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Using Xenopus as an animal model to study neurological diseases

DING Nan-Ji-Sha, GAO Juan-Mei, HONG Jin-Wei, SHEN Wan-Hua*
(Zhejiang Key Laboratory of Organ Development and Regeneration,
Hangzhou Normal University, Hangzhou 310036, China)

Abstract: It is very important to use appropriate animal models to study the mechanism of brain function and
disease mechanism in the field of biomedical research. As a classical vertebrate animal model, Xenopus has many
advantages in studying the construction and function of neural circuits and the molecular mechanism of neurological
diseases. For some human diseases, the genetic and morphological mechanisms can be studied in vivo through the
embryo development model of Xenopus which is similar to that of human beings. Furthermore, the nervous system
diseases are often associated with abnormal functional and developmental defects of the nervous system. It is
relatively mature for the study of proliferation and differentiation of progenitor cells and the visual experience-
dependent neural circuit homeostasis and function in the developing central nervous system. At present, the model
has been used in epilepsy, autism, epigenetic regulation related diseases. This review will introduce the latest
advances in the field of environmental toxicants induced diseases, neurodevelopmental disorders, and epigenetic
diseases using Xenopus tadpole model.
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B Vit (Xenopus laevis) 15— T B HEZh ¥
A, /NS S EAHLL, R R b
AW E R H . R TS (1) 75 dr 7] LIk B 15 4R
IS NGB I ER (HCG) AT R4 ON
NG, SZREINAE IR N R B 43 BA R L R
B — I E], %28 E KA LT S A
WL s EONETEAROR, & A HEAT BRI
FerE. 2 HAT L, JEMIE Sk S A T DNA 453
PRI AHRITS . G sB A SORE S S DL K P AR A AT
YL . EMERBNENIB, BFEad
MOSETE A BhRAE R R kA% 3 DL B4 2 v YR
TR HEAT T ORI IE, XX B4 R
GERHLEIAT T 7 IR EAl . S A A I
FHEG,  EECORWRHIC () H X PR 25 28 G0 46 A AFDGE i 2R, (L
PO [FIR PR 5 . CE SRR A D A5 S d % R, A IR R
PREZE TG0 AL (RGC) 1) il 5 45 S5 2140 T2 5 K i xof (0]
T 5 25 K0 5 0 LB b Fe 2 [RIVR ) o A0 PR s g 22
TR Al TR AE 39 (32K J5 4~5 d) £ BT G
£ 44~45 IR & OSBRI 230 %, JIFAE 49 H13Z
B . RGC AR ARMRT A2 TG, Wik B 2 R
P22 346 o A T LT 7 44 22 76 B AMPA 32 7K
NMDA 3244,  TZHIK 2 20 7 577 B4R 55 5 1
se—FEr .

AP TCE P 52 Jk € 2R RAR J5 A EL AR R TG
& (Albino Xenopus laevis), KNFEAN SR Jz 71,
T I 56 FARIC I BSR4 TT T DL B A
T HEAT A I B 1) 1 22 T Al SRR T B A AR SR W
o IS A0 M AE I BRSO T DATE 2 R 1 42 1 B
M0 R0 T 5 IR I TR A e 4 g A s g ), J@ i
12 F = 4 AL A T DATE A B ) R — B )
WA TCITER R & AT S AR AL o thdh, Rl
PRI 36 AR 25 5 HEAT A0 AR5 e fg e ), H A m] DLTE
T A P S R R AT R S G D SR B Y, i)
KA T AR T S 40 BTSSR - B

U IR sL e B O AR R E 0 2 R R SR A K
AWM B, @il B LK mRNA FEAR
SR AG 5 IR, 38 R O S AR T R S A TR
(morpholino oligonucleotide, MO) # N\ 2| & & H 1) i}
LRI 5 KAy ), D g R AR
WIIRIEAThRE. HAt,  Rhie} (1) i fi B e e 525 P 4R
o, R BRI R IR P AN, hon] BASEE
XTI RGN 25 W, T T I L Sl A Y
BAaIRE . HAh, BT R AR /N, W DL B
AT B AT AR B A E e U, TR 7T K

oG % 8 Tk R P A R R B TR R T B U Ak G R
R B2 L E e A 1K 1 R B Oy A R g A= Sy
I sl A7 A U214, AT DUBIF 7 H HK Ao 0 3 1 1 485 4
rhse UL s m s U PR ST T fEH
AEVIERZIERIRE IR FRIC (BONCAT)™ A7k Ak
RANEIEIRBRAC (FUNCAT)"™ 757 PEVE AR T o AX
P RGBH AR, 456 50N HAREMRT
WP AE B A . B2, SRR E N
B HES IR, o & A8 F IAR A A B 22 i
AR, 0] DATE A B A R — AR B I — 48 B 8 50 S )
ARk, ITES T APRAIAT N 22K B4 5 6r
FR 2 S0 BT P A IR AR, 1 0 S 4 SR 1 SR A
VTSR .
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MK T, R} 21 Bl e 25 25 58 4 U T FEOIR
BRE (TH)™, T s L8585 Gt /& TH #0
W70, FE, e N R Wk TH
S ULTERRHSE R B IS AR RG], A ERARST R
BietEil, Rz, W HRHEHR AT B 5 EE T TH 3
B A s e N 23 AR P T AR IO AR
B, R, sl A o on] DR X — 3% 2L
m i EEE R . TH R9E P XS % KM, TH
AR L 2 2 KRG R BRI PY, (HIX T
RAWEA, WG, B2 A & B %%
WEWE, MAERGREN AR ZERGM, o
FRAMASIE . T4 A 5 43 R 4 0 45 4 T BE
A 3, qRT-PCR 45 KW, TH 1] 751 357 10k e A
A AR Eh 2 W RO 54 HHRR L 20 e & 0 b TH
AR F LK P, cDNA &5 H F1SE I 5 B PCR
LRI RE, mARE S B N 441 mRNA
ik P, B vE Ry FERT AR SR (1) mRNA, A2
IR 2B BRI P AL I IR DR — 5 o B A el 1 2 1
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B 5 002 1 Y mRNA, X7/ AT 7 A i A
A BB F AL AL 5 1) T ZEH R 7y . X R SR
15 T I mRNA $E 0 a] GEXS & & A A0 e A i 7
AR, AEH A R AR DL AR 2

T AR L A B AR S UG BOR LT, s e}
B — M A FACE Y B MM A KRG R E
IR RAEARRE Y . il dn, ST 5 PN 54 dek b 40 T
i M 42 7T R R AL TR A Y R 2 b RGC B R 7y
SCHIAR BL R G K 73 SCH. 1T % A 1o VAR JBE AR A 20
BiR, 2 ikas RGC il 58 A 5% T 5 2 1] 1) 5% figh %
P 2012 4, ARYITUE LA O 2 4 F R it 5T 2
FUHC I L 1) PP 2L S 1 IR AR ] (MLIT 5 — A 23% T 551
FEYE AR A A it P BRI ) XA R 84 5 T
Thertggm B, ftn, MIT 255 5 ifishichsk b 100
T gt AR AL AT, R WAL 22 dl g (O 5%
fi A s AL T st 2 i) 1) SR A e 2% ) SRR A 12 B
AEETER e MIT ALHE S AR 22 70 N TE DS A PERT R
fioh 98 P IE A R AEARA, R YIEE MIT A3 25
M BEAS 2R IR B, T AN AR A KT, AR,
AR I TCIE AL Rt 45 ] A0 78— W28 (PX) o R &
BAALSEAT g B, R R AT AR Tk
TR AR A SRR, L EPE I FE R PX AL ER IO
R A B, BESE PXOIKFERIHEIN, KA HImE R B
F G0, LTI 5 e 8 4 R T R Rt SR
KRG AE PX 2 3 BURHIR 1 R 84T Dy H B ™
BRI, R, 2 S EE WAL T o T HAK12 1 2
LA H3KO [ = B4 K. 5IEH 2, PX
A D- H# A IR (GA) ISR & b 1R T 4i
MR, JFRRC T IRl 638 AT R BRI B, S
T AT P PX ] I T B R Y. X
SRR W], RWMBALMIEAE PX 2 5 E T3
WAT AR AE RBER] . Bk, IXEERE R,
AR I TCRES I 3} R LIRS A 0 A o 2 240 B 25+ A 2
RERTRSANAZ 4L, AT DAFERR IR B RIAT 9 2 7K1 B
FAEDI R R G E . R ARBAT
Z RTINS, AT DUR T R RS AL & 4
FFEIERT,  tmT LA PR RTE [7) 26490 ) 075 8 2 FH 4
HEESEE L,
2 FTEERN & (ERY SRR 2
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M AR AR . BARRY, JURMASRR Y
(TR 2S, GABA SZARSEHU (UM APs i
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M2 ) BERBRZARBNN] (BR S ) A I
TEAMHIF) (4- FIEMEnE ) #RAT CAS MmN P
BARF IRt} g b AN, 10 Bl ) R 2 SRR
P, IS RIRE E S, B E BT R e UL
ISR ZIU AR 512 C BUU AR K AEAT N . PTZ Ab#E
WRHISLENE, 37 FEAL I SR TR I, AT DARS I = A
(PR A FRTE B, BURUIR 250 T GRR B mT LA 5E 4 T
Wr S S BN . IZAR T AR AT, T H AR AR R
SO SEI L RE A, AT DA BT ] e LR 7 Ab 3 S
(Rt AT AT DAAE ANASE FH BRI 551 (4015 450 X6 T
(R AE AT AR 7T P

2011 4F, Bell 25 P S 4: 1 i ] PTZ % Sl
MR R AEIF R I, 85— IR PTZ %S 0 & 18
In T R A Y 22 fl B A, DT G 0 0 ) A 2
GABA 77 A FURETI, A4 IR AN 5 i A T,
T 22 o R KA P A= A e 2 R R o b4h,
e s R B AR AW AR AR, 2 5 B T R
GABA /KF [T, X NS GABA Qi) iff 15 #f
2P BRSO M BN AP i T AR I A AE AR B A
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FORI, 40 Z AR A 0] DLE i ASD 1) 90
R, (HIXLEGRAANTE A RN, A FER AR
JErEE ASD e IR & B BkAh, B HE RO E
RAMNKRITETE T« AR AR = 55N
HIKF B, 1 H ASD BRI 54 RS D EEN K
BEMRKKR, WHERMATEHARL PO Mg/
JOAR] FF) S L A 2 IR g R A £ T - TR M M 1)
FHEAEF B, 58 S i AR 98 A8 K 24038 5] k2 1) 5 ik
HEREIRGI BT B 5 P, X R L], ASD AJ
BER R B RE s RN M, Rk, BT LUE A
RE7= A ASD MIsh iRy, n RK2E BP0 Rl sh
By I A S B 8 2 B R B e B SR g
ASD [FR AR L]

— AN BB N 12 B8 7 4T M R0 28 I 2 7K
SFALEE ASD Gl & K & R ARk, iR
RUZ AR T DAAE BN 0 22 T AT R R R IA B
R, XFEATDUR 2 5 HL X 5 ASD i o< FE R 5 48
A& 5| gl E 3 AR R T B 4 W 4 K P AR



1224 ERER A=

H30%:

o BN, 454 MeCP2 JE IR AE AE I JTCHE A1 T
BN U B RIA N B, S iE s & oK i AME
RS ke B i, AR . w5 3)
PILL R NS, B MeCP2 H2 R 5845 5 2 1 #h 45 W
25BN ASD K i b 48 20 2 S5 1Y) B B R
BT, 3kt 5 A TR RN 2K 2 18] ) S s 53 [
TR, IR TUS 1) MeCP2 %
K Thag, AT LLEE— B MeCP2 3L IR 7E 50 1 2
FLEhPh e B,

FIHAT NI, 5 ASD A R HNRE B RH
WA H AR B i 5 ASD AH L %
SR, i P S D TORE 2L BT 0 5t 22 10— i 0 ol A
5 FMRI 5 —FERURGER S X Rtk i &
E B, IO 3 KA T il 1 R U5 R R (fimrp AN
fmrlp) o N3 (FMRP. FXRIP F1 FXR2P) /b, 44
5 [R] f 3 780 v / BS1 BIE gk, A2k FMRP &5
LA FXRP 25 (A B0t a7 LR 51 1T ) [ 5
FEA B, ARMITYE finrp A finr1p 3R FTA
I AR R R A T LA N2 FMRP Fl FXRP JE A i
FILFTPRRL B fERREL R G R B A, S FMRI
B DR 2 P L AR ) ) OE R AR T R BT, IR, R
FMR1 [R5 NAR A2 IR B 7 5 i LA IR B2 5
PR Rsh, AR 7T neuroligins F1 neurexin
55 shank P F1 PSD-95 & JE I JTCIE FH R L 5 40 1= P
FIJR AR A ™, RN ) PRE 3 s B A
I FAZFELR B0, AP T B AR R A L4
BEAT T BRI AT

T it ik BAAG Nlg-1 (R R KF, #i4
5 M RLSL R T 25 4P 2 O SRR B AR, RIUNI
T 36 A 28 JUASBE AN RGC i 58 2 57 37 9 fh, A5 22
WOy R BNATESNPERE 3, B 555 3 2 0 HH AR BRI
& P phath, B E ROy R Ish AR, [
FEL S A R S B R A AR B, IR A A 4
1O DL R A H s 2, N AT AT B bR 2R
1R FH B L ot 5 fih 3 6 0 Ao 248 I 44 8 5 1 A 45
B o

FoATTIE mT CAF F I TOME B2 R A 55 ASD K i
R 5 % 2 TR B 2R ), RUEPAE ASD B b it
SR T o M S RN % 1 A M R T KT 8
HR X R R RAIATE 2 HIfis ] 5
5T 402 (IL-1B/1L-6) B MR AR BE T (TNFo)
R, FL AR B S A 026 1 8 0 1) SR A B i
AMPA/NMDA b1 27 R il 5 e #h s AT N B
PR R, RS 5L ASD FRA Y, i

SEZE KRR, BEOE AR B AT UL S ASD 1 E2y
KA.

4 ERVEEFIZHEXERT IR

BEE N Ok, I8 R M 258 A7 1 54
kel /R K RS (Alzheimer's disease, AD). = (L
J9i (Huntington's disease, HD). 1H4:#%% (Parkinson's
disease, PD) CL4 A B AT 23 ) f . X R 1)
RIFHLEIE 2% . BOEWFFe R, R AL I 1E
RE RESESRER, @idHED % oBEE
(HDAC) M4 & A L WAL Eg (HAT) X2 & [ k712
B 1 9 3 R AR 5 S5 . — 28255 ) HDAC A 75
RO G IR AT VR TT I A0 HE AL BRI,
HDAC1 1 HDAC2 £ i K & 34 W13 247 T 2ki
AGIAZ S, P RKIR & 2 )5 EE R R
T4HMt%. HDAC3 fE R IR & i) Z AT
LRRIAR . AHMURZ AR R, 45 IR 3R B A 7E4H
M, 1 HDACS fEM TN o5 & 8 R iz A fE
ZRRifd . 0 MUAZ FIGE S 0 FEAR TR R
W, HE A ZBGEE HAK12 (35 PES R IR A, fF
FIT i HDAC #0455 (TSA) sidF 71 1 4 HDAC
077 MGCDO103, 2= 512 34 HIZ R4 1 H & i
A O Xk B, 1 A HDACs (3740 i 43 A
AR ERL T 5 K B 2 BB R, (HiAT LR
8 S T A 2 8 (1) AR AL IS AN 2 . AEEIR
i s R R BT, HDACI Al HDAC3 &5
LB 28 365 40 6% P TS R Fe I 4 e g 3 A 42 0,
BT BT R SRR, HEAE OB
0177 (HDACis) 7] LS 58 5 i m] 284, 2435 1d12
5 U S 4k, HDACIs i& Al PLE N 2a it 4T
WHoE, AR VI IR RS R B, HDAC 3ER: =
PEmE A2 M EER . Bk, fEIRKR EXT
HDACis W IERIfER, KRB Z M HDAC HH Kk
R PR BT — 2GR 5, ek AR S M SO

5 #EiE

ZR RN, IXLeEE R Te UM 1R AR TUSS
WRHISHS AR T DL T~ G PR AIAT D J2 i bk
M2 RGN RE KA R REAT AT O RL 22 7.
23 PACHIE 0 R E 20 UL 5 7 T AR 18 3 A AR T
iR} B OA T TN A B AR SR AP R SR
TR AR, (HGE, DO ARTUSS 2 DU A, &
ANIERA AN, 5 GRS AL, ek
PRSI . H AT, BEERERBORMARE, 3
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