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[ Abstract] The pathogenesis of autoimmune diseases ( AID) is a complex process. In recent years, an
increasing number of evidence has shown that infection plays a key role in driving the occurrence and progres-
sion of AID, particularly in individuals with underlying genetic predisposition. This provides a new and broader
perspective for clinical examination of the causes and potential mechanisms of AID. In this review, we aim to
summarize the latest research progress on the relationship between pathogenic microorganisms and
autoimmunity/AID, with the goal of exploring the etiology and pathogenesis of common AID from an etiological
perspective. By integrating existing evidence, we hope to deepen the understanding of AID pathogenesis and
provide valuable insights for disease prevention, clinical diagnosis and treatment.
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H B RS R (autoimmune disease, AID) 1]
Oy Rt B RS R R GRS, R KRN A pIL
WARZER MM, i EIL AR, SRR S
H B/ AID Z B X RO C 2P (£ 1),
TR B 22 1 TE 408 3R I A A P g 2 36 AID TR AE
fil & %, L HIR e BA AR g AR
COVID-19 RFATAHEG 5 AR A B e Z 181 5%
I e BUAT B Sl s Bl

WIEBEY RS AR S5 A SRk
AR, ALAE Sy RN, 55 WL S IR ALY
AL R SCE B IR R SCHR R R A A ) B
A OC A i s T RE AR 0 A B S e R e LRI, A K
X S R Y [R] Tk & O EE ALD I AH SCRF SR kR, LU
R I R X I 5 AID & 9 V8 7E I A
W, A T AID KL R R DI T
TFRATRE R TR PEIR 7 AW, fe R R B AIR AID 1
K IF R

1 RimEHLH

1.1 &FEM
SRR SRR AT A SR £
Pl Z—, BEANERRA A B IR Z BAAAEAI AT, 33
Ty AN B AN IR BT IR G B B R M T/B it
AR B 22 AR TEDE R, 0 D A R T 5 5 A
PARNAE SUOWAR E F B Se E FBE HY A 2k | e,
BHIERG A HEEERE S, AP AR RO R, OGS
RN B R 2 2R 1 O A, dE A G 2t
RGRFALE N 5 a8t hE " A, 58 SUROR AT & A
T T A, AEYHRS A S5 BA U

P, DU S A0 AR 28 ) B4 U 1 4R 58 SN
PET 400, SEmRE H S RO,
1.2 EWHEHMN

FETE RSB O, T 4B AT X AR D = A
FE MPLIRF e SN, CD8™ T 41 i i 15 A i T T 40
MusZ4& (T cell receptor, TCR) 4 SHYHFL, @t
FEAPLM AL SR (major histocompatibility com-
plex, MHC) [ KRB HYFIEREL &, R0, EHA
B G R AR, R P RS AT fild R RAE (R S,
ARG R, AN AR R R,
HAMA 2 (interleukin, IL)-15 F1 IL-18 Al i i
1O T 20, BDZSULE T ARG, IRt 2B sk
Il O RSB E TR S E TEAY 27 NA I
iC1Z CDA" T 4 gty T 3 5k 2 40 M 9 1) TCR AR
T A T 55 RS
1.3 RETE

TEVFZ HPE RN, 38 I s 2R S FUM W 4R
USSR RO ZA R, 7181 A B e sl 50
N, 27 A AR HA R A 4 2 A BT I 701 10 B g2
BB, Wi RERR o ALY e, ALY ][Rl & A
T T/B 4K A BT B 2 R A Z ] B
I I>F AR AL Z 6] . NATPERT . PR S AR 20
J R 9 AR R B R ALY AN AID i 2y 1Y) B
BN THLHI o RALY R G R G U AL 1
ZHAL, A B TR N SRR, I 2
A BRI A
1.4 Hft

o S AT X 52 R A0 M I B T, S BUR
AMIIRBE . KA DAE IR, A B BT Bl
EBANM BRI T, FEME R, RAE(R & S EUA

R ASRBENELIN LA R )

LEPSTbR Gt

AR RE A B R
1 R PR AR
JEA AR T A 24
Z R LE D]

ARG H B BB
REEL BRI

liE T W, B AR
KRIGHAT, BAT TSR IR

wif, SBR
HRRH AR
2R S
RY R AE
TR AN

HERKTA

EB fiag, EANMLRTRE, MR 6 &L, AdE - REs s

EBJ#%, ARSI, AT, o, i, NWIRMSER s, B MnS, il

EB g, EANMORRE, AWNBEPESR R, AFURRWNEE, HmiE/ O EE

LTI, WA, Wil LR, A5 st

EBJH2E, d/0ViEE B19, AT TSRFFI, B4R, ADZSREE o A1, Wikt

EBJRTE, /AT B19, WERNFARNTE, JBHNTE 6 B, FAIMUNTE, AME T MEERNTE 1 5, JtA R
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EE AR A SRR AL B R AR U, R
BB AR AL, R ST g A B R NPE T 48
P 3 A B e O A, e SRR AT A 1
VOB, WA R T R, Wl B MHC 2 1
55 TCR 225k, o i Ik BT 0 T 4t

2 REAERERRUEESREEERR

2.1 1 BBERR

1 BUBEPRIA (type 1 diabetes mellitus, TIDM) %
WFILERMFET DA, HIERE- AR RS B
AN RIBIR, SBURSREAR, BEHE, 5
TIDM 5 M e R 17 B 1B e g S (3R 1),
JEHGRMI B R 2, HOE B o T A% 4 2 e i
ML " PR, MIEE AR B IR
IR T A i 7 RO 2 S B B4 L AE T Y 3R
PIUT A, MR EE B IR P I 5 S A A AT
PR A S s S AR PR AT, HIUSEAAE R H &
PVEAR TR T A X B AR A AT A B
PEVEREIRTS! ) Ar FHLHLAE TIDM B35 &t 2
RAEFEEANER], W05 55 2R SRR 25 AT Bk T

R B Z RN BT R A TR KA &, B TIDM A
FOT 052 R T SR I SRR S A S

P,
2.2 FEEMRETHBEER

JRAPEMR TR & (primary biliary cirrhosis,
PBC) 2R BRI G , LURF R THE
INHAERAE | S SERALFIF ARG A RS AT 7
R, AL 5 PBC A G, b R BR R e 4
T PBC A i WU, 1 A 2 A Tl ek DR Ik 4 AR
PR o R S A K R A T TR R
S E AR E2 WEh, (E2 component of mitochondrial
pyruvate dehydrogenase complex, PDC-E2) 5 A 2&
PDC-E2 (T 451 e LA, FT ol ad 43 3l A Fsg
SR AEHLEIF TR AT B B PDC-E2 47 5L S 22 i
Z, PAESERAGUR, S PBC MR LD, I
b, NI PDC-E2 LA )3 51 ol 4 T
AMIR S, ELEHE PBC AR AL h A4 A T Z ALY
YERI, XM, T PDC-E2 78 R G844 07 1 A%
Ay e A A Wy R e LR, A 2R T 1AL
25 PBC K ] AEME M A REHERR
2.3 BZRUEBLE

2 AL E (' multiplesclerosis, MS) BE—Fpid
JET MRG0 AID, RAE . B BE S A 2 s vk

JET i MS Ih KR IR T2 B = ALH . H AT MS i1
WRE R K Z4EP T EB REE, WP E £ EB R
B S MS R KU B HE R R R,
OrFRUUTE MS /9 & AL B AR, MS &
F M PSR EB B2 PR 1 ( Epstein-Barr nu-
clear antigen 1, EBNA1) ByHiik, Shikths RS HE
EECEAY oI TR O i RN AT NV S = ISR N N
BRAE T, BEEEICE S R SR T AR
FUFFTESE SURNE - HLIX 28 3% 22 14 238 SRR It R 07
ATRE G R ALY A CP ) SR, EB R 9§ AT AE7E
MS HYAN R B B SN AR AT, DA K it 3 5 7 1
BAF 2 F B SN 2B i 39938 5 A1 5 B4R e 15 Ak
FE3, DAL SN iR b 2 R G e RO
TFAR XS EB 5 75 B2 AT RE 2 ARG AT B MS
AL

3 BEASREGHBRRENEERR

3.1 REMABRIRE

AREMELA BRI (systemic lupus erythematosus,
SLE) J&— R A A B (1 L 7] 52 el Jie A 6 1 1) 48
AID, 2R L etk g I AR L HOR A 3 5 SLE A7 75 AH
Ko I 50% 1) SLE KUK 550 5L R AT 8 EB 9 2 % s A
T EBNA2 HE LI 455, 46 A B Sl AH AL A,
FWIEB R0 TG ) i, 55—, HLE
Xt EB R EE SR F1 Y SR RO 7 1A% 1 S SURONE H
SYURR RIS FRNY LA, SEIUAS—L 45
& Sm Fl Ro60 2 [ F Y H A R A1 DA K H b B i
)ﬁ?[%]o A28 96 92 (‘herpes simplex virus, HSV)
ME 4B B ( Cytomegalovirus, CMV) 55 A8 95
WiEL S SLE AFEARDC ) RAF HSV 5 SLE 14000
FHOCHEA G HA 25 B 18 0l & EB J 8 .3, (H
TR RGP TR m, H SR HRE 2
Wixe s K, ik HSV 78 SLE A 1 15 FH A B g AR A, 1k
Hb, GRS RNR T MR RGN, )
FIFPE HSV R B AR, SLE B
BBl A W 7 0 A R 8 2L R B R A
SLE (¥ &L AE FE A OGS SR 00, AR =, R
T AT RETE SLE A0 P AYFE TS o it
3.2 KREXTH

KRB X AR (rheumatoid arthritis, RA) J&—
i ULE ATD AR RS A 50405 S 32 B R 3%
Mo AL RA MR R ETPREZEAEN, B
BARHLHR ARG, H AT 3200 K E a3 R
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TR DRI 1 2F R b BP0 00 8 R o 20 i
FROE I A5 40 A T R RS & RA A &
GePENLH, IR G copri A g 1 Hff BhME T 40
17 (helper T cell-17, Th-17) #6505 fe B 5]
RA G5 i, W E IR E T copri BY & MK = 41
R e e FEBR IR EL RO d A, AT A R A
M ARAE LI B RA 19 R R, 4Rimi, AR A
IR T B A4S RA IR R S H 45 R
AR, KT TR ICHFEREWAAE RA &
FEIPE A T 3k — B BE S IA . BLAh, AR AT
EB Y 8 S 45 8 3 BOFF B 45 B0 7] e dE i A 00 T
BAUAEE RA 9 RERRT
3.3 BER

F12E9% (Behget's disease, BD) J&—F 55 ik 1)
MR, BETHIOEES, EESG .
2 WA 0 Bz R A0 55 2 BV A E AR, BFSE R,
WG IAE BD KRR R AR OCHIER ) g
20 B BN JE B e 2 i B R T, R
HSV'™ . HSV Y5519 BD £/ B8 5 A28 SR A L,
BXSEREAR T BE S A T O S Y -, T
P8 Hoh HSV BB 11 VP16 55 A SR 5[] 5L
71 kDa 5 H ( heat shock cognate 71 kDa protein,
Hsc71) fE7E IgA il 1gG A8 LR, Hse71 % 4 F
MMIFRZS Y LUK ] CDA* I CD8™ T 4 il 52 338 4T Ji &
JCEE NIRRT HSV 4147, W5IRA
Bl SOV N Hse71 364248, 330 BD H & K
PG5 2 ) 0 AL RN S RE SV N, I 55 BR T GroEL
EEHMANEHAR S FEZBE % E I (heterogeneous
nuclear ribonucleoproteins, hnRNP) A9 8 /™ [a] ¥ F= 4z 7]
S TgA KA RN, #ET R shA4ESRE A 5 i
P2 BD R HERR BRI T RO IR K
PR SRR A RE S I, B T & B T BD 2 K Y
23 {1l 92 3R T 22 W i O SRR Y R R
WA TE BD KA R JEh RIEESAEN, Mk RAR
55 A PR AL (B
3.4 REMBLRK

RGEMEMALIR (systemic sclerosis, SSc), X FRAE
B, VAR IR Z LY B 2R 4e il E R BRI
WHEARIE, EB JERE . WG SRIETE. CMV., J1/Mik
T ] SR FF TR 45 S5 MR G T BB X 5 SSe A A
K M, SRR S SSe AR A BT
J5 UL AZHERZER 1 B Sel-70 HA RT3 A G g il
B 25 1 ALY PRSF pol NI S5 SSe BH BT UL A2HE
R FTIAR B b Bk sz REREAISC . CMV 5 08
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2 eE 6 AU Al REXL [F)IF L 4R AL AR ToAHOC I - iy
IKEUAE, 7E SSe H B R EBCA R . A4/
TF B19 JEUL B AT A4 o ] S B R e, R
T KO (9 DNA B 2R e iy, B
KERAHF BB, FIRELE SSc 2F 4 b h & #E4F
FHMY A, R AL e SSe VR TE U fih & 5%
WM E, CAHMTREAL T SSc BEMIE . KK
PRI DI RE R RRE | A 455 i A T S 2 T B
UL R ARAT T A BOR I, 18 B AR DG =
HiE n-S LW SSe Rl 2 We 4 B 32 21 SSe 3%
e, PRBUE YRR R IR T RE S SSe KA K Y
WRZ—, MBI RIFFLL RN Ry SSe A Sm bl 1)
Oy TR AR e I
3.5 FREZEAME

TIRLEE1E (Sjogren syndrome, SS) J&— 7 LITH
HR AR BRI e T R A Hh 1 S B IR A0 1 O R AE
18 PE AID, AF50 7R W I R 8 e 34 R S5 1 I 1 e
SSa FIL SSb HUARFHME SS Y & Az KU, e R R IR &
S5 [ BPUARRMER SS KA B EMIC; ERYLKEL
55 H BB SS A % A KU 52 770 d- B R e R
1241k, EBJREEE SS MR Z 1R R A, EB 9
BRI & T AL B AU ML 3Z K (B cell receptor,
BCR) 1 CDAO {5 il %, AR S fR S am %, i Il
SS B Al BEOE o R b, AR Y
U760 J) 1R % A e R s EB 3 7 Sk XSS H B it
Ro52 MY RN, KW EB i 8 YL 5 1 B s 1) 1F
SEAFAEAIDCHE ) BeAh, EB JRESHS AY/N RNA
5SS A B HUR La/SSB 454, BT Toll FEAZ 14 3 Jf:
S BT ER AL R F A=A HoAph S
SS J i KU BIF 5 %% VIAH 3G 1 98 T 08 A 46 CMV . N Y
ISR 5, Ml 5% 50 55 NI T b LR BE 1 A
(human T-lymphotropic virus type 1, HTLV-1)1"% #f
SRR, WEARR RSN SS B E B S PR
WA

4 HEEBRFREBRELEESEE

F A\ COVID- 19 £ 1% 5 & LIk, Kb 58 £ W]
COVID-19 JBE RN LT A Bk, WHEHE
k. BIBERSPIR . B Ro/SSa 2148 COVID- 19 i #%
L DU BR LR R B E B R R, Bk
PIFHBENE 25 5 1F  (antiphospholipid syndrome, APS)
1 H B gkl , BEFRA “COVID-19 531 APS ¥
ZEAHE 10 COVID- 19 1Y 22 7 T HRAE S5 Bt SR 40 R
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SR A FE A 5 (melanoma differentiation-associated
gene 5, MDAS) HLARAHC 1 Bz LR R IALA FH I,
COVID-19 M I 3% A 76 51 MDAS Hiik, Hriki
PERFE R EAE , KA KRR, SaE
RERERG Ao A% | e A, L di MDAS Bt i i =
10.0 U/mL T4 COVID- 19 535 i 3 310 3 7051
AN, ZIREST K BLEAE COVID-19 B LB h A
L RVTIRZ A FPUiR, nTiE N IFGE D BT R %
P I ORI BEL DB 7 RSl oD BRI e B Y, X 5
SRR ™ R RS A G, NI e 2
COVID- 195 N S B R 471 A B hu iR i ki, i
W E A,

AR R J5 , o B I AID R I
BT R DRI RUR: . 3N ) R H E AN
e AN E B A0 2 T 52 1R 1 A5 o R T 46l 2
(angiotensin-converting enzyme 2, ACE2), A S
ARNTFUHLEEN 1 (neuropilin 1, NRPI)[SMH 4
S WA IR ACE2 F1 NRP1 75 B 4l h 33k, Hir
NRP1 1261k, SARS-CoV-2 J &Y A B 4
JiL, REARIRAR B & 2K TR oy, IF5T B 4T,
1A NRP1 ATUREE kb A% ) SRini, ol T
o I 558 P e DR s 2 T A G, 1 N B HE R AE R e
SRS TIDM I i 1Y 8 HE G 8, COVID- 19
JE T & HAl AID 4345 SLEL® | f By 0y i L0
I B i i v 2 4

5 MMRAESEE

W B AR G BE T RE M Y ( phage immunoprecipitation
sequencing, PhIP-seq) HA & I 47 2K B 2% (19 =y i i
TR, LHRA v A R AR R 2 KL T
PR G TORE L K e e B D e B, ] AT 4 T e it -
PUALEC R, AR tE . RGEEM PR IE S, H
W, VirScan$ R & FE T PhIP-seq (Y — F 4% 28 4 557 7l
WEFEF-F, AT 4T TG fi fay b AG: 00 1 % 0 00 Jgk e A28
F10 9 5 ik DR AL o G ) £ BT A R PR KBTI, TR
FITF RIS AID w5 2 40 S 09 B0 MR 4L % ey e 46
RO, LmE | Jof e 07 U LS AID A i
TE RIS A W e e B o5, AR R, T %
TARE LERLR AID MIEPUAA =T, RETR
iE PR I B9 A B, T X 4 TR 2R A T AR B b
e B i £, H5 PR 2F 480
HEBRZE BT B e R T BT R B AR OGO, BT
BHARWX MS B H 1 L Foi LIRS (45 EB

WGRE) HEAT TR A R AR R P
6 /N

IRDFFESE RS, AHAH G IR A i e 5
AID 0 [R] B AHOC VS (it T B 2 304, AR EER
e, SN IR E YRGB L, (B
NKHE AID, Bristfs 22 5 ml g DR AUAAR R s oh, 2
MR YIR G R AT BE 51 & B B SAE R A B % I
NE, FRHE AID (9 Az & R o R TR ] —Fh o Ji 44 11
BRI T W G LR ATD 1 R S e SRR o AR A
RME, JUHR Y B AR IR TR AT R BRI
% VirScan S5 TC i far 1977 3K 548 AID WS 7E 1) AH DG Bk
T, Heoh, ArREHENT s BB, KA B
THEBREA R R, JFE— e &g 5 AID BURZ
[ R DGR

S, AID St 2 FIEREE I 2 AH B AR F i 45
F, BURHLHIEE R A, TET0HE L 5 1% R 15 Bl
T, AR ST B X Y R R, R/ E
G NPT R AT RE RN ALD J s 22 ml H: ™ o 72 A 1Y)
AR, AR ES TRA MR LI A, &
SLAIRTT RS, R ATD HEE AR A TR

fEE Tk, Bk, FER TERAHK, BERMIT
WL FARY A TEITHEL, TR,
FEMR, AL H FRARAEF AT R
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