tE AR AW F R E 04100 H17EE 10

Journal of Pathogen Biology Oct. 2022. Vol.17,No. 10 * 1155 -
N —
DOI: 10. 13350/j. cjpb. 221009 - WwE -

JEPR RS FE R Th17 X DCs ThRer ya#/E ) EALHIEST
%XXI.Z’?)?};;I.S’}};&ﬁe\].z,m;%],a,}x‘iﬁjtl.z**
QAL AE F7 2 B 58 A 2 B AL B & 1 0751325 2. & M 32 B BE 252 B 5 3. £ A M K22 A 5% A 4 B

BHE TR E T 4008 17 CTRIT FERE IR 10 R A % J it B vfodt DCs DIRERG A I el . sk Mg
P.y17XL &Y ) BABL/c /N RALAS AN Th17 14 BR A9 B S /N BB AY 30 St 4T 40 R s AR A7 %, TS5 0.3
F5 d A SR AT 20 L VR 1 2 4% FACS K I AE b DCs 7 B4R F2 10 43 F CD86 . MHC-II F1 CD8O (1% 3 ik 7K -}
P IL-10.1L-12 B9 DCs 8k, #HHR MUK IEFBEEA/NR, P y17XL B /DR TIPS 3 d Th17 494
CD4* T AMEAY (16, 723, 3) % Y5 5 d IKIEME . 295 CD4™ T 4R (19. 652, 6) % 2 BEE TIEH W IRH (2. 4+
0.3)% . IL-17A JHBRE4L/NER CD4T T 4k Th17 &Y Lo 1348 T x5 4L, 55 3 d 15 5 d 43 518> 86. 220 F1 84. 1%,
Th17 B4 /N RIE Y E 4 3 d,DCs WRE .CDS6 \MHC-T1 1 CDSO0 2 Ifi 43 T 1 7% 15 B A 5 0 3 ny 38 fn s 1 /L 5 468 5
d,DCs W Hf .CD80 #1 MHC-11 2R 1 43 F [ 22 35 A8 A 48 W 25 (i b s 7 iR e J5 28 5 d 43 1L-12 0 IL-10 (9 DCs #(2 H 4
Fo B R R RIS R 5.8 M 2.5 %, & P.yl17XL S R, Th17 40 M e iy 4 Bl DCs i1 %58
fiE .5 DCs DB HE K & ; 7T 5 Th17 #8145 DCs B 40 P 720 W =X, 0 BE L S e TR S 8 ) A O

S VAL Th 175 DCs s 92 95 Jlk e

(GRERSESS)| R382. 31 [ EkFRIRFE] N Ge k=) 1673-5234(2022)10-1155-05

[Journal of Pathogen Biology. 2022 Oct. ;17(10):1155—1159. ]

Regulation and Mechanism effects of Th17 on DCs Function in Malaria
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Objective To investigate the regulatory effect and mechanism of helper T cell 17(Th17)on DCs function in
the occurrence and development of malaria. Methods The BABL / ¢ mouse model infected with P. y17XL and the ma-
laria infection mouse model eliminated by Th17 were constructed to record the erythrocyte infection rate and survival rate.
At 0,3 and 5 days after infection,spleen cell suspension was prepared. The number of DCs subsets,the expression levels
of surface molecules CD86, MHC-II and CD80,and the number of DCs secreting IL-10 and IL-12 were detected by FACS.
Results Compared with the normal infection group, Thl7 accounted for(16.7 =+ 3.3)% of CD4 T cells in P. y17XL
infected mice at 3 d after infection,and reached the peak at 5 d after infection,accounting for(19.6 4= 2.6) % of CD4" T
cells, which were significantly higher than those in the normal control group(2.4 + 0.3)%. The proportion of Th17 cells
in CD4 " T cells in IL-17 A-eliminated group was lower than that in control group.and decreased by 86. 2% and 84. 1% on
day 3 and 5,respectively. The expression of DCs subsets,CD86, MHC-II and CD80 surface molecules in Th17 elimination
group increased significantly on the 3rd day after infection. On day 5 after infection.the expression of DCs subsets,CD80
and MHC-II surface molecules decreased significantly. The percentage of DCs secreting 11.-12 and IL-10 on the 5th day
after infection was significantly increased,5. 8 and 2. 5 times that of the infected rats on the same day. Conclusion In
the early stage of P. y17XL infection, Th17 cells can effectively inhibit the immune function of DCs in the short term,and
then the DCs function recovers rapidly. It may be closely related to Th17 regulating cytokine secretion patterns, subsets
and phenotypes of DCs.
Immune regulation; Mechanism of action; Th17;DCs; Malaria infection
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