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Studies of mouse models of allergic disease
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[ Abstract] Allergic diseases have become a global public health problem that not only affects the quality of life of
patients, but can also be life threatening. Using mouse models, a large number of molecular mechanisms and conformational
changes of various allergic diseases have been revealed, such as allergic conjunctivitis, allergic asthma, contact dermatitis
and food allergy. Although the types and phenotypes of immune responses in allergic mice with different diseases vary, they
are similar to the immune responses and phenotypic changes that occur in humans. In this review, we summarize the
common method for establishing mouse models of allergic diseases and describing the phenotypic changes of each. We hope
that this review will provide a reference for the continued establishment and quality evaluation of allergic animal models in
mice.
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P , B /N R B E 4 2 iz ML JF E
S TR, [R5 1E 2206 iR Rk
S FIRR ™ . RV A TR o fbE e 2 s LR
(7] | (LA gk P /D B AR s 0 5 R T AH ) 1
2, BB R e M 2o, Hom AT R ik . i
TR 45 B0 & H (ovalbumin, OVA) JKE {E
#3 (ragweed pollen, RW) JZ 424 (house dust mites,
HDM) %5, BN BRUARAE T BURT IV B ] U5 RNy
ESROE R 8 oy RSl N W N 7R SR AR 71
JERE S IgE (977 A Th 4IA9TE AL Th1/Th2 4
SRRSO X ot B 2 R A o AR I R
PEFE AR K 26 B o B0 /DN R B s A A e A
R RIERCHATERR

1 EEMEERR

PGt o B 245 5 A 3K B R 2 10% ~
30% , (HIFLS R AT fE s T4 AT ST as R, al Bend
JEUPRIAE T H fole = e P i R AR I EL A8 20 £ 25 oK K
W2, i BOEs I R A h —Fh R RGP, T
gl T O B S A AR L B
LI

TR 45 R Bl W A AL ) A ST R A BB
B, e HEATARAR T IOR (2 1) o HETIA Y, H5 5
P TgE /00 T BB BN, 5 1 T 40/ 19
IV RUREA S B 0 B 25 e AT B 00 5B, 2
PUARLL T BOUHCRES T, A2 0 585 R 28 I 40 i 15
FeeRI [ IgE 454G, JA 2l B0 AH SO0 (early phase
reaction, EPR) , 5 | & AE K 20 At Jit S 4, B il — & 5]

AR PR 5, 40 8 TR MR 40 i 4k KL 5 (eosinophilic
chemotactic factor) . 2 }#% ( histamine ) DA J& H = fi
(leukotrienes ) % 4 3f A W 1 41 5 B ( later
phase reaction, LPR) B, JUJ A U G 8 g 1 1A 07 200 .
v O N N | RS IR = e S R
AR 5 R A 45 B 2L S A

MR AN MY ( Dendritic cell, DCs ) ] 4258 L JE I
SEIFIB RTINS S T 40, 1 B Th1/Th2
%, Th2 UM H Rk, Th2 M7= /0 1L-4 1L-5
1L-6 . 1L-13 A2 Ik 0977248 IR i Tgk 5 K40
RS FeeRI 454, 51 JAE#M " . 2000 4F 1L-
37 W YR Y IL-37 JB T IL-1 B E R R,
IL-1 FGEALE 7 MER A F (IL-1a [ IL-1B \IL-18 |

IL-33 . IL-36a . IL-36B | 1L-36vy) ,4 Pr & K F
(IL-1R #% $t W 7 IL-36R $5 Ht A+, 1L-37, 1L-
38) 31 IL-37 BB 5 1L-18 354+ P45 4 IL-18Ra,
L2 4K 1L-1R8, IL-1R8 REHE M 4 KM
AT E B, OF H BV ST R M L (F 5 %,
AMPK  JAK/STAT, " 18 {& 4¢ A 5 i #% W NF-kB
NLR3 %1 /N BUR 9 AR BE ARG 3] 1L-37,
I TE I AT P 5 R i B B AR A 2 TL-37 SR /N B, (H
Wit 5 e e DR R R AN W A e TL-37 B 55 IR (1L-37 -
transgenic, 1L37-tg) /N B 28 1Ay 2o SCPE 52 0 vh F
58 1L-37 % R sh P B st teah, 2 d4e 1-37
Qb PR T A RS (wild-type, WT) /R R FERE WS & 4%
oo e E S L YT, IL-37 © 4 £ Fh it fork
PRI B s . SR, TL-37 fE i Mk 45 I R 1Y
WFFE i A A

F 1 W HUESREAR /B IER T M R
Table 1 Modeling and phenotypic changes in mice with allergic conjunctivitis
ZILY] EW S B JR R R RIWARA EZ PN
Animals Antigen Sensitization Challenge Phenotype Ref.
ML RW R 51 TR, 19 410
BALB/c rw O BLRW 5 AEAPERIRS  WAHEB (0.2 o/L RW) W T IL-5, 1L-13,CD4* CD25 T 3£ 5]
4~6 JA% S5 B g MR, B H 1R GESL25 5 d k¥ A CD4TCD25 T
FKIBHEAE
. 50 pg OVA 5 1 mg AR 5 FJG,500 g OVA /T 5 . . o
CTRAOL ovA EF 200 L AR I L R R
¢ VS 2 W (IR 2 H) R BT TR R
BALB/c sy 0 bg SRW 55 mg AEMBALA 1.5 mg SRW # T 10 wL PBS  WRELSE A0 h 114, 1L-13 ik (7]
8~10 A ° RA G G4 P R IR, ELE R 2 5 d W IFN—y RIKFEAE
. SERLA RIS p IL-13, 1L-33
BALB 5 0.25 mg A AL e s l e P
o }Il/gé RW ;ﬁygi}%g};g;ﬁmz’ AL | 55 g Rw weRR IR MCp-1 % 3k B 5, 1L-10 £ 3% [8]
~7JE A :
R
BALB/c qry 0 me SRW 55 mg SEMSEEF 10dJ5,1.5 mg SRW +¥f# T TSLP, TSLPR, OX40L fmRNA (9]
4~6 JA% IR E ST IE 10 pL PBS, iR Ikt

L RWJKRAERS ; OVAL BN ; SWRIEIKRAERS .
Note. RW, ragweed pollen. OVA : Ovalbumin. SWR ;short ragweed pollen.



130

o PLA PR 2 24 2020 4F 2 A4 30 555 2 1 Chin J Comp Med, February 2020, Vol. 30, No. 2

2 e

H T/ BRECRORE B vy L BB RE D i HLIE A R
BRI SR, DM R 2 S P o FH R B 3, (B4
W Ay i e NS 2 R R I
S i SOV (airway hyperresponsiveness , AHR) |, 77
SRR LI ST A ] S A W R
JEL A SR /N BV B AR AR B, A By th BT P <
T BHLZE , I AN BB B B B UTE A2 B 0, 1ELAT RE WL
G W R AL 2 i 9= 1 B A, CDA” 48 Jf 3 35 1 v
PRI Igk FIAHE = AF , Thl/ Th2 KEFFHER

T B /) BUASE  ) AE S7 0 S BRI B A
ROV R B, 12 SO Bl 4 B B, RO B Bl 2
SR 55 A A D5 125 05 280007 A, DT 5 | ot e
W (#2). FE EPR BB, IgE #% IE K00, f 52 <
T U, e G DL R R P TN T 3
fn. £ LPR BB, B4 R P20 M 1T 7% 2 il 2 2R <
T bR AR, 5 DR AE I UL R SGE R
PR AL A DA K - J 27 e 4b 7 3k e 1 v
NRBE RS R T4 EEAE T B bk 20, 6 5k AT
KA FETIERLAN ML TgE 2R R F T, AT £

UEPURRE M 1gE 09774 IL-5 F 206G AR 8
BEH LR ERR MR AN, TL-13 EESRSE &
R =n R I I N N R e N DN R EN U
s

IL-37 2 A0 A NI A4 2 B MIZH 4,
fili RELZE R A AN, ANFIIN B b B A AR B
SARANME  EEAN AT IL-18Rar, 25 T il SR 2 i /)
B rhIL-37 Y6 5 , 7 FL Al 7607 Pk v b & 30 Th2 AH G40
MR F & 3 T R, TA) A BR % o e OBR B B ek
50 T IL-18Ra Ji , W JC 1 WL ZE 3 1L-37 1Y
PoRVER ) 3R 1L-18Ra X T 1L-37 200 (1 & #5
HAEE ) 1L-37 Kt vk e i O H 09 L 1
JERFFEE BT T A T Ak T Ak
WE W SR A TL-37 Sl ad ] 1L-4/10-6 35 511
CCL1 Ay 7= A i & 4 A/E ™ . Robuffo 252 30 K
IL-37 i 5 #7 fl #& & 4> fb B 7 88 ( myeloid
differentiation factor 88, MyD88) , ¥ M4 i TLR i %
M A EVER . 1 Lunding (250 o9 T1.-37 W] 3 3ok B
FEANH) Th2 RIYE A & #EVE ], TL-37 XFhiat Brk
W R AL AT RE P6 S 22 0 A5 2238 1K, ] A AT
ol BRI T EEAE R BRI AR,

R 2 RGN ROERTT A MR A

Table 2 Modeling and phenotypic changes in mice with allergic asthma

i B EAEEE T SR K FAIAAL S 30k
Animals Antigen Sensitization Challenge Phenotype Ref.
10 mg OVA 530 mg A% ; s
KM /MNE fugi,”FA; qf;i f‘hfﬁ B 13~15 REAWA 5% T Igk FikB i, il 4
w OVA ot D T OVA R, ESE 3 d, SR 1 SOD ik A B ok E (18]
6~8 JAI% RO AT R B BUF Ak WK 57K 40 min Fel
00 I s 5 ’ e
. e WERVERLANI | 2R A0
BALB/c HOM 1 ug HDM i f#% T 40 L 1?;;;4101 f’ljgs“ }i{%]g g R, 4 4R 133, (19]
6~8 JA% PBS J& i 5 il B CCL20TL-5 TL-6, IL-13 ik
H 1% -
B
g OVA 5 4 mg &% .
BALBc zgé‘;ﬁgm: 200 ?jﬁé H20~28 REMWA 1% I gk 114 IFN-y %k
- ovA PRI e s OVAL B R 1 W, B R, BALF PUERRERIA  [20]
6~8 JHi HAKRJE, A TE 1815 W
RATIE s 1 "
BALB/ 20 pg OVA 52.25 mg A% 4928~30 REFW A 1%  BALF 1 IL-4 IL-5 IL-13
1y HE}A OVA AERIRAIRIEIES 2 OVA, 4 K 1 %, 4k M4l 8Uh TNF-, iNOS,  [21]
i (IR 1) 20 min CD4* | NF-kB k75
5 pg AHE ¥ fi# T 40 pL . . BALF 1 IL-4, IL-5 IL-13
C57BL/6 ) . 14 ~16 REMALBA 5 o o ;
J AHE PBS G2 LA 2 Y (1] B w REAE TL-17 Fak 38 &, S0 B bk 2 [22]
8~ 12 JAlIE pg AHE

1)

YL INF-y 235 A%

T HDM . R 2R s AHE : th 25 B 2Z 4B s BALF . SO MR IE B 5 iNOS 18 5 11— S AL A/ 4 1 SOD . B UL W ALl
Note; HDM, house dust mite. AHE, aspergillus hyphal extract. BALF, bronchoalveolar lavage fluid. iNOS, inducible nitric oxide synthase. SOD,

superoxide dismutase.
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3 TR

7R N $ fi E B2 48 (allergic contact dermatitis
ACD) J&H1 T kL 40 ML T 038 AR (1V 3Y) B iU
L, G SRR BERR g 2B B (1 /N T 500 %
10%) o BPUEIEA B bt ek (0 n] 5 2k P
BT R - BB A A AR, B TR B RS 5% R 4
(dendritic cells, DCs) Fl¥ HAHARIFFEAT MR ELL,

U S I  T bk 40 A B0 1 o AN TR
FF, 40 Thl ZHA Tel 20, LA fih 31 i 5
J5UR , Thi/Tel MBS I 7= TEN -y, - i
AT A A AR A e s R

ACD B SRR N A S R SO D ( contact
hypersensitivity, CHS) , H:2 477 7 £ 24 A R HUR
( dinitrofluoroben-zene , DNFB) EMAER =44 2%  H
R ERRER PG E -5 5 R Eh R 5 S 1
2% ( Trinitrochloro-benzene , TNCB) 4%, H i 8 #iLf1)
ACD /NS A8 B 57 07 4 D R ] DNFB I 5 o
W, N BS80S , DNFB BB sl 3 3R PR i &

(%&3),

HAlE & B DCs = Fh W7 RE, BIVEH A% 103 41 i
(Langerhans cells, L.Cs) . CD103™ DCs, CD103" DCs,,
RGN, R & A K LCs 2 TRt A
UG HREAYURE YR, N Z 755 Thl/
Tel W EZLANM, HRFRH BR LCs JEH 5, k3
CHS JCHH . B0 2% 5 1M mit B CD1037 DCs J: A J5 , CHS
B B @R BT Edelson 557 &
Batf” " /NERL (S KM= CD103* DCs J&[H) /) CHS
SORZ RIS, I DCs P85 CHS 1 ELAA ML
Wit —2 T

AW E P, 4i: 2 D al i 3] Toll B2 1A
P S B, B TL-10 B9 724, 34 DCs 51k,
FAIC Th1 AHOCHRAE I /9™ A= 155 Treg 4L A=
DL AN B 40BETE AL AN TgE B 7 A R K 45 G s ]
VEFIPS®T ) Malley 2514 WLEE R, = 4k £ % D (1)
HEPE/INEROSE ACD SR B T PR /)N B TGt R
RAFTE, XPRYEE R D AT AR SEAAAEM ] ACD
YRR B H A5 A w2 B DIALE] v AT R

R 3 Bl R RN R IR AL
Table 3 Modeling and phenotypic changes in mice with contact dermatitis
Y W 4 B JR R LAY, 2 30k
Animals Antigen Sensitization Challenge Phenotype Ref.
C57BL/6 | NGB 5 pL 7% TNCB WK FIEH 6 d 5,20 wL 1% TNCB ¥k éifzs*mi?f;?fﬁg ik 130]
8~10 Jiliit e ekt PR ATHE B W !
ICR DNCB 10{%?&;@@%@%?2 (ggff 5dJ5,1% DNCB (20 plL  HASZSTEMH9 e, 5o jk s 131
6~8 R - e B kT A EE U R 1T IR R
JEHER 1K)
XU g B Bz Bk CD4*,
BALB/ lif tLH:;;ﬁMH (2(31}:2;;;) 25 bl GiCly + 10 pg/ml. 1 CFD4H;£/(}1'38};5&%%%;E/’I?TH
c CrCl ug/mL Jl7 (RIZAEWE] ESH A o B [E B -y/1L-4
6~8 JAl#E ? TS T XU 8 B 18 1 5 2 }%Hﬁi{;ﬂ; E BENTER TR INFy/IL-5,  TNF-o/IL-4 [32]
Wb 1) & TNFo/TL-5 , Fas , FasL, % ik
M
i
BALB/c DNCB 1% DNCB(30 pL) 4T 5% DNCB(30 pL) IR T Egiﬁéﬁ?iifi [33]
¢ x b2 Wk 5 ; i ;
N B2 e ek 2 YR EENEY LIS -
o METREE LR, B R 4l
b Ox 5 TN T iR o BT
SKHI . 5% o M AR R n S e T et s
6~8 Akt * T IE 1 k ARG " i, % e % B 2 o CD3*

(Ikg 1 1)

W ML AP TgE SR

1. TNCB: 2,4,6- —FHIEE R ;ASCs: JRITALUEPEZ e T4 M ; SADBE . #5flfifb57; DNCB. ZAgHESER ; Ox. EMEER; DNFB.

J=

AR

J4- A

Note. TNCB, 2,4, 6-trinitro-1-chlorobenzene. ASCs, adipose tissue-derived multipotent mesenchymal stem cells. SADBE, contact sensitizer. DNCB,

dinitrochlorobenzene. Ox, oxazolone. DNFB, 2, 4-Dinitrofluorobenzene.
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4 BYIMHETE

BB (food allergy, FA) B & 9% F ALK T
WP R Gt i, H 208 TIgE 4 509 1 BUE U
H A, B 1 PR A 28 24 25 A 8 10 2 9 M o U o
100 A, {H 90% M & ik Bk A+ 05 XS 8K 2 Dl
FeR A KT NE R 8 RSB, %
[, JLIE AR5 8% , UAE ARk 2% ~3%

[ 3 A 2 i 3o A 45 MBS 6 s 4 R AL 2K B
FA /N 75 4 B 80 ( 2 IR s 4t ) , F T
DI RBUR R (£ 4) . T EWHEARN ST
SERIE S W b 4 kAR e SR B A, R
T s 1 S T B e ) A B ) 4 ) ) 5 B
P, AR FA /NS AL E 25 B IR T % 8 TE 55
TP,

TE FA AR Thl AHOCH F (IFN-y) & &t
W ZE IR, Th2 AHSCH + (1L-4 1L-5 1L-13) & &
L FE R Thl/Th2 M, B Th1/Th2 E " #4,
Liotta 25147 % B Notch 3 B% 4% BELIKT 5, TL-4 & &%
fIAH TFN—y &2 2 b FF, Ho/IN R SORE Ik I Sl s %
X5 Sauma % U BFIE 45 R —3, 4278 Notch il
AT BB AL R JH Th2, 1 98 Th 2058 FA /N EGE L
SR, ML AP, Jiang 25100 AE FA /N BLRE B o fd

Notch 38 HEA il 51 J5 , & 20 Ik B 200 Jia R AL B8 A2 4
g H NICD \Hes—1 35 TR, T-bet (Th1 §% 5 4H 3¢ [
T)FIA ETE, M Gata—3 (Th2 #55:MH C K1) %3k
AR, F50 Notch nJ RB7EHE /K F LT FA, A
BELARHURI A 2

TE FA il v w55 35 W HEBR AR 2 TR 44
2R, PR AT LIRS B b P A Bl | 4 3065 R R T
SRECE R T B e, (0 FA 22— Fh 4 F P800,
BHREHNER 5N R DL G B S 44 1R
KOG, PRI AR XA ff S0 DBy A 1) & o 17 00, ™
TR B DL R Rt (], (HUSAE an it 58 & AN Wi 7
SR A ELA S AT GE R B AT e B A i AU
WA e E R S B R R I AR I i okt o 2L
A 5 BAR B A AR il iz 28 e f

5 NESRE

TR T A8 1 S 2 1k R 2o ek, o Al
/NS TR AT RE TG T4 S8 4 B AU SO B Y I
Friass BUWRE o A J R e A1 (R RE RS B i
IRV P S NS B SN i s S S
FRATINEIZEE 0y % WL Bk 27 0 7 5 B b R BR A, A
SERG S YIITTE C T R A A0 A5 R L ) i R R 2
AT IRAT T I8 BT o fEL A 15 A A, P s o ek /s B

R4 BYM/NRIERT L KRR

Table 4 Modeling and phenotypic changes in mice with food allergic mice

) Ein ERCEIT Rk FAAY, S 3Rk
Animals Antigen Sensitization Challenge Phenotype Ref.
L3 L TgE, OVA 45 Sk
50 wg OVA+2 mg E A4S . IgE, OVA ¥ 57k 1gG1 33k
BALB/c b8 mg AR mg OVA 7T 200 pl. &5 RS 1gG1 3k

OVA 50 ¥ % F 200 pL PBS

8~9 Rt 5 2 YR 2 )
10 pg OVA+1 mg S 4 1L5E
BALB/c OVA PRV 200 L AR 3R
6~8 JHi% IKJE B RS 2 YR (a1 R 2
Ji)
_ 20 mg BLG 5 10 pg LS
BALB/e BLG  ZIRAJEMEE 3 % (I 1
6~8 JA )
&)
10 pg OVA 5 1 mg A&k
o OVA GG R A5 I s o 2
N W (TR 2 J)
50 ug OVA 51 mg A5
BALB/¢ [0 £ JE A 3
12 M OVA R A L T S 2

YC(Ta]KE 2 )

PBS JGHEE 6 W ([alkE 3 d)

W 18 | 45 W Kt i b [42]
mMCp-1 FeIk¥h &7, 40,
1L-6,1L-13 Feik14

Relid i IL-6, TNF-a 3

KE T IA 14% OVA,

TRIE TR LT PR 3 R AR B [43]
422 A .
R R
L3/ P TL-4, TL-13 3% 3k 4%
21 d J5 100 mg BLG # 5§ B, IL-10 %Gk B, 1k & [44]
TR
80 mg OVA ¥fi# T 500 pL i ..
X Wt IL-5, IL-13 5
N L L e ®E g
s
4 d)
I 3E ' OVA F¢ 51 IgE,
50 mg OVA J&f#T 250 pl.  mMCp-1 FRikBE & 114 1L- [46]

PBS JGH#EE 11k

13, IL-15 4 mRNA % ik
A

IE:BLG: B-FLEREH,
Note. BLG, B-lactoglobulin.
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RN TR 2o SO 2 0 1) TR TE IR T T AT R X4 i A
FERIRGE, BEAh, B R 0 1 R A 12 4
TR, TSRS RNA FIFSE BRI A, Xk i fi
PESIR TR AR T 4R AL T 1 0 T 2 R BEE SR
HETTA, SN 12 A7 76 4 i S A v, T
P Z M E A i mRNA A0 AS RNA LU AR 46
Yy, VR 40— 20 B R A B AL 3 R G 2 5 B AL
IRGRER S YRS AR b L2l
G, RSN MR ALE I & s R B ) 2 B
58 (HHAE S B e B 5T iR T Bt — IR A
WNRER AT 3 e P Hh A i R 5 A 2 i RNA |
NS A 2E R E AR R AN IR 5 R TR
oy FZ I B 458 HAE R B0 F 3 b S i i s
X FHI R RZ I DU ] R X S BB R AR IR I BRI
I JEL BRI 1

SE Ik
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