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FERG K 5 B /NG 1 B 40 B B S oK 5 B T A 3 A
() LT 4 40 RN 5 M 20 72 20, B DI RE : Ser
Ths 1.2 f5 2247, BUN Fhi 1.1 f5 A4, IR B,-MG
FmEm2y L7452, S AHIE, KB 10 mg/(kg-d)
AAVER Jba F, B/NE B R T N
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BRILJFE AR 5 a) S5 HE BRI i M R R
JREFYEs R, B UIRE. BUN JHis 1.5 5 A4,
Ser FHE 1.3 £ 5
1.4 IFE A EE

ESPEZ PN FI IR ZE A (ceyclosporine A, CsA)
SR SR ARG IE I e IR O BE Rl R
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YeAb ; B/ INERBEAL , /INER B ok P 6 d S G A A s
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1.4 f5te-e)
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R M A R RE 2 —, RS
BRI — L R R IR, HR -
B9k & — [ [& B & 4t ( renin-angiotensin-aldosterone
system, RAAS) % B R4 Ek £ I (Ang
1) 7= A= 3 2 0y VB 2 440 09 T8 5 K R 1 1R T
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h R B L/ R IUET (B B G T 0

2 FAREH
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RN, FE 51 R S IR B AR, &I S
Aede,  HETN A2 A RN iy PR A A A AR |
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1 JE G BRI A 2 I— 38129 576 5. 3
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g D] o Ject i TR st o 5 | A P 460 0 T 308 L ek ] gl
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251 B B PR S B B S R 0 N
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TR 5 S /N b B A0 N R S R
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tg /INEUA AR EA TP N R 1Y) 2R ) BB A% 45 ) B
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CRF) , [AII& 3 CKD % J& (9 Z2 Bl A, ing2 i,
AR ML AE | A B 3L O I R A AT LR R
LTSNS CKD S 2B sl R e 8 -0

5 Z5iE

B LA B AL R 2R LR 2, 4% T 1 2 A ik
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