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Xenopus laevis: a dominant animal model for studying kidney

development and polycystic kidney disease
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Abstract: The African clawed frog (Xenopus laevis) is an important animal model widely used in basic research. It
is mainly developed to study the early development of various vertebrate tissues and organs. Compared with other
animal models, it is related to kidney development and polycystic kidney disease. The advantages are very obvious
in disease exploration. The Xenopus laevis kidney is simple but evolutionarily conservative, and the experimental
technology is simple but the results are reliable. It is the key for the study of complex gene regulatory networks in
kidney development and disease development. Although the metanephrosis of mice and rats is currently used, the
characteristics of the Xenopus laevis itself are indispensable for the study of multiple kidney diseases. This article
focuses on the characteristics of the kidney development of the Xenopus laevis and its advantages as a model animal
to study polycystic kidney disease. The shortcomings are also reviewed.
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PRAGZER. Bk, % T REmY, BN AR 5
— PR R G (B A/ BO R BE A . ghah, SRR
EERCA R IRA E], MBS EEEANEA, X5
NGNS AAEDLR . RN, B ek
TR ST il i, IR 5 HAR B AL R
BIRRAE . AR, AR R DUSRT -/ VE T
TERIRHE . fm, AR —MUKAELEY), A
TR LS K, X IR 2 U B fE
A7 THT A AR 2

6 SREEHEE
BEE A, FAAEMEE S A | RS,



152 AR

33%:

i FEE N2 T OIBEAT R AR L. 2
FE B A RO BB ) — B R, AR S
W, 258 BB RS B3 I R R IE A K. %50
L UL E NG R, LIH50% K NE — ek Z
ANPARRER Y, FERRE, SRR R E R E
Ao HETHEICR R R 2 S AP
gL 0 A4 3 M 15 4% B 2 %2 ' (autosomal recessive
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RAZ 5| L ADPK DI RAER AR, AR I (8] b
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