Medical Journal of Peking Union Medical College Hospital

MEEBHERRERREREPHNER
BEE, WEd, X 8

hEERERE AR USRI B M S e K e o A T R SR, b st 100730

WEEH: ok d

Hi%: 010-69158797, E-mail: zxpumch2003@ sina.com

(BZ] N DRI R R AR AS P I E 2 Bz S, A CRUE YRS e M B AR TR L
AR TARKHERE . Wil IREAE 9 ARG WA A B B8R o, FEAER e 1 B AR SR e i 52 — 3% 15 77 1 e 4%
KEEVERT, Tl R R AR 2 W IEUE S 5 e R . AR SCEE S AIE AN G L 414L, IR G ek [ 20
FR ISR LA T TG, 3R 1 PR AT R SR e e RGP A

(R88R] Miwile, KRGRE, RARRAEIELANN; F g

[HE%%ES] R378; R593 [ STERERERD] A
DOI: 10.3969/j. issn. 1674-9081. 2019. 03. 012 %
TF R (IR R S5 ) bR R D (0SID)

0]

[XEHS] 1674-9081(2019)03-0257-06

Interplay between the Gut Microbiota and the Innate Immune System

JIAO Yu-hao, CHEN Bei-di, ZHANG Xuan

Department of Rheumatology and Clinical Immunology, Peking Union Medical College Hospital, Chinese Academy of

Medical Sciences & Peking Union Medical College; Key Laboratory of Rheumatology & Clinical Immunology,
Ministry of Education, Beijing 100730, China

Corresponding author; ZHANG Xuan Tel: 86-10-69158797, E-mail: zxpumch2003@ sina.com

[ Abstract] The significance of microbiota in regulating mucosal homeostasis has been addressed inten-

sively in recent years. Meanwhile, research on human microorganism communities and their interaction with the

immune system has achieved great advancement. As an essential component of the human microbiota, the gut

commensal flora plays a unique role in maintaining a sophisticated balance between host defense and immune

tolerance. Dysbiosis of gut microbiota may result in alterations of the innate immune system via multiple strate-

gies. This review summarizes the underlying mechanisms of the interplay between microbiota and the innate im-

mune system, focusing on gut-associated lymphoid tissue, innate lymphoid cells, and phagocytes.
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WIL-17F1 IL-22 S &, IFA4E LR B I 21k 6
( chemokine receptor-6, CCR6) ANH#AEAY LTi 41 ffd 1
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MIL-22 AR5 a5 50 2501 1 HAb e gt &=
RGN BAE T, T AT 2 M e RN,

Vol. 10 No. 3 259



tfBE &

i ERTEA ST 7, ILC3 FrBE il A I 2 2 o3 fiE
AR HERE AR OC 1A WORERL, 25451 18 R 15
AIHRBOE IR B A 1LC3 Ll W RRA 5T
77 A A TL-33 B S TR b F 36 152 e Wi RS g 2
FEA R b 20 2 1 9 B A e S A, X — e R X
T B HAH i G A 0 %) R SR A i B 2 e vy B LA
TR L3 X AR G R YR e
g BRI 7 A A 3 ol R S €D T 4 Y 4
PETGPERL , ITRERS A TR e it 52 f) o 77

PA_E AR s B4R R T i T8 R REXT T 1LC3 1k
Sy, PUREIB TR EEE, M R R B e 3
AL AT REIE A ILC3 DhRe e, 21 v] BE 1 A B0 Y
WEGE R, o GRE 2 A, (E fi a0 T R A 4
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2.3 FEHRE

B ILC A1, Jai B T 22 40 i R it A 4
%, N GF BN R AU 8 J5 4 7 41
AT AR, B A R R RS R T iR R AR T
AR RKFEAR T /N BT 40 B R (0 T B R H
FoE R, BE R iS5 3 R I 2 RE b R IR A
5%, TSI o TLR B2 KA X %1
W38 5 B B T BBl i PRR-PAMP & 1252 T 42 4k
WIS, HeAh, TRA RS R B E AR
SCFA 552 Rzt Ak 1B 1) ol R i >

PR S 1 A BE R AN A — K, TE4ERS
JiE AR RS, R A: AR 9 G s it 32 A0 B 1) B
FEPUI P b & ¥ OCHEAE T, 7E GF g/, DC
TEFESF TRTIE, IL-6, IL-12, IL-18 FIfpE IR
SRR TR AR A, T2 R B AR e s A% 4 2 K 1 el
Ax AR RAEE S, SR, #E DC 3z FR
JFR S, PRR {55 B, B2k (nuclear factor,
NF)-xB 1 F 3 ZFETHNT 3 (‘interferon regulatory
factor 3, IRF3) AUNIKizRIIER, 1M GF Z/h
R DC H Y H3K4 — H AL AR i 10 2 R AIG, 0F Im  3
NF-«B Al IRF3 JC i 5 A1 B (4 40 i X F ) sh 745 4
NTRS = Wl e ] oA R 80 R G 7O e S P 1
RT3, NK 206 4 3% Ak 7R 52 2052, 0 1 nT R 5
FOG TGRS ), 30— RO 3 8 1% 2% A B
T 3 RN T X G R G

TEN B W B AEE RS T, GALT iy CD103"
(Rl oF #4&2) DC #ik CCR7, X BN E & MW iniE
JRERITAS Z i AR L AE AT REDY, IR A T 4L )
iR . B —BE CX3CR1* B4R S CD103* DC
ML, SERSAE IR B3 FLSOT T 40 i fig o 50
BRI RS LE I b 2 R s b R o€, itk i B
TEWERAIE (2 T I B, A B 22 5o A DG B i 1 A
FIP S MR, TEME R ELAEOL T, ZERIB /N
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W2, FHEMERIRE ", R RN S T A
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Bk 1 FLAE S AR SE PR o LA M S 5% vl
A, OIEE T M E TR BE S BB CX3CR1Y DC 0] 2R K
WEE5TH, (HASEI CD103* DC iR 54 8 0k 5
TR IR ORI, 1T ZEAEL Y B AU T BB T Bl T A,
SEOEF RS SA SPUR g R, R R
SEPRIAL PR SE, Ak B SR R B R
PP SRR L T R
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