R R R E Y F R E o1 A 10 BE 1
Journal of Pathogen Biology Jan. 2024. Vol.19,No. 1 o 47 .

DOT. 10. 13350/j. cjpb. 240109 cBE .

AR 2 o FTR Fis1 T 20026 15 k28 et el
/N BRSO S 0 G 2 PR

FEPULRA LGMES T AR AR
(L BLEERR S FERN 20 5 B BRI 75000452, 5 BLIERHR 2L R B SE 1.0 3. 5 50 L e A 561055
L. ELBE B A R R 5 A O AN B 5. 5 BB B Wi R IR )

B BT AUR R % e Fisl & (110 T 40003 000k (Eg. Fisly 10, ) X 5 HCH: B2 I /1N L4030 46 5 10 28 A 1 i %
TBEFE MG, ik DRI o 24 2 6~8 Al BALB/C/NRBEHLS N 3 4 (AF41 8 ), Horh B 41y %)
41 ,C 4y SR (OVA) T H N T4 (OVA+Eg. Fislg 10,) . &M ELISA ¥R /N BUALTE OVA F: 54 1IgE
K5 3R A HE, PAS, MASSON 41 21 e 6 46 245 /] Rl 41 20055 38 45 1k 5 5% P 30 2 200 M0 AR 43 i i U 60 AL AU 411 0 v 1o 1 P 4
M He 1 Thl Rl Th2 /953 B H B . 2) 1 SN0 SR B 2420 7% 43 B3 /0 BUM E S04 A% 400 i, AL A 1 X 10° A 41t 448 4, 43
o 3R 3N AL)  Horh B AL XS AL, C 4128 T B BN (ConA) , T 428 T 14l (ConA+Eg. Fislg0) - 55 57
3 d JR AR 13 RS ELISA B4 TEN-y B IL4 K P, R DRI .55 C 4L T 41/ BUI 412110 % 40 1
N L R AR A o B R 5 A BT 3 L LTS OVA RSP TgE K it 28 2 g I P4 200 JH L 1) I JU6E 0 IR Th2 440 g L 461
)88 2 T R (X P<C0. 05) Sl R Thl 400 A1 8 25 BT P<<0.05) . 2)RAMAK . 5 B AL, C 41/ BUR E 24
RN 3% 13 b IEN-y A1 IL-4 JKF-85 83 E T (3 P<<0. 05) 55 C 4L e, T 419 IE 504N % 40 g 3% 9% B 3 o TIFN-y
K RE BT IL-4 KFRETREG P<0.0D, SRR —H, SR Eg Fislgae AT M Sobk g/ R
Jiti 25 28 48 S $ A5 o WA T (54 43 6, 9 7T RESE 3k 24 1E Th1/Th2 88 I 25 2 540 ) OV A 755 3o Sk 22 i /N B i <3 26
% o

T Atk 1P M 5 SRR 2 B Fis1 2B T 40 i i ik

CE IO A 1673-5234(2024)01-0047-05

[Jowrnal of Pathogen Biology. 2024 Jan;19(1):47-51,55. ]

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 1020 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£0. 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 <C0. 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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