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Immunological effect of T cell epitope peptide of Fisl antigen from Echinococcus granulosus on
alleviating airway inflammation in allergic asthma mice
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Objective Exploring the alleviative effect and immunological mechanism of T cell epitope peptide (Eg.
Fislgy 10,0 of Fisl protein from Echinococcusgranulosuson airway inflammation in allergic asthma mice. ~Methods 1)In
vivo: 24 female BALB/C mice at 6-8 weeks were randomly divided into 3 groups (8 mice per group),Group B is the
control group.group C is the allergic asthma group (OVA) and group T is the intervention group (OVA + Eg.
Fislgs 0, ). Measurement of serum OV A-specific IgE levels in mice by ELISA; Detection of histopathological changes in
mouse lung using HE, PAS, MASSON tissue staining; Flow cytometry was used to analyse the fractions and ratios of
eosinophils. Thl and Th2 in lung and spleen tissues. 2)In vitro:Isolation of single nucleated cells from mouse spleen by
the red cleavage method , Each well was plated with 1 10° cells and divided into 3 groups (3 replicate wells per group).
Group B is the control group,group C is the knife-bean protein stimulation group (ConA) and group T is the intervention
group(ConA—+Eg. Fislg; 10,). The supernatant was collected after 3 d of incubation and the levels of IFN-y and 11.-4 in the
culture supernatant were measured by ELISA.  Results 1)In vivo : Compared with group B, mice in group C had a large

number of inflammatory cells infiltrating around the airway.collagen deposition and other pathological damage.Bronchial
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inflammation score (0. 33340, 5774 vs 3.667+0.5774, P <(0.01),PAS score (0.333+0.5774 vs 3.333+£0.5774 P<<
0.01) ,and MASSON score (2.470=40. 1975 vs 6. 94240. 1393, P<C0. 0001). Pathological damage in lung tissue of mice
in group T was ameliorated compared to group C,Bronchial inflammation score (3. 667+£0.5774 vs 1.333+£0.5774,P<<
0.01),PAS score (3.33340.5774 vs 1.66740.5774,P<C0. 01) , MASSON score (6. 942+0. 1393 vs 3.270+0.1220,P
<C0. 01). Compared with group B,Serum OV A-specific IgE levels (0. 486920, 04563 vs 0. 7447+0. 1786) , the proportion
of eosinophils in lung tissues (1. 580+ 1. 038 vs 7. 3484 1. 151),and the proportions of Th2 cells in lungs and spleens
(0.3635%+0. 2602 vs1.243+0. 3308,0. 6150 0. 1323 vsl. 583 0. 2103) were elevated of mice in group C (all P <<
0.01). Compared with group C,Serum OV A-specific IgE levels (0. 7447+0. 1786vs 0. 4556 0. 01743) , the proportion of
eosinophils in lung tissues (7. 348+ 1, 151vs 5. 233+ 1. 268) ,and the proportions of Th2 cells in lungs and spleens(1. 243
+0.3308vs 0.403340. 1429,1. 583 £0. 2103vs0. 8150 £ 0. 1060) were decreased of mice in group T (all P<T 0. 01).
Compared with group C, the proportions of Thlcells in lungs and spleens(2. 933 +0. 2801 vs3. 930 £ 0. 5303, 3. 025 +
0.2931 vs 4. 95040, 3803) were elevated of mice in group T (all P<C 0.05). 2)In vitro: IFN-7 levels were significantly
increased in the culture supernatants of splenic mononuclear cells in group T compared with mice in group C (81. 69+
13.39 vs 133.1£6. 074, P <C0. 05),1L-4 levels decreased significantly (148. 44 5. 069 vs 119. 7+5. 859, P < 0. 01),
consistent with the results of the in vivo test. Conclusion Eg. Fislg,, alleviates inflammatory damage in lung tissue

of allergic asthmatic mice,decreases IgE secretion and suppresses OV A-induced airway inflammation in allergic asthmatic

mice possibly by modulating Th1/Th2 immune response imbalance.
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Fig.1 Establishment of a mouse model of allergic asthma
and intervention with peptides
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Fig. 2 Pathological staining of mouse lung tissue(20X ,Bar=50pm)

H:B X4 C OVAFSEmABAYE T
Fislgy 0, T4, a dlfml i, P<<0.01,
B 3 ELISAME/MNRMFEFNEEAQHRYE IGE EKE

Notes: B the control group C the OVA induced asthma model

OVA+ Eg.

group T the OVA+ Eg. Fislg, ,, intervention groupa Between two
groups, P<C0. 01.
Fig.3 Serum OVA-sIgE was determined by ELISA
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Fig.5 Changes in the number of Thl and Th2 cells in lung tissue
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Fig. 6 Changes in the number of Thl and Th2 cells in spleen
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