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ABSTRACT: Diabetic nephropathy (DN) is a common complication in diabetic microangiopathy and is one of the main causes of

end stage renal disease (ESRD). Its etiology and pathogenesis are very complicated, and they have not been fully elucidated. The ideal

animal model study can help to explore the etiology and pathogenesis of DN, to diagnose early onset, to find clinically relevant

therapeutic targets and to explore new treatment methods, evaluation of interventions and other aspects of irreplaceable role. In this

paper, we present a review of the commonly used DN rodent models at home and abroad to explore the characteristics and application of

different DN rodent models.
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( Animal models of diabetic complication consortium, AMDCC)
il 7€ 7 DN Witk S P BB E bR 1 (DDN /U A A S
ANBRUE IR [ 50% LA 5 (2) SARTE R PR AR R X R
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WEPRIR B 2 B i 22 5o
1.1.1 C57BL/6  C57BL/6 /NELJE: DN Ilfi R ATAFST 5 FH 14 i
#, W& H &M DN /INEUER SR B a2 i 28 5 IR 52 28 T W i o
C57BL/6 /INEL S P R AT, FF e, (H ZE MR RS 1505 Ay A58 A2 v
I ASEEAE, C5TBL/6 /N, STZ i MRS 6 A~ F Ja s
R AR, SIEREIRE /N L, SR/ N TR, AT DO
SR BN RE B /INVE IR, (ELA H B /N [ R 4 A
1.1.2 DBA2  STZ &5/ DBA/2 %R/ HL C5TBL/6 /)
BB WA 40 5 5 %, STZ 15 1Y) DBA/2 Ml RIS /I Bl B M IR
Joile 5 JE R R, 25 JEl B 25 3R B A2 DN (1 —LL 2
FRAE, IR A B R R B %A R £ 52 A /N [ Jo 4T 4
. DBA/2 M i /1N BUFE 8 A & 2 25 JE R 8T B 1 o,
A A0%INFET-2, i C57TBL/6 i R /1N BUTE &5 U & 4R 5
45 T T AEIE T,
1.1.3 CD1  STZ %51 CD1 B /N R 5 A 2% DN Ba3ti5%
PR AAML, JE—F S A AT SE R DN [ sh PRl Sugi-
moto™SEMF 5T K B CD1 /N BU7E Sy B s 1 it STZ(200 mg/kg )
S 6 A PO BLE AR L B S B IV ) B A SR AR AR S Y
1S, 5 STZ 5 C5TBL/ 6.129/Sv /NG EL,CD1 /)
BRUAT A B /NERE TS, (HR R B S5 T e AE, IR /
WUEF L AB A F i STZ 75 519 CD1 /)N BRUR B F 7K SF- He G R
CD1 /NDRE & 10 f5LA L, 522 AHE STZ #5519 C57BL/6]
1 129/Sv /N RIG IR AN T 10 15,
1.1.4 129/Sv  129/Sv /MR T ZAET I, B E - &%
TKE - B RG(RAAS)E , & H AT 12 F a5 & s B
MEMRZ —. HET DBA2 Fil CD1 /MR, %6 & /N Bkt
STZ 5 SR I B 475 04 2 R 2 A A 1 B SR A1, STZ i
F9 129/Sv /NREA R ESENEAR, RAKZA /WU LE
5% RN BRUAE LRSI /IN T 10 £, SRR E R
L ST A A/ NVE BT, T A B /NS TR R i fb . A2
i %3 ¥ 42 5% Ji i ( Deoxycortone acetate, DOCA )% 5 15 Ifil [ 1)
Wh5E R, 129/Sv /N EE CSTBL/G /NG B & AR T U, 1 /N ek
A= AN W TEa i e e o S U e (N = R SR S T o
b it ZRAH B 129/S /N BGRB8 473 0 e 1 1) B SR e 75
i FITHE PRI B 09 2 R
12 STZHSH) 1| BIMERB AR

STZ %55 1#) Sprague-Dawley (SD )k B T DN L ()4

AIBSE . 55 24 JH)5 ,SD REURIE /K2y 122 1.3 mg/ K,
W2 & X IE4H 1.02 0.5 mg/ K, STZ %%/ SD KR MIRTE
B M2 2R AT AR B A A RO A AE | (R B W 31 ™
R REEE BT AR B/ NEREE AT M AR /NS 2 IR A sl N
8] BT £F A AR, T L, STZ 755 19 K BUE BB A 2= A8 A 1/
FRHIRFE 2

1.3 1 BUpERRIR /R B E R

1.3.1 Insulin -2 Akita /N~ Akita /)NEJZ: CS7BL/6 /Nl e
AR 2 -2 (insulin -2)3 P F Yo 0 (A 5 1 28 A8 7= 2 1) —
/NEL, H Ins2+/C96Y 2R U S R E I SR Prg AR S
B 4RI RG2S 1 BB R . ARISE 51
Akita /MR DN Gy MEANR], 2 R R U= 2R b
i 25 5, Akita 5 PRI /N BUAT DL A2 2 B A B 1 R AN 227
AL M BRI R Y Akita /N R RILHE AL
DN 30 BB Bk A8 . [Rt, Tnsulin-2 Akita /)s B AT BE 4 R
995 B R0 2 v e T S TR AR AR (L BT, Haseyama SEURFSY
7Rk C57BL/6Insulin-2 Akita /)N FM 20 J& FF 4k 30 S e 3R 2R
FACIGA) TR M BURLIR B /NBR R BTN . TgA TURUR R
HAEPE S /NERE R EZ R X BRI T X DN BT S SR kg
A A5 R ZH 2R ) ETA o

1.3.2 OVE26 FVB /NER  OVE26 /) EUHE & B 4 fifd rfr 45 4 2
HEEEE T FRE, REUNRA B A —RNEZ S R &
Az 1 BRUBEIRIGI, PS4 3E OVE26 PRI /N R 5 MEME BT A= 1)
FVB /N & Fl 15 19 OVE26 /NELTE 2 A4S H i B 5k 7 H B
PR, OVE26 H# F s /1N BB 2 23 mT HE B M 78 g 47
FRESE T R IF ] R SR MU T2 B B/ NERBE AL R /NS E) BT
Ytk C57BL/6 1 DBA/2 /NG FE R SRR E5 M B 1 L
R . RIFEIEEE AL AR A TE FVB /MR
%, Bl gk FVB 5 & /N A e T .
OVE26 /INRUFT AR B A 30] DN B9 RIRSHRRE, XA/
FUBLBUTE 541 X% DN BT RIBFGY (B A 97 R TR /N R
M LAFETR S,

2 2 B DN &

2.1 2 B DN /R A&EH
2.1.1 db/db /N db/db /B H R & Iz 0 2 kbR
AR 2N, 4 S et A T )98 2 52 (K (LepRdb/db )ik,

% 11 2 DN BEiEEhiiEs
Table 1 Type 1 diabetic nephropathy rodent models

gy kil = s
Rodent Model Advantages Disadvantages
C57BL/6 RLFASiZ, A, BB B IR, Faic, B8 DN HEPRFRIE X BRI A EN
DBA/2 AZE DN FEBFTEHEREZEAR FOHAK, BIEELE 25 BT R REM
CDI1 B DN
129/Sv = IE 5 R MERFIEX EIRG RALRERT R ERE
STZ %5 1 BIMERBE KR EH DN HARELTLARE
Insulin -2 Akita E g DN 1% C57BL /6 Akita ] B/ 8% 5 3 I RBA SR [ TgA SR
OVE26 FVB R HA DN BMTFE
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SRS R EAE 5L FHBA R T FA R & A, S scEsiod
B SRS | o i NURE | e JBR 15 3R IUAE JBR 5% 3 HGH L BA bk
W EA . db/db /NERJEBFGY DN B I R TR A 2= AR b B4
RS B db/db /)N BUARSHE PR LEMEYE BT ™ 5, db/db /) BRAE
6-10 JARSET PR IR PRI , 8-25 Jal#h Z ]ty B0 v i S i 37
HEMER, 15-18 JH#AHT, db/db /N EUR FLH 2124 2 g ik,
A2 db/db /NERANG: B A B/ INBR R R i, 45750 R B /g AL
o BN R BT AR, B R KT IR AR PR & R
PEATHINEE , R 2 B T B D REAS 445 A2 0] DN 11
FHIE,

2.1.2 KK f1 KK-Ay /MR KK /N0 22t Kondo 25 A
H AN S TRk, 8RR I e 5 AT AR
TP /IN BB Ll i 5 T KK/ ERUE 10-15 FEE B 1R,
STZ i5 51 KK/ H1J #2355 SRR 5 35 JA H B0 b oA T 59 1Y)
KK/H1T /)N REE ™ FE 0 B /INBR R HRBE U A, 245719 1k /N askedt
FEF NS Jikads BRAREAR , B0 HS 308 8 3 1 B R,

KK-Ay /N 1 Nishimura 887E 1969 473 174 5 €410 ik 5
(Ay ) EEFE 3] KK /N R AL — R 38 5 & 1 2
RUBE IR /N Ay FE RT3 R AL, KK-Ay /NSRS T
JEE AR A IERE IR, KK-Ay /DR HA S BUE 4
A BT O TRIB M /R R 5K B R AT A G I
JE R AHAREIG RS T e E B Bt R AL, TR e 4%
B RAE 5 A AR B, XEERARE L KK /NI P28 0, KK-Ay/h
B [ PR IR A 1 IR ST 18 o, (F 3 26 /N BRUAS 2 e 1 B T
e KK-Ay /INRUEF/INER B B AR Ak 5 N 0 PRI B
T3 R AR Ak — 3, 2 2 AURR BRI B o 1 B B B
AR, H I, KK-Ay /N2 B FH 78 DN FSE  (H2
KK-Ay /NRIE 6-7 AR IS RAEUK, MUK, 77
i PRI v B BB TSR AR G, DR AR 2 By FH T 0] DN A5
213 BIEREHSH 2 BERFNME  SIRKE (HFD)RE
FEA G/ RAIEZEAIE . AR, S5MUE k& (LFD)
/NEAH EE, CSTBL6 /N B AR FLIUBE 7K -7 HFD THil)5 12
JEJE v B R A AR R B, Ot BUPR B R8T = HFD i
7 C57BL/ 6 /INERUBFMIEB4% v iR HH T 4 B MR B 2Rmi A 2
AR
2.2 2 % DN kRas
22.1 ZDF KR Zucker ¥§JRIGNEE ( Zucker Diabetic Fatty,
ZDF) K FUZ 8 R Z AR A (Lepr ) Hh 4li & (fa/fa) Y 45 L ZAE
FERUOA N 5 IR 0 2% IR L B B L R IAE B R A
LR, BRI ST 2 BB, 6 J&ifEYE ZDF
KB BER 1 RKSTE s e Fo REE B, B 2 1 G i
12 A B IRER B B B AR A, 16 JA#A B B AR B S 28 1, 22
A 39 ) ZDF K BREBU B /NE Mg T EEE
JE B /NG ) T PR AR AL, S8 RE A0, {H#E 2% DN Rl
HE B B /INEREE 5 P A Bl B/ NBR VS i TR e #E. ZDF KRR
W B, T L, ZDF KRR 2 H AN )RR 1 T UK
222 WF kxR Wistar (WF) HE fE K B & Wistar Kyoto
(WKY) R R KRB, WKY KR Lepr BRI bt EAG fa/ fa 4
B SCRA BT LA RS ZF KRR O & A AR AR
WAL CRRIE . 5 ZDF K ERAEML, WF KRt 2 3-8 Al i

A LD A TP I % R HCHU R T == 5, A 8-10 Jal i s S W]
AR PRSREAR , (H WF K ERZE Y ZDF KRNI ZEE . tHE
b, WF R EUTE 24-44 Ji s L S0 B0 0 1) 55 /Nl 728 A0 1 /)
BRI PTLFAEAL 575 WE K BUFT BSE T 70409 DN S AR RS 7Y
HE %A KA A ZE DN IR B0 B /INERE, 19 M ARl B /)N
BRIGE7 i 3X 5 ZDF KRS RARML.

2.2.3 OLETF XfR  OLETF k& H Long-Evans K [l %51
TR A4 , 12 i 2 R L% 46 JIEL 4 3% (cholecystokinin, CCK) &2 1A A
FER TR 2R FBOH BT CCK IR IO R, M5 A
BROTHEFARRE . [EPE OLETE KR 8 JEIS H BB 257,
18 JEE IBEAKSE LT, 35 100%7E 25 JEWAHT & 8 A R 1o,
WEAE SRS IRk J 25 J] ) WL ) /N ok AR R A 4
30 JA A PR A | W] 4 22, 40 AT L1 3 rh B2 1Y R R A B e
B/ NBRB A I8 BE I S 20 M S B A | 54 SRS I L BOK i
E R, IR B AL A, 65 JE T DL & B /N askah 35
78 ) RV ™ B Y AR B T A, IR AT LA & BRAEDIR ) 4
B3, AN 5K P DR A0 L S A0 M i R A v N
JAFR £ Ak, OLETF K ERERI 5 A S DN 4%+
AR R B /N BR AL RIS 19 PR AE L X S5 IR 2 2 DN AR E#Y
LRI A AL, 2 BT 2 B DN At S L B i AR
BAL,

2.2.4 Goto-Kakizaki X  Goto-Kakizaki( GK ) K fl &1 i b
Tiff S5 35 14 Wiistar K BRI 25 B8 7 A 1 —Fh 3 A PR ARAE BE 2
LTSN e R B R 3 T g W g 1 i 2 AW 117117 N B
(1) Wistar K FEREME TR, & JEH GK iR KR, 12 JE#,
GK KAy 2 BUBEIRI ,  HEARFIE S T e B 2 A A ke 5
FACHETEHRAGEZE L . J LIS i R IGK KR AT AR
BEHHFE A DN Zy Rl v L% B e B Ak, (H B A
EH GK R AR S TE B 0,

2.2.5 T2DN/Mcwi K Nobrega ZE2; & | T2DN/Mcwi K
FJ2 M GK K FUFI Fawn-Hooded Hypertensive (FHH ) K B 3¢ it
FEAE R — T GK K BR SE R IR 7E 6 WA ) A IR
AT R L 18 HR LTI A i T2DN/Mewi K A2
R BRI B/ NERBE AL, 2515 T BUR/IN B Koz B R AR ) G s
' R B R B ] T2DN/Mewi K BUA] BE BT DN (94

R
3 NEERE

DN B #i%f FH# 2% DN (995 A L] G2 Wi fiayT
57 T BRI (A AN TR RV E T o FEARLAY DN SR e 3
HHE T D RE A R ICRER 11 AR, DA S N2 DN BT RER S
SRR R AR AR F R 2 A2 STZ 5 BRI
BEAY (R T AR R R B R R MEVE T DA 2R Al 5
25 DN (iR E B R 22 5 . BUAERE A JL ) TR L
FI & T R TR AR T g (9 DN sl A5 80 ] DL AR g A 45
HIAZE DN I pL i A B A , (H T L o SR Rk 4%
1o, A EEAE | N A BT IR X s A, BeAh, ASRISh
PRSI (AL T SRS R EICHOE e B e 110 B I A 25
5, 5 IOBIF 5 45 T S A 25 Xl A RS s 2 S A e L B A=
FRAA 1) 25 52 T RE 23 5T Ly s AV PR B A i AL B, 9 40
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% 22 I DN M55 EhH4E R
Table 2 Type 2 diabetic nephropathy rodent models
losesprby L tidl = TR
Rodent Model Advantages Disadvantages
db/db MR M AT iZ,DN Bl RIS N db BEERT NFRARE EVER T
KK-Ay /MR E o DN EERFKMERBESEIETER, RO HTHRAHRR
HFD %S89/ R KREEiE LS MHRERTHFTESB SRS
ZDF KRR ALFENITIEE H I AR R E # 'S F 0k
WF X AAFRIE I TEAE KR ENRE TR T SRR A E
OLETF k& A& HA DN
Goto-Kakizaki X F& FRERBIEEL RHIBATIE SRS
T2DN/Mcwi K R A& HA DN

STZ i S 4 JR 9% CSTBL/687 Hl STZ 75519 CSTBL/6 /MR
F1Y Apo E RiBR4F
I ER e IIUREZS 2 19 DN Sl A A B B B /N R4

FR IR o A AR TR RS TS, S A I SR A A % 3 1 PR,

X TR DN AT A, SRR 2 B RN REE B

o B 0 1) EE R ) R AN S R RRAE A BRI, B /RS T

S FIREAT HEAT IR B DO REA i B /NS TR BT Ak . il T

TER DI A B GUECREAE , SR T T fff 15 9] DN

FARALE B RS A R, XA Sh A B A S i 7 ik

AR BETE I PR S5 e v A R AR 4 D A
25 L RTIR, fE % DN BRI, ANLEE B R gL 5t

HEURB, B ZLEG AR ATRAREIE ] E A2 RS 22 0y 1l R R

R L FE BT Y DN ACHY,
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