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B A o AD [ B A8 AR AL R THEAR X T IE 4 B IR TR R E T, 2R BN B0 M o (0 A BRI Y £ W2 BT,
e 25 LA 0 TR R 7 48 [T 9 14 A5 45 BR TR (coagulase-negative Staphylococei, CoNS) By i & MK, 4o (o i A Bk A
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Progress in the correlation between atopic dermatitis and colonization of Staphylococcus

NURXAT Nadira, LI Min, LIU Qian
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[Abstract] Atopic dermatitis (AD) is an inflammatory disease characterized by recurrent itch and skin lesion. The pathological

mechanisms of AD include the immunological disorders caused by genetic variants with environment changing and the damage of

skin barrier. Recent studies have found that the topical dysbiosis of skin microbiota promotes AD. Compared to the normal skin, the

diversity of the microbiome in the lesion skin decreases drastically. Especially, in company with the decreased abundance of

protective coagulase-negative Staphylococci (CoNS), the load of Staphylococcus aureus (S. aureus) meets apparent increase.

S. aureus is an important clinical pathogen which can cause skin infection, bacteremia, etc. Among AD patients, S. aureus can

aggravate the itch and lesion of skin by expressing various toxins, proteases, superantigens, etc. Monitoring the skin flora, especially

the characteristics of Staphylococci, provides new ideas for the diagnosis and treatment of AD. Meanwhile, considering the

difficulties that the conventional antibiotic therapy failed to reverse and maintain the microbiota of the patient with severe symptom,

the application of the commensal microbiome with antimicrobial function provides a new insight into the treatment of AD.

[Key words] atopic dermatitis; microbiota dysbiosis; Staphylococcus aureus; coagulase-negative Staphylococci; skin flora

examination; antimicrobial therapy
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Ko 2] 2 BIANFEREE R . W9 R B, #Rr AD iR
HHAAR K [ A S 0 B R . AD R
PRl e 2 S S T R s L A S 24 i e J s ™
kgl B, AD JE—Fl i Z2 50w N R L VRS
EL I K R AR AEVE P, T AL e A B 572 e A
S AL VE TR 51 K R 5R B D RN . Ao i 2
SRR UTAESR, R R S I 7E AD R
R AZ B G . AD S E AR AR K TR A AR R Al
FERM . JROEM R ZREE R BRI
fifg BF P 45 %5 3R B (coagulase-negative Staphylococci,
CoNS) MR E Vw5 . KAt A e 4 4 2 6 4 4G BR AT
(Staphylococcus aureus) WIEFEWE FTF 70 19744
Wrge s ™ B IR AD HRE G AE TR I P53 5 s 4 ¥
ORI A BR A . 40 (0 45 BR B 1T DAl o o W B D
AU EE TR AE S AN - B KRR, B R AR
JERNE, M HE— 25 B AD 55 B P R e AR T
FELR AR Y A SCHUE R ER B 4N R 7E AD &
gl A b VR ] B o AL A T 28R

1 ADMERIE

AD J2 1 2 R 2 S [R A 1 7 A 19 B Jik 9 i A
T, R B DR AR R BRI B A8 A S BRI o 4
I PRI 10 5 8 B B R A A5 i SR A Ho e 2
FBORIEDE

1.1 JEPIRAE KSR BE i A4

HAT, #IESE 5 AD A& B A A M A 248
P B k30 ZFh 1, M, 15 AD s B AR S
BRI 22 R E 1 (profilaggrin) ) FLG R [F %
A 2 R T2 E R AR R K VR F T A
TR RS B T A 75 AR TR Y, il ad
— LR, TR AR AL . AR AL AT E
Hoh a6 JR R S KRR T Y, FLG R 5725
WK T B2 BR B BT e A 2 T AD fy &S o BR T 4%
HRRFHIAS, 205 W . PiA RIS
ARSI 2 A A8 Ak T DASE o kAR e st 1% 1 O A
PEAD By & A L BFSE R B, ) R AR WO PR 5
(£ 2 I A1 1L FOXP3  (forkhead Box P3) 351 i
DNA HREAL i 72 B2 W T iy, 3 86 F AR Y 17 4] AT
DA Jof PR I LA A I3 0k T A A L fgi], - DA T e
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P JUAEth 45— 4 L5 5 R AD S 55 4 45 B
WU L

1.2 RIEERELM Sk

AD JE R IR AR AL R AE S g, sxit—
TN I R AR o B JER 5 R A B R 23 0 Th2 4t i
M5 K Th 38 B A S R o ik B RlE Y
T 40 A n] DL o B 2 B 8 IR T, A R -4
(interleukin-4, IL-4). IL-13 FIIL-31 22008 5, 4
S JRAE NI AD SR R RIR A MR PR 1
BRUL =z Ah, AREFHEAFER AD BE PR B T
M (140 Thl, Th17. Th22 %) a] g 45 Fh A %4
T, MFEN PN AD A G 2B R Th2 1 Th17 #1256
AR A 5 3 SR 1, DT A R 4 e IR O
HF i Janus kinase  (JAK) {5538 i, X 48 R AE A
T 0T LL3E 28 16 Ak B 20 B S CH A M A2 32 9 RE SN K 2
TS I S e, TR NE 3 AT 7= A R B B D 1o
(4 TgE Mt s g i o AR RS, A
AT ER B B A o 75 25 0T DA a2 0F TL-18 A BRicask
— L IINEE KRR E R SRE , DN N EE AD AR A Bz K

s 7.

1.3 PO A i B 2 A K B

VERM AR R IIAS T, B IRAE 4R N R
AR CHEERMEN . HERT e A8 0 U P 5
JRFR TR, XA S EAEAEN, 4R
k2 A B RF I B AT Y BT AD BB Rk
FRBEINRER) A0, BRI R e, 3R
B B R 0%, Bk pH T LA B2 Ik RE A
TERYBUAE 0 TR B RS T AT — i k(1 R SR B
E AT LA B B =T H o IR R, DAESF
R PR FE AR AT, HRBURR A E A P AD
B IS AL ph T B IR 5 B R BB 1 SRy 0 B ik
PR BOER S, S Bk A PSR TR RE AN LR AT 1R R
(Lactobacillus spp) . ¥ X/KTER & (Finegoldia spp)
A RE T, BEOR B IR SR b R 5 5 IN B AD SR 3 19
Fats T DRI R L, ADJRAS R IR R REE T
W, Bz JEk 2 ThT B0 1 4 B (08 4 BRBR A F RE W B I
FE, i EA B CoNS FE 5 2 B T Rk
B AD B AN R S B R 2
U
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R1 ADBEMERARKERELILER
Tab 1 Comparison of skin microorganisms from the healthy

control and AD patients

Microflora of the skin Healthy 1D le'sion AP )
control skin nonlesion kin
Staphylococcus aureus + +++ ++
CoNS + ++ T+
Malassezia spp. + ++ +
Aerobacter sp. + = 4
Acinetobacter spp. + + +
Brevibacterium spp. + + 4
Candida spp. + + +
Corynebacterium spp. 1 + 4
Escherichia coil + + +
Propionibacterium spp. + + +
Klebsiella spp. +/- + +/—
Micrococcus spp. +/— +/— +/—
Proteus sp. +/- +/— +/—
Salmonella spp. +/- + +/—
Streptococcus spp. +/— + +/—

Note: +/— means that bacteria may be isolated; + means that bacteria can be
isolated.

2 RERERSESHDRETEE(EHRAD

PEHAE , 10%~20% A 1E 5 A Rz Jik 26 1 n] DLy 25
AT OBARE, 60%~90% iy AD % Kz i 25 8
A7 AT LA HH R R T R A 4 (A A ER T Y &
B AT ER R AT DU S PR A PR AR Rl
ST AD & I AD BB R RS AR KRR
FERLRE

2.1 B0 A BR A AE AD SERE W 28 SRAV F E

% kTt

bE % AD B R Tk R H AR 2 HE M TR, AD
S B DR AR AN 4 € e TR DA 1 T B A R
EEAE P SRR AA AL, AD U R 1 4
AR ER A B 2 0 LTS, I AD B L
ok 7L TR v 4 €0 A R T 1Y) = B S i LA E
WAL Y WIS R, AD SR R 4 (A
BRIA Y25 AD W TE 19 EREEE R IEA G, AD &
BI04 R B Y
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B, MR ZREME PR A T BRIk A, A
MRERE FLGRRAZEBFEMIL, i FLGRZ R
B R AR AN 4 e A A BR B 100 = S Y T
fad 2 X BT 4 R . ST AT BRI A E
T HE AD JB 35 AR o R, I e R R 280
AD 54 W A A BR A E A

2.2 AD BB T 5 35 VRS & ve PRI B o (i 4

Bk

TATIGE TR, AD B3 R I A8 38 5 40 25
14 4 8 (0, 5 PR A R I D R 1 S R L . FE— TN 9
%, AD JBE R A A A B R A ER TR S 18 44 IE R
N Bz Bk R L 4> BT (0 A A5 Bk B O BE T (clone
complex, CC) W4rAIMF5Eh & B, CCl4rAI7E AD
B EA BN, T CC30 20 B IF 3 X IR RE
HA B ERE P X AD B B kR A8 57
SE AR E U 1) 4 B AT BR T . BRI, AR —
TRFFEh R I, XF 74 Bk AD H #2354 B (0 A A Bk
B AT 4> T oy BRI BB A FLG R 84, KRB
CCl A MIAEHEHs FLG RN 28748 i vhg g 2.
TE—TRAEXT 36 2455 [E AD f8 5 F JHk e il 4 B e A A K
B BB 5T, 1127, t164, t189 fil ST1, STS,
ST188. STS513 43 1Y 4 o {7 3] 4 BR A A B b 3
ARSI BERFTE RN . AD FRE BRI AE S A nl
B S AR B A TR 1) 4 B A A K TR, X AD R B
ok 9 72 S 57 45 (LR 8 BR DR () DA T 2 4 B A B ik
— TR RS

2.3 AD BN AL BB 53 135 1 < 00 €04 4 B oA

4R YA YR

AR AR R A K R, TR AR Y
JERE Z A S AR, AT LA AP A0 T 052 L 25028
il B T G S R A 4 o rr 7 a4 P e
AD F8 B R T 1Y < B0 480 ) R G o A P AR A
PUAE R AGER], JF 0TS0 & B AD [ 3% B ke fl
0 O BRI AR W IEOE JRRE T 15 AD B ™ HL AR
FERATMSENE, AD B B e i 4 B (03 4 Bk R 2
Y RETE LG 0 R L HC B A5 e ek P R B
PeAlis, XA BLR T RESE th T AR E T IR A
SRR W0 S HEME DI RESR I, TN B B R Y
i S SR FERR L, 1k — 25 5 S Kk B 22 T i
Ffh e
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2.4 A A0 A Bk o oy b B DU R IE S hE B

(7] LAt 38 e B ) A L, T D AT DA Ak 5
TR IR RN o R AT DA RO T 4 M 3L
KA SAE R AR, -t AT A3 2o ) 33 S5 4 A
AN P T NI A5 T A A3 %0 K29 50% M AD
SRR B DR 8 L ) 4 v €8 R A BR TR R LA AR A R i
%, HPpF £ C (enterotoxin C, Sec) a7 K i
w, MA#ER A (Sea) . FEERB (Seb) . R D
(Sed) M # Kk w25 & 1k 8 & -1 (toxic shock
symptome toxin-1, TSST-1) %587 L 7E 42 ¥E AD
St AR R B — s AR . A R & B Seb 1]
DIHEINIL-31 & &, 518 AD B B Rk, gl
AD BEIEIR 2,

2.5 S0 €O A BR U 2 D % B g A AD R

SEOFHKE T AW REER, WadER.
& B # M M % 1 il Bk (phenol-soluble modulins,
PSMs) ZFfEidFyeny it e . A9 L, o #EZ Al L
X A7 5T A0 B A R B RE MR T AD SR A Y A T A
WH % a i ZMBIE Y SEEE AT LA S K40
JU AR ) 2k R, TS A 40 RT3 e I R 7 ot AR
5 1gE v S U B 2. PSMa Al PSMB 254
o AT LA T 384 I 40 R TL-18 R TL-1 B 25 4% iy 4
MR, S ECAR G R I R D Rtk — 2D A 0 4 v
CHZFGEREMEH® . £HOWEREENA A
(protein A, SpA) g4 ¥ {5 %) BR A 1Y — F 3R 1M 2K
F, B0l LA o B0 TNF 3244 1 520 GTP i Rho %
Y A M B ZR A DI R DA 52 MR b B 200 i %) 5 4
R K Je 0k i Bf B T i, in R AD SR EH BRI B
FRULZ A8, SpA i 1T LU 3 #7% TNF 524K 1 1% b #%
KT kB (nuclear factor-kB, NF-«kB) % -1
(activator protein-1, AP-1) S K= 4l jg A+ F1 k4
W T IR, A AR RN AT AN B2 AD H 3 11
Fith

3 ADZEERBKMIELEICoNS HIEH

A 26 BR TR S e N 28 R R R T e DL SR AR TR 2
— o CONS 2 ) %] 3K T J& Hh — AN 7 A= i 5 056 1 1t 114
R, FEAERLBEEIKE (S, epidermidis) . N\
HAJERTE (S, hominis) . Sk HERE (S. capitis) %
40 A FRANTT 5. CoNS Bl A Ay & A A Bz bk 2 1 ) 1F
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WA, KZECoNS HAMBURE L BEAZN, &
Z A — 2L CoNS /] LI i 43 WAL b 43— A5 ML 410 i s
JEUB A K R BE S IR B, CoNS T R 3 3 T B JIK
(antimicrobial peptodes, AMPs), =&k . FEHERIES
WO EERTE T BN, 2% R T ER TR A o
T i R S W T o0 A 28 BBERE (ceramides) 75 A
% 1R 8 a2 W MOR B % -1 (micrococein P1) P,
BB 2R (S. lugdunensis) W LB 40—
WEE e A FRE KB XB R (lugdunin) B, i 4 % €4
R 2 R T S I R A B JER R T ) AR AN AR . BR T4
VA S MR o1 DAL, R R 3R 1T A 2 B A A BR AT
s AT DL #F 1 3 40 MR 7 DEFB4 4§ B - B i 3=
(B -defensins) , Jf i 2 H. A §T & 1F 1 19 S100A8.
S100A9. ST00A7 FYFEML, i) il <5 B (5 4 4 BR i 5
MU WEdRGE, AD EBRE NI 4 B Y CoNS T ik
AN, $F AD BB K OEH Rk . IR N R RR 4y
B3 CoNS i W IR 4 o (o /) A BRI AL 55 5%, AD
B Hz R 78 AL 43 5 ) CoN'S A 1 BT 77 M 422 ] A
AT B 3h 7, AD FRE H TR A5 8 0V 1 M ) CoNS
A3 2ok R AR 6 A N R AD SR R A 0 R
JE O TN, 2R R A A R A AT L e R e
MR 25 1 EcpA, FEMEFTRLEE I (desmoglein-1) Fi
BUR K LL-37, BRI Kk 1) Jo B ) 68 K355 AN )
IR B S SR L X eI s A SRR R . BUR ARIE
H R R 3% T A1 Y CoNS AT LI I, {0 AD &
TR s AR AL T B 23 2 A A AE v BERL Y CoNS, Jin
HADM L.

4 PEADEREINE: BRREEHEE
BRM

1T AD Il R B 09 2 RE1E LA ST XT AD HJIA
WA, AD [ L2 Wi o7 e i R 1= Ui H Aip il )
—ANH AR ADZWIA R IRTF AR R
HAD L KA EE RN Z — . LAB KRR AR 25
AR YIA S, S AD fBE R TR BRI R B SE 2
PRI SV R AR S0 AD 2T SRALET R . B
RURTTEACBR, A BRI 2 B K T B e M e, IR
N B IR T RE AR 4 3 (I A BR R LD, (0 AD R B
JER i 8 A7 T L VA0 07 L < B 0 g B R 2 1
FHGI, AR B (0 4 B R AT BE T LA AD i
B2 Wy Ly B8ORS 1 — Fop 2 B2 0 AR RS
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4.1 7S R BRI Y B

YT AD SR AR KR 4 B €0 45 1K 1A v AR Y
SFas, 3 I B AR R AR AR A R R AR TR T
oty XPR S BRI A T e ()
Al AD 2L S . BRILZ AL, ST AD B L
I e S R U, AT LAGE i PO R 56 4
FARBER B R AR TE L Y, A AR S I A2 W7 K
WITIRMES % . KA ik BARGE R RE, (HRBEE
i 2 R A2 JER 3 A T ) A A 10

4.2 WAL TR B RRE 5 B SR

20T 73 B B IR AR R W S0 R AR 2 R
TEF 25 . 200 R 6] A A TR AT B A4 0 BIL ] ) o225
Bz —o BB AL B AT R B L B AR, 28
i 18~24 h B %) nl DD BB A AR K, did
B 5T Al B O i R B AT I ) B3 (matrix-
assisted laser desorption ionization time of flight mass
spectrometry, MALDI-TOF-MS) X 4= K B 7% #1725
T, ATLAHIBTE 75 A 4 0 B A BRI A E AR . X4 E
F14 < o O R A BR R A T 25 S0 A, T RIS S it
FH 4 P MK 42 78 €6 3 49 BR B (methicillin resistance
Staphylococcus aureus, MRSA) . i1 73 5 155 F2 £ AR
AT RLAE B AD [ AR B T A 4 (0
Z KRR, R BCAG AL 4 2l 25 s D00 Ayl PR 1 il 2 75 1 4
U 25 NG T D7 RO I S HEACHE ,  He s A
. ANRESEATE ST .

43 PR

IR W) A B R R 5 R A A B 1 4
FE R SRR A DA IR, VR 4 €0 7 A BR AR
SpA A LLHE Bl %5 28 F1 43 BT 4 B (5 1 % 2K A 1Y 5 R
Ry G A ER AR A T A AT B 5 1]
Af, PRI DN AL W] 3 X i 2B TR AU TR, G0 4
AR I O ) 2 R AR AT ER T 1T AR B R B 75 i 43
Wh EcpA K A i (14 2 Fiz 4 7450 2R B8 0 B IR B2 Bk 57 i
Rl S P 0 A 8 i il Ecp A A 1 TR PR DU AT A IX 43
ANFEIZEAI R 3K T . AR, AD B
W E|WE-3-f%  (indole-3-aldehyde, TAId) HyEE R
R, R AD BE AR TE AD K
g R AR EAER], R SRR TAL (% Zh idh 5 X T e
A BT AD (2 W, eAb, 3 X 24 e PR A A I ]
AT S5 MRSA, FT46 SRR Z:
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BE DU PP AR 0 A T, B TR 1) S A8 A5 S A
PUEMER . 24HT, 165 rRNA K2 BIF 57 Bz Jik 1 e 21
W FE I EZ o EIRIKE R TAES, hT
16s rRNA G I [A] 4 | AN E 46 12 21 4 71 i 9 K F- 25
FaL, SEEFH4r T ¥ (single-molecule real-time
sequencing, SMRT) 55 43 A Ao A I A4 S 2 K]
bR AT AE 9 AD B2 B LR 04 Oy 1) L AR
X ORI 7 o A ELY REAA RUHLEE 5 AD Y2 W R
7 DL AT BEAERA YR30 E B T LU AD Al R T
VERMIES AT T 32D

5 BITADHHM: HIFNESESH

B 1 AL SR BT AE M AR IR 07 E TR
J7 AD LASE, ik £t A A G5 25 0 g e A TR ke A )
G v A BRI Y AR KO TR R —4/IR 77 AD (58T
S o Rk T A 2R TR AT L 5 B i AMP A4 TR
YT, eV 45 i €00 8 26 o T S5 L 1 7 B JER 6 T 114 o
7 FE—TREHLRUE g b, B GUK AD iR
TEH AL B R 1 CoNS it 15 72, WHZEHA S
BRI AR TR, e IR B JER R T AL ) 4 8 €00 7 2 BR AT
M RE R TR, SR AN (s 2] A s
E—I0 1 WG RAE T, WA DU —Fh DOIE# AR
JBik 43 5 ok N A BRI’ A9 (Staphylococcus
hominis A9, ShA9) N TAYT AD & 1Y K Jik s A2
#RAL, Zeat7d. BEH 2 RE RN G & B AR
A7 4 B (OB A R AT 1Y 2 1 R B S b, R Ry
AT I AR O BRI AL, BFSEN BORE A
it RN K K 43 25 0 i B B M T (Roseomonas
mucosa, RM) Jay#if i T AD S8 & B2 JIk s 28 #fA6r
S 2R R4 A IRYT R R LR BN T
O Ay B Y X e ST A R R R e R R
BRI A 5T 7E 22 i AD B i B R AT R,
ADIRYT AT L%

6 D&

Li LRTIR, ADJEih 2 Ff R ZR 3L E AR G DE B ik
TR I — PP o AD A A B R A BRI TR
ZREME R . 4 (O A BRI Y i S B B
(i TER) CoNS EBE R . 4 B (U3 A BRI T L i ¢
RBP4 22 T R 7 DT IR AD FE R I e A A
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J&, CoNS il 7 AL Bt bl 731 sl 08 1k 1 T S8 S Bz 41
il 5 8 (R A PRI E AR AR, 78 AD (B3 B9 R it
e AR D RE . FUR, Jofal AD R BRI 23 5 Al
e PR ) B R SO R A A B (R A R, XL
o (07 20 BR T A0 AT 5 e SR A LA e 2E AD Y EERE
AR 52 £ CoNS T8 AD S8 o 2 7% v 9 A HIBIL Al
1 A B ) ) o i A R S LS AD A B9 A
KA 5 THE— I
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