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Skin-gut axis and atopic dermatitis from the microbial
perspective

ZHANG Xueer'?, WANG Xurui’, YANG Zhengru', LIU E', WANG Yanjin', YAO Yejing',
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Abstract: Atopic dermatitis (AD) is an intractable and relapsing skin disease that has become a concern
in the public health field due to its complex etiology and increasing prevalence year by year. With the
application of high-throughput sequencing, metagenomics, metabolomics, and other technologies, it has
been found that the occurrence and development of AD are closely related to the microbial community,
and the “microbiota-skin-gut” axis and the crosstalk mechanisms between them have also been gradually
verified. The “microbiota-skin-gut” axis has played an important role in allergic skin inflammation. This
article reviews the relationship between the “microbiota-skin-gut” axis and AD, and the signaling
molecules and potential pathways it may communicate with. Significant attention has been paid to the
potential mechanisms involved in AD alleviation by microorganisms such as probiotics, flora
transplantation, antimicrobial peptides, and so on, providing a new perspective for targeting microbiota

to treat allergic skin inflammation.

Keywords: atopic dermatitis; microbiota; “microbiota-skin-gut” axis; inflammation

I PR F AT e Y #b SR B AR T 7 i SR Bk
JOEMELIARYR AD, FERMA T 5 027 >0 R DL

RN B2 R (atopic dermatitis, AD)J&—Ff
Mk I R R Tk Y SR 1k B2 RS . AD

Il PR B LA B R Ja Z90e oy 32, 0 ke T4 )L

FIF AR, AT RELE 5 N BB AERT A R AR B8
4iit, AD FEREKILE P ANE R 15%-20%,
RN A 1%-3%, HITJLH4k 28 LT
S AD Kb 24, BATIAH 5 R Rk BT
ek . 2228 IR VIR . AR RL . ROAE
TREWIN I CDA™ T AIMEGAHG, Hf, T
A B A S A 50 58 W 5 (Th1/Th2 2487, Thl7/Treg
KA eEE = FEMP. AD MFEERITEZ N
Jr BRI P Bz T 2R | A R 2 B TR AT 5]
10 o8 = VAR RE /1A= N L/ TN b Lo (1 B B S SR e i
4B R BEVRYY AD I A, BURRH, &

FAE T o5t o

AR, W JuEe sk . LA A A
PO 2= 5 Z R HOR N, GIESE T Rl Ak
Y RE S i e s A B S T RE . BN, MaE
A=Wy 20 n] R TE e S g AT A AR R kR
IXAE B T K -1 Bl AN <l A - e - Bl S R 1
F4) 77 A o AR SN Bz JER R g T T A Bl A O A A7 B 1
K, GRR T WUEY-E-ih S AD ICR, K
HO BS54 F RS e, IHutiE i
B SEiR A5 7E AD REALE P HEEA/ER . It
Hb, ARSORE FORTE T Kt Ew . RS
PR ISR YIAH SR YT B2t AD ROMETERLE]
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1 AD St &9-H -l %

1.1 AD EE KK ERFHFE

B RASCAE R o B T A . LT R R
PR, TECRAP B IR b 52 0 S AR A2 2 v e 4 B 2
YEM o B2k b B 20 e R R (R0 336 55 3 0 5 2 5
PR )3 2 R A R R 3 T R Y 2R AR M BT (iR
JE AR IR NI SE ) R 3 AT TAE B Ik
b e AR X R IR R E
FRAL LG S A Jo TR Je (PN TR T ) M L T D A (5 R
J& R M SRR B ERAL A RAT I . A4
BRI E DU SE TR AL, B-AE AT
TR A TR R (0 3T R S RN R S R
R IR A0 A= W 3 3 A 5 1% 40 1 (keratinocytess
KC). ¥t Ak (antimicrobial peptides, AMPs),
JE JBT e A1 700 R 248 L R] - 46 8 5 18 S S
fEFE N IRBERRE , NI 38 B2 ko B D e

DA PS5 R M A T R 2 ek o B JER A A 0 2R

R 1 AD B KRR E & B

Table 1 Skin and gut microbiota profiles in AD patients

BEA, FEOBEMAEYEEZHE. B0,
YRR B 2 AT R R
RIS e S R B 252 AD fBE 1 2
RGP . X — S0 AT BE S A 1
N, 1S 1gE B9 A2 R Th A0 AYILS , &
B AD EAR @SBRSS R B, FEAS A AR
BB AD BEY, KRG H R IRHMEY £
FEMER & A TS (R 1), %A % LA IR
FHJE . SERmE . AT EE . Bk EE
N AT TR7 JR 9/ , T 2 Rz 7 2 3R 1 R i
725 BR A A5 A A BRI 3G 2 0 R BERRIE, I
SHOHAEREMNCHBE S AD /™ E Rk
FE AR SN
1.2 AD BEE P EEBHIFE

o 1 TR AR R T A A N AR T T P S T
Fr, HEosmk ., MEEEs", Bar AR
fRdbsr gt 2 172 Mg iEUEWRE, HIE 12 4
], Hrh 93.5%J8 THIFFRI] . JERERT] . X

[11-13]

iz (DG & o K
Position Microbial alterations Immune dysregulation
Bk |NTRFF & T4 B () % PR TR |AMPS
Skin | Cutibacterium 1Staphylococcus epidermidis T1L-4, T11L-5,
VEEER TR B 1R B A B R IL-13, 11L-22,
\Streptococcus tStaphylococcus epidermidis T1L-31, 1IgE,
IR T L ] 2 B T TTSLP
lAcinetobacter 1Staphylococcus haemolyticus
VB R R
| Prevotella
VERIRFT B R
| Corynebacterium
VHEAE N R AT T
lCutbacterium acnes
[ i |FLRRFF R TR |Treg, |IgA,
Gut lLactobacillus 1Escherichia coli T1L-25, 11L-33
VU FF R THRMERR B
| Bifidobacteria 1Clostridium difficile
145 (00 ] 2 R T

1Staphylococcus epidermidis

Note:1: Increase; |: Decrease.
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LT TRASTE BT Rt R, i
TR R 5 M 38 AR P 2 i R R g e B R
SRR 1 & B B AN X AT RE S
TE A WA A W BRI AR Y . RN DT IR
(short chain fatty acids, SCFAs)FMIL M
PiAE G . X LU PR R 2, A i 1A
J5 I, Rk S A R RS L AR 3R 5 | R I,
TE ) 5 AU R0 S92 T e J TR A 4% 28 06 B S A
RIS, Wi iR PR 5 1 R 2 1R o s -1 5
ZEVRE . A ER RS, LY
S3 ATRIR g 1 e B, IO S AR ) e B . R
GRS A ML EAG 2R, TR R 18 R AR e 2
V5 R 77 A Z2 P i 20 i S S Ak A R L

W iBAE Y R BETE AD 1 & IR HL T H g
WA A, SEEAMELL, AD BE G IER
Y ZHEA T T REGER 1), FEREEILIRIT
R OSUBEAT B S AT 2 D P AR 3 B d 2 0ai
T KA T XROME R T 0 4 v (5, 78] 2 BR T 19 AH
StEEERENT0 B R, EE AD BEH
A Y ZREPEEAR, 7 N IR ER AT R 1 4 T
BomiD, MNRELA T BRIE A SCFAs B4
B HAA PSR AN P8 AR X F 2% AD
SN M SRR PR e B,

2 HAERRWEADSURENTH
“BL-F e 2

WU R, W IE 5 R Ik Z [BA7 AR XL
WERIFZIRE . B AN TGS IR, A
N R R 20 PR U T[] — IR 2 2
WFFE R B, B IR A0 18 R i Ao 228 P s
R R AN B AL, P R 45 R A 22
Gy bR AR R, S R
7 RS T = =1 a7 i e N T3
AR a5 R R Z TR AR AS

21 RENTSHCE-BB7HRR

B KN i 18 7 ) 50 B PR 38 52 B g R G
FPRAP, T AR 5 8 A A AR R 52 44K 1) AH L
VEELIE: ) 040G 7N A iohe 353 c N T ]
AL G SN o G e IR T S e i T A
T, I R A A R R K-y
G E AL AT REVE I 3 AL

(1) Peyer BE

Peyer /2 fi77 18 AH G LA L b i — R 47
HAT AR IL-10 AT T S snfe, e
Ry 255 B G 88 IS 7 ) 2 25 B 6 ) R AR IE
S, Sk H Peyer B G5% 40 PR 0] L 1 1
s B Bz K, AT RS B Bk S s RS I ele
B AEITh E)

(2) | Jz 40 (epithelial cells, ECs)

ECs 2 718 1) P4 2 11 1R Ik 1 &1 2 1v1 o 7
AL, TEAERRHLAR Y SRS Ty T & # E
YEH . X IHZF ECs 1] 78 4 HLIARSE — B B4R,
RIEG EMAEMEAMER . i ECs 585
PRI S , B FRGEE T, B
“f > B B BROL gl A ALK PR
Y TR B FORIAH DG S g S Ve 4y F B aE MRS
X G 8 I 43 0T AR LV T R SR AE R ik
e, TR, SEUZRRENZ,
51 % B ik 4 iR

(3) I 25 (OH) D

M 25 (OH) D J&—Fl e 2 Ay S e il 1y
;W U4EA R D MAYHEE R AEE T A
RN, EWEAi 4R D al Ry IR R
ZUE B R 2R A5 . AR - i R e A
PRXTE AR B AR ) o DS R B, Wi ik
VTR o, B 2SS EIKEE TEHEL B
(ultraviolet B, UVB)/F5[EM ML 25 (OH) D
I FH AR SERY 4 2 D BERS I 5o K FIE L
PEGLREANAE , AT B0 A R Rz P X R
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/N, UVB A BB S35 i fi7y 18 95 40 A 1% 735 1k Je
oA o BRI, T g A P T
0 3 HARAL A ik — 20 B R
22 MEADTBNTFHICE -1

B IR g 1 PR R 2 20 o i 22 R G
S EA B BUSE T H R T A R 1
PRSI AT RE 5 R Z A EAET, M
T B A BRI 0 K TR o < K - b 9 o 22 19 3
WAAZ Tt ] BE WY S 2 FRILAH] .

(1) hefik

M NIFIRG B, WEAAR .
AR FE P8 SN S 0 45 R 28 RGBS
J B TR R AR OC o AP s T RE N i 1B TR 0 Y
WK, R B e Br e, BN A
DA bl 28 RGBT 2 9 A I3 P 495t (human
serum substance P, SP)®%, T1fij SP A& Z/EH
Hanm PR U0 41 i (langerhans cells, LCs)fiE
B . BRI RAED s i SR A Bk
RO s B R4 M A TL-1a, TL-6
F1IL-8 S5 R ALK 5 175 T 1R Il BRA% 1 4
MO BB IFN-g, IL-4, TNF-a 1 IL-10 2542 4 21
ML, M5 F AD . 2 5 s FITH i B 55 8 1
e g i %2 20,

() MEMHEY

MR G Y B A YR i 2
P = 0 SR, U0 SCFAs., JZJlREE ., y-2
F TR (y-aminobutyric acid, GABA)., 5-¥2 {0
(5-hydroxytryptamine, 5-HT). 2[5 Fl {0 & IR
L XEERFGY AT B R g, EH
Tt A 1 R R 7 A N s B Bilin, SCFAs
(TRRE: | LR AN IR AR 25) & T 18 40 T4 A T
RO R, e AT AR 1 e e i i
PE, BRI IR E R T2 R4 . Schwarz
SFWFSTIEN], SCFA AT RESE i 3% i Bz JIkBE BH Treg
A ROECEE, DI B2 1k B ik R AE Y

3 “RAEM-R-Fp % AD FHR A
®4
3.1 HKKREREERE

AD B B R TR A 5 R ik B B ) g
W RRDIR I 73 BRI . 38T pH {E3S/m
T R THIBR 0T B4 i AR B D AR OGP IR o 3k
B, GO aIKEEm S AD WL . 5%
o W TRE AN R AR G o 4 o (0 4 BRI HL AT
e AT 22 b A0 L BE A 1 R WA R -, AT
Y ABSERIAELE, R AR B
TR KB BRI BE

(1) BBk B sz 46

AD B B JHR 3R T A BB 1) 4 0 € 4 4 K T
Al RIXZ MR R FAE AR, #EmgR kR
FIR 28 He IR o i 4 €00 7] 26 BR AT 93 WA 1Y)
AL o TR (MR R) AT 5 2 I A i A
RSO3 o b 4 R ik B 1 R (22 SRR R T
WK RE RS KLK6 . 13 F1 14) ] 7 A 2
UL IR R RE 240

(2) 2T % M5 0

v (A BRI W] RS T A R B
(clumping factor A, CIfA; clumping factor B,
CIfB). £ 4 & 454 5 M (fibronectin, Fn)Fl £k
VT R P F] A (iron responsive surface
determinant A, IsdA)%F3R1H 4> T2 7E A5 F
R RO A, AD fBE R R AR R B K
IL-4 SEAMA R 5RO, M9 T Fn FIZF4EEE
P RIR 33X Jhy 4 o8 €0 4 BK 1T 119 266 BT 2 1t
TH AR,

(3) AT BR BRI

B K A1 Jo 2= 200 e JBE A E S 2, 23 g
AD B4 J K 434512k (trans epidermal water loss,
TEWL). pH {H . Iili& 1gE K FE Rk 4 i
e 2 B3R JK A0 TRV AR R B LD 3 T A
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VIR e, WHRRI, AD BE F K4 pH (H
SN 235 | kS A J3T )2 Hh i s 21 (O 2 e ) 7K - B
AR W S S 200 L S 45 g 174 B A i
g3, KV REAR 238 i il 457 38 325 1k K ) Bz ik
RAE LI,
3.2 REEE

Bk . B AE Y 25 N3 s ny ) XXM
21, F4IREF2 M Toll #£3Z A (toll like receptors, TLR)
MIFRIK, EALAA ™ A G gse 28 SO o B ik A
Yrid AR BURAR, S IAMA RS TEE IL-1
JKF-, B0 TLR Al Nod/CARD A7 1A fig A8 {4
HIFRIR | FEA BOCE LR e R PE O 2 8] S i 4
PERG 5 AD B IR IRE LAY 4 B e
i 5 B AR T 5, 4o v €0 7 3K T 7 A A Bk
I# %7 & (staphylococcal enterotoxin, SE)AJ/ S
TR B EEER A (staphylococcal enterotoxin
A, SEA). WM ZEB (staphylococcal enterotoxin
B, SEB)MIH #EPEIR e 25 5 1R 8 K -1 (toxic
shock syndrome toxin, TSST-D)E&HENH T, &
MIREFR Ry B4 )5 (superantigens, SAg) ™™, SAg
FIPRTE SR T 20, finh 2 I K &4t It ke
S50 Th2 4HH PR 738 ey 38 a] 5 Tk v A
MO E WE 4 i) HLA-DR %54, R0 4
IL-1. TNF-o I IL-12, M2 AD %1% b &
PSS AN, 4 04 4 B A A BB A 3 ) I
T2 BSCFR 2R BELUR T, o5 o 5 ok U 4 L 2 o 2R
(thymic stromal lymphopoietin, TSLP)FI7E %
4:2% 2 (phenol soluble mycophenolate, PSM)!*%,
TSLP HRET AT 30 B2 KRR SR AR, 7036 TL-4
FIIL-13, 520 Th2 EASEEE , MTiA
FER V™, PSM B BHIEARRIKSHER , 7E%
Kz Al I TL-360 KB vo T 4HHEA S R
iE 5 AR EL R TRl 3 IL-1B 3K S TH17 48
iE SR, T T AT A S SR AN R
PSR PR A L 4 TL-4, IL-6, IL-8 FlI

TNF-o 25 5 &7l i IgE /v
S B RE R 20 i B SR, Ak R s, R
REAR S FFEAF Y,

[ 1 ol A D T PTG Toll #£3Z1R(TLR2 , 4
1 6), FfiE M IS B 4R -5
i B4 5% (nuclear factor kappa-B, NF-xB)if 5]
HARAE P, 7E AD JL3E B E A MK AEA
RIL, IL-17A FIK WA 18 v B WA 2k e
22 7R FG B s A a2 B R 4R S FC AT 26 A 7
BN B2  ldn, BUE R T A 3 A
Tregs F1AY IL-10/IL-10Ra {55, T B 4 8k )
PSR Tregs MGy MR ThBER"; HEFLAT R
LM1004 A] [#Aik Th2. Th17 4% 58 7K
K IgE K-, FEHGM Treg. Thl 4HEH FLG
EESER TR, /b TSLP Fik, [RIAs R4 iz
A IR T B R, M TG AD SEARD,
3.3 Kz

A=y Al 43 M SCFA . FZ JBil% . GABA .
5-HT. Z OO EREZMICH Y. Xk
= YT R AE R IR, skl 22 i 2 B i
PEEA B, M FIRMAEANRSE, &
e A SO U L Ak . B2 BROK G B T R R
BBt REIRE . <Rl il B RUE A T S
AD RN B DI R AR
AN AD 43 BB S R sk T R &

(1) Z A F1H5 Wi R (polyunsaturated fatty
acids, PUFA)

Lee &M, ADB#H Bk EEm Shif
R AT 3 A R T T A A AR 2 A, AR
JR A B BT PUFA R 51 & B Bk AR AE UV o 1T
H7E AD 831 T Ik 0 4 A rb mT s 21+ \
Tk 4 T2 A1 A€ A= DU I PR (arachidonic acid, ARA)
SHAEPY, AD BkAYE ARA MBI
*, ARA Z=TEWEAERE A2 (phospholipase A2,
PLA2)WAE R B4 AR RAE M2 =14
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BRATAIR =22 5 0 =2, s )=
() 9 FE ALY s e s kB, ol Rk
PLA2 f/N R R TEL 2L 5 AD AHRLAY
FpRRB . e Asa, ik B BZe
JE . OBERE . Bt AN R AR ARG AT

(2) (2R

o 2R A P Y TE AR g o O R 2 A
(aryl hydrocarbon receptor, AHR){5 5145, 1l
Wil Kz Bk . BB v S R AR L R 7 AR, DA TT IR
I GRAE S Y & AT I W3- R L 1|
LR | 5| Wi -3k T TR 5 | PR £ B 25 s | e B AT 2
Yy )E F e, Hop, mme-3-fkik
5 R R v ik iR 43 ) @ T W 18 AL AT T TR Bk
CCFM1029, LKMS512 W2y, v
il AHR /i G B RPE (RS i% , LIdE AD J& ¢
REAR I 0 R A AR 9 R0 HHT, AHR
A ME BT AR 15 4577 (Tapinarof FLE)7E sh#ypi il
rh B I B /D A R 20 M XL 14 7 A O el g
Jik S FEFEAR ,  FFAE FEHLXT BE LI H ik 2 T HR
SRR B EE AD WA R e A%, X
SR E WA Y B R 45 2 T RE 23 G2 il F
RS E VR, (BAT T 22 0 29 ik S —
KK o
34 WMEADBIERZ

LA, MR RBGEMEY N T T %
FRR 2 RN B IR 520, X HAESE T A=)
JE° F7 -l 308 TR R 45 o ) — A~ EE R R OV
TAUAE Py AT S 3 A 28 PN 3 A AR L A ) 42 Y
“Rz WA o R I S AR T A B R AR A
X B 28 2R G0 I AE ELAE T SO A 05 5 43 %t
| ERNE ST PR ha RgEn] B e RE
S A B R PO, Hh, S 2 R A8
JE% /3K 7E F 4 (autonomic nervous system, ANS)
ALY W RE W2 00 4000, DT 552 W) gy 3 A= )

TEST S JR I  20  0 TES A  Jif 5 Wig 3E f 4
WS R SN N Wi = M VAN 7B =K
A=A P A 54 R I A E B2 B T E
HHF 50 F R B ME Y = A w200 v
TR A 28358 50 K A A P e G vy BRI
AR T4 WFoE B, e M2 TR AT B
P OBUEE AT 7 5 L 1 £ R R A oA T LR AT I
AT HH S R M M S ez v e T

(1) Mg gAY

SCFAs ., Jz Jou B Fl £ 28 RS2 5 U0 1Y) g 38 1k
AW A AR, BT AT A P A3
AR TN T8 9 R A0 A sz Ak s = &
Fo AD B E AR N - RS R
(hypothalamic pituitary adrenal axis, HPA)JJRE
B HPA g 2tk A R, 58Uk
J AR TH 8 o 3T 38 P AN S A 2 3
Th1/Th2 A, 7R RER BRI T,
AD B (W RAE S £, (0 5 R T B i
R I3 2k B S T e v AR Y, B
S AD KR SCFAs A il 3 58 Jg i
ZRGEMAMMAHEANER, IRt T 0
Fik, MR AD F i U+,

(2) 12058 i

Valles-Colomer %51\ A 7 1B A= 9 7 AE 10
GABA. 5-HT 45 238 0T 23 52 1) i 18 5 Rk 1)
Pl 22 38 I T B A KL - W Bl A8 T 1) 6
ST RS P ANE S-HT BB E iR s
BIEE S, K50 b ixmaRia
A28 . X AT RE SRS S-HT SZ{K(HTR7)
(ZRIRA K, HTRT HHIFZIA TRPAL ARG
A fil e 2%ty IR SRR R U,
GABA J& 32 %2 iy FLIR 41 B AOBUEL AT 1 7= 2 4
il i i, HAT | iNOS. IL-1 #l TNFo
(=K, AR PR TGRS, o i
FEHRW, EIkF GABA BLAF]I GABAA Z{kHy

2% vz [76
ﬁL/}lL[ ]o
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FIRAN, AT RE S AAE P B R Hh ) R
P ST ikt B s AT A 48 3 T T REAE Sk
— R TR, T AD MIRYT .

(3) RE S H R T 2 L R

TR P 8 S P R A R -, Al
i R M B AR A B, TR AR R SN
A5 AD BRFE RO Biln, AR 4 i it
SR . BRI 2 R SE A 5T 5 HPA Bl 2 ]
PEAT V@Y [RHEE Mrgprs #H56 GPCR %%
&, A7 TRPAL RIL, A3 5 A TC G
Fe RN P TL-31 AT H R F IL-31RA+/IE
I 52 4 H1 7 (TRPV1)/TRPA1+DRG ##1 £ 5T 11
BEESSS], YR JAK-STAT 38 B M T A S 5 I
7B, 7E—I0 TG AR BE H, PLIL-31RA
S REPU AR —— 7% ZER PR AT R 2 ol T
AD HBFRRRFEAEIRD XA IRAT, £FxE
B 0 T A 1) 94 200 B AL - 0 b 22 3 SR B A 7
T, o RIRYT KRB T A

25 TR, T - B - B A E Ao R R
BB &S . R . FREHER A N 4 il
RS R WA AD (K 1), 2R
BCR A YnE B AR AAENLE], Bh
B 22 N5 B Ik b 3F Tt Bz Bk B B Rk s ik
SAg ZR RN T LI 43 PUAF 12 B4R
Wy, sl T MM EMS L, AT
Th1/Th2/Th17 MG EENZ, MMZY5 AD &H
HLEIFRSZ I AD %27 ; Bt GABA ., 5-HT
SRR 2230 B SCFAs 7 Jot P A (2 28 iR 25 i 22
WEHERY, AR S NN T AD B
JI

4 ETPEN-K-Fr#e AD 7 %

AD FHEAR GERFIR 7 4 475 Joy 0 e PR 571
B JBUS [P T 5 Tl T 411 ) 790 A e iR — i il
TR PR o ST kR 4 B G 0 ] 5] (B

IR IgE MR . AEFLOCRST TL-22 ]
DR JE AT TL-17 A 00 770 R0 4% ) 2k o
T IL-31 00 500) T 6 o7 ] 1 K ™ i ADES
AR ICEEG TRA ) - Bz -l vl BE Y S i A, IR
FENAY A BE T AD Bz -1 5l 0 T 7 BL
i, A AD UV TE R GUAE DR a1 A T S
41 BAEEH

1 3 40 A 5 2E RN 25 A DU RAB S R K Bt
BT IEBEONT] o 25 TA Z RGBT RN
(1) B R, RIBR W, 4EE R
FEEIRE, DG 2 1 18 2 Bt i e 4
(2) sr b Z A ) S pl 4233 5T (SCFAs . )
Z. 5-HT MRS, BUEmBiiiEErE, gk
M /0 5 1) o i A B0 2 G 52 e B iR ot i 2
fig; Q) B AEPIRAME T IL-10, FFRE T
Fr b 2 Ay, MATRTIRS e ik Sl RS2, I
Bt LB, BRI E S R RE Y], &k
BN . BEMKE RN —FEAR, ©
25|58 I 0% (celiac disease, CD) M # 1Y 9%
JR, F75 K& HOR K7 & (dermatitis herpetiformis,
DH)%: fz k£ B3] Ciacei % & L CD B E T HY
AD 955 S HAad Bt B 19 3 450 Lionetti
S5 R PRER B EBUSYE S I B R R A OC, IR
RSB I OSB8I L AU 14
TV FLFT TR . B IR FLAT B RN T I LA 78 45 2 A=
T RE S K R ER T 22 K5 [RIENEFAAIE TNF-a0 K- 3F
B IL-10 ACFPY. I, 254 T EACKTA
J7ER U AR O AD $RAE T —FhHrigtE, H
Forp BRI Rr it — 4R 5% .
4.2 RhIER

YL K (antimicrobial peptides, AMPs)Jf& H.
APURE R AR, BRI ERAR R
48 DA gF 9 RIS B . R AR, HaE AD &
FEPE R R A ML, AD B A AMPs
(LL-37. B-BifZ-2. B-BifHz-3) wtimib, X
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Figure 1 Communication in the“microbiota-skin-gut” axis?®>2%444364¢61 11 . Interleukin; 5-HT:
5-hydroxytryptamine; TNF-o: Tumor necrosis factor-a; IFN-y: Interferon-y; SCFAs: Short chain fatty acids;
SEA/B: Staphylococcal enterotoxin A/B; TSST: Toxic shock syndrome toxin; GABA: Gamma-amino butyric

acid; BAS: Basophils; Trp: Tryptophan; SCFAs: Short chain fatty acids.

Tel: 010-64807511; E-mail: tongbao@im.ac.cn; http://journals.im.ac.cn/wswxtbcn



4902 (YIS Gk

Microbiol. China

A A5 4 B (0 A A BR AT A0 E i A 6%, Omganan
(OMN)J& — M A |2 HUR & P b A= ) s
PERIBTR K. 7EHREE AD A RAFE BB 35
OMN W] A 850K SE 1 IR A 25 P17, /b 4 B a3
EJERAEIE , BOINRUEY ZREERRECT . U
=B, OMN 7Kz TLR i/5'F% IRF. NF-xB
RAEBAR, FHALHE T 40M053 30 L-IFN, M &
FEPUR FBUR B E S, B, AMPs AT
A T 3 Y S TR S AR G R DA B TR A AE A
R RBEIIRE . X Wi —UESE T AMPs &
fEAR TR B, O Y 2 B0 I 55 4 1
JEBT R R o B ST AR ) BN IR AR AN
W T A R, 38 nl i s e R
PR 1) 7 AR R IR B P SR
43 HERBIE

TR AE A% AR — iR I B 40 T 7 A 30 R Ik
S WIERR, DL A A Y1 P A R 2 18 2
RERYIGYTY . BT, W TIRYT AD ISR
A5k 2 S, 455 O [ it ] 14 ) %5 BR 747 (coagulase
negative staphylococci, CoNS)FZHE FlZE{H i3 4=
Y REF A (fecal microbiota transplantation, FMT),
BT o W Rk A B E R, DK
AP HPRIGST AD.

(1) € I 16 B 1 7 2 2R 7 (CoNS) B 1

CoN'S - ] 4 BR T J& Hh i DL %) je IR AR T
FLAG R R A BRI . NI A BRI . 7 I 4 BR
PR 1Sk 8 BR T 55 . CoN'S RISl 20 )3 8l B2 Bk f g
ARG, P APUEREHE DO F AR A 32
e AMA R GETE P AR 5 A8 5, R B “hiE
BRI R B, CoNS BETE L I fik
735 4 w007 7 BK A 1 SE B DA OG . ol
e e A 7 3K TR R 3K 1 1 MR IR T B T RE B R K
G R A ER BN B R A N I B R B
TH0 B W0 T R e R i T IE A ) 4 e
IR BRIE , IR o KA R G0 T A S22 ik

ADYPL Hk, FATIAK CoNS B nl =2k
PR EY, ISP G ik LA
MO AD, M THEGPIERITEE, CoNS B
FEH A B IR R R E I e ss, BEoh A
F I AER PR E R AT BER K CoNS {2
PrvE TR R TS T A € 2 BK TR B ) AT
fetk .

(2) FEMEREY R (FMT)

FMT 2 fa e A ARS8 b i) T BB AN P RS A
P EE B Y IE R, DU A I I A
TRIT 5 B A A DB R . R R
B, FMT AN HF B g, @] i
F A4 2% . BT IR P i BRI R E 25 2 R gk
U, FORIG RIFSE % AD BN SR E1 T FMT
1AJ7 )5, B scoring atopic dermatitis (SCORAD)
OyEE TR RN, T HIE FMT A7 AD 1)
B, Kim 587E AD /) BUSERS Uk 3 FMT 5
EWA W REFE . SCFAs /K F-F1 Th1/Th2 #y%
P AR, EREFSE AR AR, FMT Al BEJRIR
J¥ AD WA R it , (A7 RT Z ik —2 e W A
TAAE L
5 R&

ZE BT, SRR AR A e B -
5551, MREBRRE . g A&
PN 306 5 TS 0 < B2 - il A R R S . IEAh,
5 AD HE IR A E, A SCHEE ST T g5 AR TR
UK. CoNS BAH A FMT BRI 3 S I AE
MUl . 254ETES FMT ALA] LAY i 18 A
Yy, WERES I 2RI b g T, S
FEAEBUR R, MY B Bk S etk 2 . SR,
KT T8 %5 A R TR AT AD B2 IR R BT
A — 058 . ALY 25 (OH) D ) UVB
1697 AD B RCE AT AR, R kG MR
{14 A% T B2 5 1) i T G 8 A0 R 1) 3 £k A A
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