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HUX — PRI S R ANV SR b — PRI 4

1 MREAZE
1.1 RFIFL S

OVA(Sigma2s #l), FI A= #1825 7K e 1 i 1% 1 %
W AR B ER K IRk Ll 25 IR WD, SR
F(E 24); 1% E b 2 (Sigma 2y 7]); 98048 75 2 44X
A EHEHTR BT WA PR A ), 980658 FEPCRAX
(Eppendorf/A 7); ELISA kit (eBioscienceA 7)); HRF}
B e A1 i U) v HL(Thermo 2 w]); Synergy2 % T fig
il bR A (BioTek A 7)o
1.2 K14

SPFZ% 3 (#1298 vy BL12 (b i 1 7 15 = A
WIWEIE O ORI, 35 O B, 6~8)H W8, A4
24~30 g, /3 ASEER U161, X416 . /NG FRAE
TE IR (21~22 °C)FILE £ 0k I I 5 ), BERR 12 hols
BEARIR . ARSEIG I B A Bk R AOK, Bk
Y B AR BURR, AOK R R AR I 4
Ko AT BN TT G 3RAF AT S AE P2 51 2%
{EiRGi
1.3 OVARZIHIRE B9 3L

SEIG LA AR EEOR TN 28 5K 43 ) 4 5 U/ B s
W20 ug OVAFI2 mg&l S8 A0 50 1 I 2R 3 R K
X RRAAN GG T MEB 12K IR SR 4/ B 1%
(FIOVAHE HE #h 7K W AT 55 A 3, R /N BRI
SN, ABFR2UK, BT b, 20K 114 b, JEHEATS K. A
PR GS T A B AR K ZEAL N o 158 25 il R A A
27 emx20 cmx10 em (P B R 254 b7 . e —
SRR A A, Sl IR AR IOVA Z ik
NFED, TR I3RS, (TR .
1.4 ImRIER

FEMEL N B H IR A 22 P R
WEILRRAE . R/ MRS SRR .
1.5 RIEMARER D
1.5.1 % &% A /&7 k. (bronchoalveolar lavage, BAL)
B¢ J5 — UROVAIE 5 4b BE24 b 5t /N fR 34T S A
WS VL VBE O o /0N BUPR B S 8 O B 2 B AT 4 B R
M. DRI i ] 52 £Eff & b, TR IT R 9] I 350
LA R U AT AU IR A, A mLyE S A )
RE NG T mL PBSIf s R4, [
50%~90%, ] W5z 5 B hy fil S 7 Ml 760 98 6 M (BAL
liquid, BALF). #£¥E#3 000 r/min 0210 min, i

R BT B T, B T20 *CLRAEH T2 Hr 4
W DR~ 7K~ e HHPBS & VR fa FH -4 ok iR
J W 5% i IG— U AR 5% L £, Wright-Giemsa staining),
MRG0 TEA . KA LLEAZITEASIX 3 i
WE T R B Mt AR 9B E2 0 e R o P A
RN BIRE: Wh A i, vk g, Bk
JHU TG B A1 P o VR T P A s S A 21 SR s 21
ER AL A SR 0, Mot 52 R £ AR 4 A 5
R, T 2 R U (O rp R 40 i ok B 55 (0,
LD AEN R Sl FANCNS
1.5.2 B3R B F K K- 2 B AT 4L 4290 K HE: &
REVEMR RIS 2 R 5 S R AR TE /N B B ZH 2 — 4y
FEIRNA I H 9% 6 8 BRT-PCR ) M JE K L TA 7K °F,
5 H T HE B (M 22 41 20005 BRAR 017
1.6 LIHELIE

S BT A5 #5 K H OriginPro 7.0 #4-3E47 508
AbEE ) GEvh 275 R H students” #-testo

2 BB

28 1t OVASURI N W 2 b 38 )5, S 41 /) B n] A
WS BITUERAN 22, IR BT P AT A g

T8 IS8 /)N B S YR U W (BALF) (1) 4
FRLREAT B G— M A% G €, AR S £ i A0 M R TR 2
KNP SAZ TE AR X 3 O TR PR A0 i o 4 i
VR ELAH PR A R A0 e, TR T e R B, OVA
SIS A BALF 5 41 i A bk &b 40 B 28 28 1 2 H
53 AN A e B s (E D). IR, SEK
20 /)y ERBALF 41 Jifg (K] T-IL-4. IL-SFHIL-131) 7K
2 v T A BL(EL2), 1O VAT R SO RE
/I BRL TP R ity FH G I Th2 28 40 B IR+ 1) B . 2%

F 1 RIERFFRT-PCR3|4)
Table 1 Primers for inflammatory cytokine

519 Fr4)

Primer Sequence

IL-4F 5’-ACA GGA GAA GGG ACG CCA T-3°

IL-4R 5’-GAA GCC CTA CAG ACG AGC TCA-3’
IL-5F 5’-AGC ACA GTG GTG AAA GAG ACC TT-3’
IL-5R 5’-TCC AAT GCA TAG CTG GTG ATT T-3°
IL-10F 5’-GGT TGC CAA GCC TTA TCG GA-3’
IL-10R 5’-ACC TGC TCC ACT GCC TTG CT-3’
IL-13F 5’-GGA GCT GAG CAA CAT CAC ACA-3’
IL-13R 5’-GGT CCT GTA GAT GGC ATT GCA-3’
EotaxinF 5’-TGT CTC CCT CCA CCA TGC A-3’
EotaxinR 5’-GAT CTT CTT ACT GGT CAT GAT AAA GCA-3°
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JE BPCRWIEN] T SCU 41/ USSR M A OGHE AL, SES 2/ BB R A 1 I i A X 527U A B
DI 2IE 2% R (E3). B BT W], X Idl )&, JFAEBE TS [ Ak 2 R (11 4)

KIROVAIEZAb 3124 ), /N FUMERESER(BALF) Ui i i . WETRVERIAN A . EWRANN . Wbk g SR b MR i o . NCOy I v SRV 7R 201
(O HRAL), OVARZR IR 6 FLI R AL (R B2 Hdi LlmeantSEMAR, n=6, *P<0.01, **P<0.005, ***P<0.000 1.
Total cell and eosinophils, macrophages, lymphocytes and neutrophils counts in BALF of OVA (OVA) treated mice and Non-OVA (NC) treated mice 24 h
after the last OVA atomization imbibition. Data are shown as mean+SEM, n=6, *P<0.01, **P<0.005, ***P<0.000 1.

1 FiEE SR (BALF) 89 2 40 B 40 R = 24 0

Fig.1 Total and differential cell counts in the BALF

n=6, ¥ LmeantSEM %75, *P<0.01, **P<0.005., NCE OVAZ /N i B it A1 K DR 1K) A 0 2% 32 o 4l Llmean=SEMER
n=6, data are shown as mean+SEM, *P<0.01, **P<0.005. 78, n=6, *P<0.01, **P<0.005,

2 ELISA*@;W]}%;‘;E;‘@(BALF)EP*ﬁ;&%E(];}(EF Relative expression of some asthma related genes in lungs from OVA

Fig.2 Relative cytokine production in BALF by ELISA (OVA) treated mice and Non-OVA (NC) treated mice. Data are shown

as meantSEM, n=6, *P<0.01, **P<0.005.
3 REMRAEEL/)N R AT AR I AR S B B R FRiKF IR

Fig.3 Expression of asthma relative genes
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B R JTR AR /N B2 O VA BUSOMUA 5 i 18 ML B 1 SR B J5E, B 26 T Mk AT . 1065 KL, B ARITIEIBAI B =100 pm; 20£540L4F T,

FCHIEDIFF5 N =40 pm.

Arrow indicates that vessel wall and bronchial wall of OVA treated mice increased thickness, and the infiltrating lymphocyte. A, B, bar=100 um; C, D,

bar=40 pm.

4 ERREL)NRARIEY R RHERE

Fig.4 Pathological section and HE staining of mouse lung tissue

3 g
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S 15 T [ W (airway hyper-responsiveness, AHR) A
i FEIgE .

R, R R A B N BRI ES 41 i SR YR T
129Sv, DA LW 42 I 129Svilh A& /N U A5 5 T 5T
/N U R B AT — 8 R TR L. OVATIEU
A Bl A 7Y A5 AN TR IR S o & 7 0. OVA
(A7 FH A S AN AR 7], AN 70 (1 SR 308 9 A5 784 71
VERAFI 22 5. ARSCEER H DL & 20 pg
OVAI2 mgZlU S 080 1 71 1 A B 45 7K 2 37 129Sv /)y
B I i A 2R

A% T SCHR[16-171 338, BEAT T SL96
9T, G5 RE W], OVAUH129Sv/N i, HE B T I () st
Ry A AR AE . Th240 i DA 1~ i 2 0 1 3 488 o,
JLARIL-SHE M Mg IR A0 M 5 A6 S5 38 0, 75 B BT g
PR A1 L 9 B B F L AR Y, [EAb
HIF SZIL-4 0] 75 Bk E 41 o 75 BRIGE, AN 3T 52 56 41
BALF JZ i3 DAl 1 73 A7 1) 22 BHIL-434 Lo 4 s, A
PR IgEMIg B2 4 i, WF5T A Bl LU R — K
OVAW 25 A 124 h 5 1/ R B i A I IE, ]
CAFIBALFRIIIGE o A0 ey Js W 1 AR 2 E Ay W i
AT () —ANFR bR, R Z AR NI 5T 2 Wity AL B,
e P U 9 ) S R SR ST N B, AT A
RrIEAFERS, AT, E NN Z R 4 5 PR
TR E 715

T2 W Wiy 455 280 ] A SR AE 9 < T R TR P 40 i
i AT RN ATE R A A TR
PR 5~ 43 Wb AR A DL S SE DR S AR G 29 E % . HiZ%
BERAT A OB Atk 200E, b 2R 4ith ., 7
TR PRI 2 | AT R I AR M S RE R
L, AHRH, H$FF8E 2 RIS IR G2 h, DL &8
Wi 5228 18 KT, X R s T A R
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A Method to Induce Asthma Model by OV A in 129Sv Mice Strain

Lin Zhirong', Wang Weigang', Yan Huimin’, Wu Youbing?, Ren Jianke**
('School of Life Science and Technology, Tongji University, Shanghai 200092, China,
“Shanghai Research Center for Model Organisms, Shanghai 201203, China)

Abstract As morbidity of asthma is increasing in recent years, it is necessary to investigate the molecular
mechanism and treatment methods of asthma. OVA is one of several sensitinogens for inducing asthma in mice, rat,
guinea pig and rabbit. In this article, we introduced a method to induce asthma model in 129Sv strain by OVA and
described the evaluation index for this model, which provide reference for researchist.

Key words asthma; OVA; ultrasonic atomizing inhalation; 129Sv
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