TR R AR 2016 4F 3 F45 37 45 3 1 hitp://www. ajsmmu. cn
Academic Journal of Second Military Medical University, Mar. 2016, Vol. 37, No. 3 e 265

DOI:10. 16781/j. 0258-879x. 2016. 03. 0265 ¢ % % ¢

1 5 43 524K 28 AR RY B I B /N BR P I s 1

A L R AR 2R REZ RS REZE RS
LA R R R K PR eI 5 S HE PR, b9 200433

2. T TR B B S RS UM 310058

3. I TR R AR PR AR G R A SE L i 200433

(AZE] a6  WHEEmEiR R4 (DCs) AMEXT DCs DIREM/N BRI . ik (1% BALB/c /N AL BEHLEL
FFRIEST N 3 PR B ZH (B 2H) | B W [ WA 1 590 S (CQOTRYT A (CQ 4D Fias vt BRZH i R ZHD . BEmZH A CQ
LA FIBIE 2 1 COVA) I /N B R AR, CQ AU CQ. FH HEE Y (0 005545 20 /)N BUIT 2 27 Fry s B B2 | IEREEK 7
PEWLBE S LR S G S R AN AR A BIAG I A5 2N BUAL T OVA $:54k IgE UKl DCs [ W 7K F- L 3% 1 2 ol 38 207
FEMALMEMEE AR 257 (MHCID 265K, (RSN B Wi il 57 3-F LR IEER GMA) ] C57/B6 /N B B
DCs A W, Kl DCs ZEm L4547 . MHC I (3235 7KF . (D FRIR OT2 /NFUAE CDA™ T ik E40AE, 5441 DCs 2L 1 10
M LA ST S QA M AAS I T 4 A ) 3 5 0 S0 Ak S . 48 (HCQ 4 1gE ik /K- (P<<0. 05) | fili 48 4 20 i 1211
FRIE LI B fiti DCs [ 17K - (P<<0. 05) Fil CD86 ,MHC [T #3% /K- (P<<0. 05) B ik TG 4H . (2) SMA {RSMIHIE867R DCs [
W5 . DCs MK CD86 K MHC [ A MK TREMG2H (P<<0. 05), (3)CQ 4 fiti DCs & 4ME S0 T 40 M4 58 Ak 1 515 1k 5L
B9 TUERGAL(P<0. 05) . &+ [ WGEADRIR mT i ot A e s il DCs 19 (4 1, R 398 DCs 2 i il 3431 MHC 11093235 A
Je DCs #5219 T 20 A RE J7 - et PE i 19 o

[RFEIR]  WISSIRAHA 5 15 5 28 i 5 40 i 1 i

[(HESES] R562.25 [xsttrE®] A [XEHS] 0258-879X(2016)03-0265-08

Inhibiting autophagy of dendritic cells meliorates asthma in mice
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[Abstract] Objective To study the impact of autophagy inhibition on functions of dendritic cells (DCs) and mouse model
of allergic asthma. Methods (1)BALB/c mice were divided into three groups using the random number table: asthma model
group, asthma treated with autophagy inhibitor (chloroquine) group (asthma—+CQ group) and control group. Mouse models in
asthma group and asthma—+CQ group were induced with ovalbumin (OVA); meanwhile, mice of asthma+CQ group were also
treated with autophagy inhibitor CQ. Hematoxylin-Eosin (H-E) staining was used to observe the pathological changes in lung
tissues of mice. ELISA, Western blotting analysis and flow cytometery were used to detect the serum OVA-specific IgE,
autophagy level, and expression of surface co-stimulatory molecules and major histocompatibility complex class [[ (MHC ][ ) on
lung DCs, respectively. (2)Bone marrow-derived DCs were treated with autophagy inhibitor 3-methyladenine (3MA) in vitro
and the surface expression of co-stimulatory molecules and MHC ]| was detected. (3) We sorted CD4™ T cells from spleens of
OT?2 mice, then co-cultured with lung DCs from mice of different groups (T cells : DCs=1 ¢ 10), and detected the activation

and proliferation of T cells with flow cytometery. Results (1) The level of OVA-specific IgE (P <C0. 05), extent of
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inflammatory cell infiltration in lung tissues, autophagy level in lung DCs (P<C0. 05), and expression of CD86 and MHC [[

(P<<0. 05)on lung DCs in asthma—+ CQ group were significantly lower than those in the asthma group. (2) 3-MA treatment
decreased the surface expression of CD86 and MHC |[[ on bone marrow-derived DCs (P<C0. 05). And (3) lung DCs from

asthma+CQ group had lower ability for activating T cells and promoting T cell proliferation than those from the asthma group

(P<C0.05). Conclusion Autophagy inhibitors can improve the pathologic condition of allergic asthma through inhibiting

autophagy in DCs, down-regulating surface expression of co-stimulatory molecules and MHC [[ on DCs, and further inhibiting

the DCs-induced proliferation of T cells.

[Key words ] dendritic cells; autophagy; asthma; cell proliferation
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Fig 4 Expression of surface co-stimulatory molecules and MHC ][ on lung DCs in each group
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Fig 5 Impact of 3MA on surface co-stimulatory molecules and MHC ][ on DCs in each group
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