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Abstract

Diabetes has become one of the top ten diseases in the world today, posing a serious threat to hu-
man health. Animal models are the most common tools for studying disease pathogenesis and drug
screening, and the selection of suitable animal models is of great significance for the study of di-
abetes. This paper reviews the pathogenic factors, pathogenesis and common animal models of type
|1 diabetes, and focuses on the limitations of current animal models, aiming to provide theoretical
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references for screening and creating new animal models.
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1. 518

T 6 bl PR K B 2021 4F (H LB PR H IR (58 10 i) [L14R0E,  AsBRpE R B A\ S0 & 5.37 12
N CRA T 4R i I 005 IR 2 AR B =K S T DR A g RR g PR AR AL Je b o [2], IR AR S BUE 0
MBI B E R E S0 X B I [3] [4] [5]. BHARE 3 EAL 5 | BB FRI% (diabetes mellitus type 1,
T1DM). 1l 8% R (diabetes mellitus type 2, T2DM)FIEE4REE K5 (gestational diabetes mellitus, GDM)%, [
BRI AT T2DM A% 90% LA E B [ A T2DM 4% 55 J8E[6]. TSI 7045 S O 1) IR PRI 1)
TERHUE B SRS A S . RS RIPT. JERE. BMER R, AW TSR E A L[7] [8] [9] [10]. AL
G2 1 BRI P BOR R 22 AL B WIS ST 4008, USRI Zh s 2 1) R R AR

2. T2DM B HEEE

FEIRIG AR BE R 2. A R R I F /R S 800 LS MV 3 EAE S AT . I a sk KE
MAREEEHSLFIRERE, KEMXERRFEE T KRR EHIX[6], PRERZH KRMHEAN
IRAETER R AE T 8%, Wil . SlembiE e M am B, shah, v, BV IRARE LA
NGB EBENRRES NS5 TR RIE I RN IR .

2.1. PBBRE

RERE2 5 YRR R HER, S2MBEREREREZVIFIBCR[11] [12] [13] [14], RERES
T2DM HIR A 2 H IEAH R R[15], Mk 78% I IR i 5835 A7 ENE AL Bl 51 PR A4S [16], FRABfE A
¥ 7 SR 1 3 B 4 25 38 ) % T2DM i e A B2,

22. SRESERE R

FEESAFHER R, MIREEWA IR RAE TR KN, SZaHEHSS8usbk
H[17][18], SIENAkEfgAC I Z BN SECE R . TERNATRN . WY FUE & S 800 B IEREFE
B, AR BRI RIBG G o
2.3. wmEhdd

EER, GHFRIRBESRZET MIPITETR, EAEShEL, KA AR Z 85I AU S E S A1)
GIEN T, BESSFEOERE. ST R O BUSHERRG, A TBE I T B0 JRom 00 XK . FUE s 31 ] 4 hn ik
BEBUSME . SEEA ) MAETE R, BB T, b O g G IR E, X RIE B Vet KE
.
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24, EMTHERE

HERMI A . BEEF AT TR A AT AR, TR A B T2 R AR A b ER G R IR
JEVRSE W UL R AR BN A AR AEERAT OIS B BEAR . ARG B A IR, Ak L
JIT A L) AR FRAUET RS 5 AR T R ARG . AT T e A AE X _F 4% (Suprachiasmatic Nucleus,
SCN) & A\ fie EZL 4 AV S, AT SCRE KL — HAMEI0[19], FH5 HAhH 2188 & 4L R PE T
WU P A BEYE B EAT P42 o A P 5 1k 1A 22 bR R DR [20], T i — 2% R i AR S AT EAT TR AE
KEWFFRIRN, AT 3 EL 2 5 SO0 R & 2E 10 XU 3 n[21] [22] [23] [24], HEERR A 8] 558 R 55 1)
AR E U B R[25], R HEAR A 0] Jok - B 40 20 2 388 o S5 08 P98 0 XU o CRARF (8 B PO S5 R T R
(TR LA S ek A R s )RR R P 20 R

2.5. PEAERXIHFEEL

HEA PR AT HE /NI R ANV P AR IR BRIl B 7 Ak LA SR RE SR IR, /N 959 AIHELV R 22 H T
HEE T R A B IR AT, T2 R T RELA BRAX A O R [26] o PR R ML B3 3 A A6 2 0 0 M I A0
RS EEEAEM[27], ITIRZS 5 1 R B g A ) O 42 00 A A8 101 oA o 2 o) B 4
HI[28], sthh, REABRIS /NSRS AT P4 T R w6 HLAR IR AR AL, BT AR I AR A i o i
W PRI IR A K B AR

26. HEERKN

W T AR AL PN B3 K 2 A 2 BV AR HEE 28, 08 TR R AP AE T R i — A S IR 2 1
EBRG, WERHIMEMEEZ, S5 THURS R FE LG 7 A B35S, HXHR AR
RS HE — 2 REIER .. AR, IR IE 6§ A7 B0 AP0 [29], AR oo iz 6 1
AR E i, R g0 B R (0 T 2 S B R: « i738 TR B 75 465 I 30 00 8 A Iy R I 7 26 1 1 AR =4
J2 %5 4% NI Il B2 (Short-Chain Fatty Acids, SCFA), SCFA £ 5 7 R ACU, I HL = JH & B 1Y 5 5 Y 1% 2
[30], -4 Jf S my 5 JE (] B2 25 B A BBV TR (311, FR L v 2600 i i T A 110 9 18 2 51 RS M PR . 0 AR AR R R
TR B 2R EL, xR SRIE R BE o AR, T B R B R TR AN 2 5 EUE T2DM XU 1S ik 22
B

3. BERREAZRIER

T2DM SUFR AR % 2546 9% B9 (Non-insulin-dependent diabetes mellitus), & — A 205 ,
ZAERNBER A R, IRRRIIEER Y “=2 A7, 2R, 28, ZRAKERZE. T2DM
(0 A R 3 A i B R KU IR 5 B A PR 5 3% 4 WA Th RS2 401 [32] , & AR FH 51 e R ks P AR 35 58LL
NI BT DA R A = AR AE AR 7

31 BRBRERRH

Jik & Z APt (insulin resistance, IR)& T2DM & A4t = B —AMRFE, S HHsHE R R AR5 R R L FIME
PTG 51 LRSI 5 KA SRR R R IR AL B RE & AR B3R, LR i 5 R A B
FARI N BURPEI B ) — PP BRAS, FBRAETHENE. Feli. WIS, Bk 5| & rops iR
HELAT S ECHE R . e O BEREE . QTS A RS 2 AR AL [33]

JEERE GG VPR S5 e A ik B 2= K, S BSUBR B 2000 6 460 W (0 BRI R 0085, [T A4S 44 9 1)
MAEAE BT, e 2% 200 A5 380 J U5 DU 75 2 -l B 22 (1 J 5 2 SR A R A PO I IR SF- 18, S B0 N i B 3R
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R PEAE — SE I [6) P ANy LT+ B IR WAL, 2 {6 2 B A B 32 40, A8 WAL % PAY e & R VR PR S B 1 %
7 TR P 2~ AN BT

3.2. RE p HARAZIR

[ &y B 2R SE AR ) 1 B B R BUBR S p AR BRI . BRI AR T RE AR L R By 3R b ik g 3G
WAL BREVERIE SN EE AR B 2RI R AR B BRI e . SRR B Sy p AHAEARLL, HEIR
TR IR B AR SRR AT kD2 35% [34], FFAEAE A M SZ G o e A FEE IR I T o 8
Ky B AR 7 WA 5 8 2R CAYERF R N IR P44, 50 P ) I B P e B B 3 40 P A A2 o 8 B 22 P R
FRYESF MR AT (K0P 7, 700 H U ) o I R 2 0 1 5 A L D BB 3248, R 2 38 70l 3K B VAR K 2 AN
T, BUEMBER RS ETE, ARARE. BRI A F AL

4. T2DM Hzhfissl
B RS PRI DR S 40 [ R E SRR | 7 AR AR R 5 DR AR S
4.1. B&M T2DM FhtiEsy

B ARSI R R IR A2 BNV, 2R R AT W R U R s AT IE S & s, BK
B LA IR D ELRFAE AR RE R IR BLR AR RS0, T2DM 1) B R MEh WA AL SCRT 3 9 AR AU AN A
ERERE P A, (AL S AR IR G, H AR R sh R R R 2 DUIE R R DN

4.1.1. PRBR—ARE

1) ob/ob /N,

ob/ob /)Nl A2 C57BL/6J /N R AZHFAR AL T 6 58 G (ARSI AT IS, A4 N 7™ FE il = 98 31 ik [T Ty
e, HARE ] ik 80g. oblob N RI NRUCEE HAERE D, FEEEA SIE. WER &2, RS E
HRPUEERFAE, 5 F IR ot i i KU M OB 72 [35], AFAEAN B B IA[36], ISR AR AR A i
5 ob BKIFTLRLR([37], [HIk oblob /MR IETETE MR AN T2DM R4 .

2) db/db /]

db/db /MBS F CE57BL/6I /NI AE T3 4 S YL B ARRRPE SR 85 1, A7 758 32 52 1A JEE DR e o 1 £
e RIS IS JRBE. =B 2 MU SE 5 N 0 PR i tRAR AL A AR 35 8L [38] . db/db /N ERR I 17
ZHERIFAR DG I AORE, 8 T W8 BROS F AE DA K 29 R it 72 [39] 5 oblob /N —FEAFAEA B BRI,
Bl 5 A ARG TN RCRE . 5HAMARRE R AL, db/db /NRZ B R E N E, %
i B 2 B [40].

412 PBBE—3EE

BEPRIpa 03 R AR O 2 A%, BRI DRI Bl AR 2R AN R 56 4 R LSBT L, R 0kt 22 ik O] PR SRS g o Bk A )
FoARAL T Z AR . KK /DN R B H ARS8 50 H AR AR ddY /N BT Dkl S8 3% & B i) st f [41],
SNERE AY R IFREEEINEARN KK-AY /N, R IR R TR B (kB [42], NAEARA
yellow KK KK /)N 5 H BH 55 AR T & 53 IR [43], KK-AY /N EE HFEAMl IR 2R i M v T . b
REJREAEARAE, BT B S ROBE PR B0, T T2DM NI 78 LA SR B3 B 0T 70 42 — b R i A
JE AL [44] [45]. ANid KK Z00E PRI /N BRAFLE G B Y 1R 73 i 247 R AR

4.1.3. JERRBERY
GK K2 —Fh i Wistar K BRI A8 ShE A2 15 & BUCE Frs i AEAERERY T2DM shisi i, f74E 5t
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T JEE IR AT B 3534 0 5 B AN, B BRI PR SR B IR B4R [46], [RIRH IR R BE A e b . 76 2k
i 52 AN RAFRFAE, D0 H B 2 15 N AR LB PR T B OB 55 7 ACRE, & 1% T2DM 1Rl
) B I BOE AR T [47] [48] [49] GK R K RAENG )L L4 LI JAME R I R B AR Z L 5, 3x 5 AN 21
T2DM KAEFHAREAHAF[50], Bt GK KR AT T2DM I 78 42 AE JR PR 1

42. SRBIESE T2DM FhipiEE

NEJERE T2DM (A EE R fE G A 2, I MR e A e B Db a] e st LR R A, A R AR A e
15, BET SBR[ AL . C57BL/6I /N A A BRI T2DM 5y bk, S HihAT & B AR B 5 3 H L
S AIBE PRIAEIR[51],  BA it C57BL/6J /) B H FH IR FTiF5 3 dh AR B, RSN A AITD R JE B B AR
T REFEFEHEA R BT SIEAAAEE G A A S R, DR i g g g i S i A
FERT T A .

43. WHFIESE T2DM FhipiEE

JE LAY, 22 ) B A B PR 2 R LA (4 % 5 4 B R B BRI B B 4, R JDR A2 1 2K (streptozocin,
STZ) A1 DY 435 g (Alloxan) X 24 4 it 75 11: %1 267 4 540 Joa mT e Bk & B 4B 1) GLUT 2 % i A% 12 JF vh iR B 2
ML [52], MRS RS, ML S MR B IR SRR, SR, — BNt R]GHE R REIR
SRR, DA ORAIE SE G T S AR FERE R IRAS, I8 5 7ESCUR AT 5~7 R AE AL AT 75 %

STZ Z—FEAPMIE . BUE. BOERBRREN T EPA R, SRS A0 iR A 4 #0724 B
Bt g 2 AN B 3 RIS, A AL 2 B 5 9% [53] 3R 175 4 SR 1) 2B [54] I H B LB IR Z5EIR . T2DM
FEER AT et IR B USRS (8RSl s IR & S R AR R, HEshEEm s
VI S AR R, IR RDE RS A . HET R4 SMIRE + BG5S IEB0 e R
FRIRFF 70 Hh 1 2 5 T A3 A 7 VR [55] [56]. STZ it —Fhir . A (E HLPGHE M AR 1%

5 STZ A[R] 72 VY 48 s g 7 — Fh2E FR IR AR A Ik R mh A B0 N R 231, B7E 1943 4 SHAWDUNN
S [STHUAE S50 rh R I U 4 e TR SR SR FH 7 A R S P P 8 2 A PR A o DTG A i 7 A )R AL Eh T
ERETERIR IR S B AR, fS5R 5 2 A0 WA R Ak T P A PR, R PEBE A ELRE . R SEER . V2 T
Ft[58] [S9]UE ] T DY 4 msne 5 5 T2DM (el 47M:, (HAE SERRERAE A a1 STZ # A .

4.4. FRIFSH T2DM shigiEs

FARVVERAR 7> PR LA A5 S5 LRI AE RGN 8] A AR LB By A, IR IR By R Bk =, FRIETIE
EEER R AT R, DN RERIEERER. BRE A0 B BRI B AT RE, B R R FE 20 B AR
R BT AR TR TR FUR 5 20 0 AR R — A R G BT i, AR B SRR E 1) T2DM B,
AR ARVIBRIEAR + STZ BeH 89771%:[60].

45. FHEER T2DM shipiER

eI A )2 48 B ZE DR TRERAR A N AR SRR SE IR S NS ) ARG o, (6 5 3 P 2k DR
&, IFAr R AR T — I I[61]. A2k PR TREBAR NN BN 550 PRI AR 5% 1 PR EAT R Bk« RN
BB AL R, AR AR 2 B BRI A5 2R ORI AR S (AL S R B o (BRI DR Zh YA AE AR L i
B PR AR ME B R BRI

MKR 53 R/ B AFAE B U 5 R J B PR A IR 171 2 AR T RES2 40 [62] AR A IRy R 2R 2 451 3
BURE R WL, R RACHIZEL. IR SR IR T2DM HF4E,  FORE PRI A TR BAFE AL = [63],
&M R AS E B
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5 RE

BRI I R AR L S22, i PRI 0 SAFAE A SR BR A, DR LMy T 3 ) S S R 6] T 53 B A LA 4F 7
PA R 25 e S5 2 0 b E K . 1 SO H TR ) T2DM SRR EEAT 12538, X LERRLAEBE IR HY)
W EHAA R R R E A, T RO R BB AL SORREIR . JRROE . MR IS AR
AFBME i, H ORI R) L O™ AR R 2 75 P B W R AH I ACRE AR AN A B, 75 BRI LA
DURATIE SR (HAERRE, E5EA MR 5 A T2DM KIRFIEE V) &, X EEah )R R H#R oY
FEE € BRI .

I RBEAE A0 SRR AR, N IR R 2% (R A RSB 238 1 NIRRT 7 3, AR I () S
BHEEEAT )5 IBHTAS T N B iR, thagoin 1R PR B XUz [64] 0 PRIE, AR 5 s R A
TR0 AR LI O PRI S A SO SO I L 3, (BRI Sh WA B X S R Z0OR A R B, T
HA BB R ARG 77 sUBAT N SR AE 2 BB R T RE T AR, AR — 2R IR M. SRS AT 7T
R BUARAIR IR 5 b BB 5 1 ) XA T AR R I [R5 AR G v A S v UK 55, R A K B
P R EYI L, #7562 ROBE BRI R IAEIR,  JF e @] 18 T2DM shyfiid[es], X Tatst 2
B PRI AL, 3 FR 5 U2 W R S B 5 K 52 B ¥R D IR BRI AR ST FE B

E&WE

E K B AR #5410 H (82060163, 82160167).
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