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[ABSTRACT]
in the field of health. In recent years, animal aging models have been widely developed and applied, which is

With the increasing severity of global aging, aging-related issues have become the hotspot

of great significance in the study of aging mechanism. Animals with short life span, such as Caenorhabditis
Elegans and Drosophila Melanogaster, have natural advantages in the study of aging. Various rat and
mouse aging models have been used in aging studies. In recent years, new animal aging models have been
developed, such as the African turquoise killifish. The authors reviewed main animal models used in the
study of aging, and analyzed the establishment methods, evaluation indexes, advantages and

disadvantages of each model in order to provide reference for related research.

[Key words] Aging; Animal model; Evaluation

ANEZRRALE RN — A H g ™ B A 2 BV (7]
BREER, 220504, MMRAIENDZ—KAH
w605 MV, TE 5OMELIRE L MBI T
x P BEEERER, ABFFHIREIIS AR, A
THRETFE, [EI S MuBm I KSR AN, LA AE |
BEROR . DIMEBIR . LA B AR TR .
SHERAROPRAEE ™ EEIAEERE, DAL
FEAEZIERARGHR B,

REMRIF, WAERER TS RO 5

AR E], BRI B A s D-F
B RERERE TEREL A ms SR, R
BN AL RERE F THLHBIR I, (EToiE AR Z iR
FRERNH. FL, SiEERMEEAMER
il ENLIRfsTd, MEiR. RIBETLEMES)
W, BIRE. NRFEMESIY, AREH A RS,
HITZ M AT REHKH TR AEBEESE A,
HAEARFEREMRA B

[BEE] EXBAEZH LI “RIEHEFMETIIRM 17B-estradiol M SRIEaNFRFE L FERIVLEIRR " (32171136) ; LiBEARFZEE R
BYIR B “ 1= 539 B #& L Aromatase/17B-estradiol @RI M K THREH X " (197R1452900) ; B R Em BRI B F IR PL D FEHR FNIE

TR R R IIE" (2020YFC2005604)

[E—1EE] FHRA9—), 2, MEARE ARG O IZDENUFESIEFHESF. E-mail:greenyin@vip.qg.com
[EEEE] B56(1976—), 5, 8, BLESIW ARSI B ENEDHFESEHNEF. E-mail: rfshi@sus.edu.cn. ORCID: 0000-0002-

8310-6526



Apr. 2023, 43(2)

LIS SELRES Laboratory Animal and Comparative Medicine 157

AFR SR BN ZE PubMed., R NN S5 A8
e, DshEEEAY (animal model of ageing) . /NFRIE
ZHEA (mouse model of ageing) . KFRFEEZIEAL (rat
D-FL R AL (D-gal induced
ageing model) S ICEEIA, RIARM 20121 H 1
Hid 22021 12 A 31 Ho HERRAESHI R EE AR
Fu (AN Eiia) , DU BRI R & 5
(AR, Y ALY SR, i3
HEE Tk, sEfein, Matimie (&), K
B TR =7

1 EEHDYMRSIRE

11 #%®

H 1974 4 DLk, Ba A & 2 (Caenorhabditis
Elegans) — B ATESEIBAIZNY) 1, BATLRRTESE
QE%#Tﬁﬁxﬁﬁlfﬁ,ﬂu%%ﬁ*%iﬁ
A, &I ZRERM G AFKMEML, S E
B BYIERARD DNAT;J)J* 1R, fEEmfA R
FIARE AN AR 2 D4
12 Fig

Rl (Drosophila Melanogaster) EaEIEEAE 3N

, EREMBE MR . HZDI6E. EIHRE
jj SAIE ST NG H B, EREMT,
SR B E TR AT A PR AN 22 H S LA
F. S redREpaeE M ©, ma, RimEE—
B S eI AR, WRARFTLLE s Boh, R
WAL S SRR R ELIRA, I AT E 5L
SPIAEEZ M2 ™ ik, JF&RigREE
BRI DA T3 — 5O SR . R, (OIERY
e DO KT, SRR PR S A T A AR AR
73, BEBCHEAR A TR IR EM T, (HEA—
TEHFRIRRE

&k, %éﬁ%%ﬁ%ﬁﬁﬁ BAEEENR, 77
RIS, B &ty n] CLsd Jo B s
YR, Ei%ﬂﬁiﬁ“)\ﬁif%%éﬁﬁ¢%ﬁE PR R LM
filo #RiM, TBMEEYEZ R e RS (A
. BTSN RERSE), MXERERGEA
FREM G ERMEISR N EEH A 7. Fi,
B R EREAIE AR RIRE, FlinciERe
TRAFRAE R ARG RENERL 2, TEsRE
BAIRORTTES IR, AT RE 7 2 I N2 A A RN A= BRATL A
5 A EAREL BRIk — R0

model of ageing) .

2 BENYRERE

21 B5&

PESf (Danio Rerio) B#%) 2N TREMR
e [ B/ NEAHEL, BESh R A SEIR BORERR, IR
feguR%, DA T ARSI B G FIZG B3 1

POt G 36 ~42 0 H, ESCIGE LM
A DA B AR EIRES, BEHEA NS S

IS B BT, ARG AR 2 by (R T RE RS
SRR H AL Y, Sk BEHpE T L B
R EmHEI TN, BRI INEREENR
1, PRI AT REE— B4 SRR ST I 1R] 1O

SR, PR A/ DIHILI A BN ERE .
WIRsEEE, EMR EE—ERRM.

22 ZFNAtEE

SN BB (Nothobranchius) 2 H B A] DA FEE
VN E MRS B T, EEENSESEEI T
HAEmN4~61H. SAAE T /REFZ 5 AR
BRI T AiaFAER A ) S AL
PRl WEFERINEK, B1S8EHREBEM
FEfktagk U, JEHIE SR . BRGNS
FERARIMERHE (7o BUAh, Sk RS th 5 A A
i 2, XA ESN G EREM R FEE R
SR o

i AR RS IR TN R 3E T4RAA o ff L TR 4
FAERmEBREAREE 7TIEMNE £ (African
HAEGYRE N9 ~ 268, REWHE—
BARERE AL 2,

SR, [FIDE S —AF, SRAA it /D — S
AV ERRE ., WEHE, REH 2R TN
R 5o
2.3 IR

IINERPR AL 99% i NZREETR], L (R RITE M ik
78.5% 2, [EN, SHEHMEHEE, NRERAEL
FEARAEH B, T B/ NRAERHE R, 2Liesh il
FUERAESRIE Y, T EAREZ/NRERERK, HlE
FF & H DR R AN Pl ALK
HEETR/NRE, —ERE LR T RS
AFIE]

231 BA=ZTERER

AEMRNRTUREGE —EER, BE N2~
44E, FEEMF R F AT CSTBL/6) el /N R A TR

turquoise killifish) ,



158

LR S LR E S Laboratory Animal and Comparative Medicine

Apr. 2023, 43(2)

®1 ERREWYERPEILG G EIERARS

Table 1 Establishment methods, evaluation indexes, advantages and disadvantages of common aging animal models
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