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[ Abstract] Tt is possible for microbial infection (including parasitic infection) to disrupt the balance of
autoimmune tolerance,result in the dysfunction of immune system,and make the organism encountered with the attack
of the autoimmune disease. As one of the common places between foreign antigens and autoantigens, molecular mimicry
is believed to play a vital role in the pathogenesis of autoimmune diseases. However,a large number of studies suggest
that rather than inducing various symptoms of autoimmune diseases, many infection of microorganisms covered with
mimic peptide of the autoantigen may even protect the infected organism from the disease at the level of antibodies or

T cells when the analogous antigen invaded again. The present paper reviews the possible prognosis after microbial

infection based on molecular mimicry.
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8799 () APL K K IFMH| EAE & /& Fl K g i 1>

FAEHL, A AP R IR Z MM AR A REEER
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JIK, & BAE R 38 37 50 A& (ehrlichia canis, EHC) ™ iy — B ik Bt
EHC 44-59 Tf L& S A/] /N B4 IRBP 201-216 P T 41
J T AR (B R RS B A5 5% 4 Thl A Th17 2%
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PE N 7 4G I R (experimental autoimmune uveitis, EAU) f& H W 5iF
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XL — g, ATTHEAT T R i W8, AT A 5] 14 £
PR T T RE M AE LG . 5T U AR TR B R R A T LU
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JEAR B HUATT L4330 7= A A 0I5 3 6 5 55 SONEPE T 41 Al e
B B LR R AR RO M T 40 e B, T U A B R AR
SRR T 2408 e e A B A S B A B S R TR e
8 E F 1A P D e 6 0 5 = M A IR O ZE BILIR P
AW T AN R, A —/ NS T AN b e RE % R S A
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sre YA K pS6' I pS9™ B R Ak A 4 A T 40 B A RS L A
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Carrizosa %5 VR FCIN N B SLPE UK 55 MHC 43 (%) 3 A0 ) K
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Ut BERE AR T TR . Guyver VAN A &
PR EZ LR Jr=0 5 MHC 43 FAHES G, T S0k i 0 2L 2
XS MHC 4-F A4S & . BE B SR 5 8505 Bk 2 5]
H LRl BL R R AR X, AR B L RL R2 2 F )5 205 MHC 43
T, AT AR B R 1 e, T4l gl M s M2 5 XS
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Mo BB &BURMPURRN X FE L R Y55 MHC 4
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3.2 WA AR A SRR S Aok 7R A A A R 2 XL A
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FEVR A O T A R B T A e o SR, A A
U5t 1R AT DA & S g i 2 B S 1 55 0K G RT R AR B B o g
PR I A G 3 SR, SR e IR Y AR P A 38R T T BB 4 TR
JEAAR %) o 2 A7 A T A B R 5 L AN, RO BOAE TE A  IR A AR
W, A B ) BBy AE AR JBE 7B JR 9 ( non-obesity diabetes,
NOD) /5 B BB SR 20 o F8 b, 7T e 00 AN ) 5 F) 981 42 T i
A [ W o Y R

BOE A R T L 9 S A 10 48 B 3R, 9 R 3 S
ORGSR P e R A R, B E AT TR A
O BIF S0 AT o 3 46 AL 60 4 7 o 5 4% B 2 0 G S 2K
W, 2 S A X 1 B FoxP3 ™ Bk FoxP3 ™% T 440l 5k % 4>
WhE 20 ML A % Cinterleukin, IL)-10 g B 40 2 ( B10) ) 34 35
JRE

SR 200 3 B S 4 I TL-10 ARG 35 8 I T (tumor
necrosis factor, TNF) -a e & FE T, M X L4 fi A 785 A &
GuRE PR AR S AR A R 4G T 46 M i T ¢ CD25”
WM T An el T AT T 40 M 4 b i I =3 0k B 4 0 i A%
7 A L 200 A 6 39 0T O LS AT LA M B TR A
BT BRI A 3 e 2 i P O AT L 2 T T R g R 40
it LA BT 37 1 2% AL, Y R B S P 2R 40 L ( tolerogenic
dendritic cells,tolDCs) 3 & ¥EA/E ™' . K 2, t0lDCs X A] LJ {2
HE T RE A VE T 4 B1O 40 0 7, WA HE— 45 459 T B 0%
PR 2% 0 G 8 9 5 1 R0 53 A — B AT B B ML IL-10 A
TNF-o W] LU BOE WA B B [ i MY B 41 I 43 i B B
SR EORG P TgE Fl TG B 1 i) 4 00 LA 450 55 B0 7 1 TgA 7
PO AL M A 1 B B 938 1 5 R

53O0 AE L 5| Sz 14 G S VR Y A P A AT — i Bk 1 R
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LA ), 2% 40 6 2 7 — i BT 48 6 B 5 b I 10 1 T 33K R B B
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3.2.2 IL2 ZEFRIR L S WL S e R R A AR R SR
W L2 (4, T A0k U T Thl 400, 2406k 2 L2 wf,
S BE AL 43 2 A R T I IR [ B DA kR g S AT L
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T DA LA S 7 SO 9 1 B R R Th 40 T T 4 1
T A5 LA o 76 5| 5 B0 R IR =2 T, X 6 Thi 46 i nf
A 30 2o 7 R 200 38 2 T A5 B R L oh B, T 0
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