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dynamic changes play an important role in regulating skin health and diseases. However, it is still
unclear how skin microbial community influences human health. In-depth research on skin commensal
bacteria can help discover beneficial strains and screen out new drug targets for corresponding skin
diseases. In recent years, there has been an explosion of research on the interaction of skin commensal
bacteria with host cells and the mechanism. This review aims to sum up the latest findings on skin
commensal bacteria. First, we summarized the distribution and basic community composition of skin
commensal bacteria and their antimicrobial, anti-inflammatory, immunomodulatory, and anticancer
functions in maintaining skin health. Then we elaborated the latest discoveries on how skin microbiota
dysbiosis is associated and involved in the pathogenesis of several skin diseases, including psoriasis,
acne, rosacea, and systemic scleroderma. Finally, we discussed the close mutual regulation between skin
commensal bacteria and intestinal flora through intestine-skin axis. In summary, balanced skin
microbiota is crucial for skin health, and the host-skin commensal bacteria interaction mechanism

should be comprehensively understood to design skin microorganisms-targeted drugs for skin diseases.
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W (Campylobacter ureolyticus) . g B IR AT
(Corynebacterium kroppenstedtii) Fl  [a] 355 7k
# (Prevotella intermedia)'®, i #3415 B 7E BB
P b A RO AT 1 2 — 2B WF 5T .
3.6 ARG

RGN REALRE R Ry B K, — T i
I IR PG , AR KRN N T 2 B 21 44k
AL 78 oy F BRI, RGEMEREALAE AR
WL, HERFEFET RAM S, HEH
RAEFFEIESE , RGEEREAAE 5 7 18 A 2 A
K, ABXT BRI AE TR B AR D . AR,
AWEFEINT R GENEREALAE 83 19 B2 BRIl A M 21
W& TAR K ARk, Johnson %] RNA-Seq ¥
MY 23 ) 38 GE M A A SR 14 B R TR A AR AR LT
O3 T AR RIS A 2H 5 B R R GR 1 S 2R
TP B K BRAR LG, R G AT S8 3 0%
A A T (P TR AT T 0 ) 2 R R )il , i ot
FRUBHE % T, RTRE S R VERE AL AE 8 % B4
TR NE R ZE AR A G ;B 22 IR B TR AL 45 411 s e
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IRTETR (Burkholderia) . ¥14 BR AT I8 (Citrobacter)
N EE (Vibrio)W G I, 5 fo 5 BT i 12 % ) A
X, AL toll FEZAAFN TGFP fis, KU
PIRE R U 5 S P R Rk B Ay 5¢, 18 -k
W LA TE XS T4 7 B R 99 114 i 9 Bt S A
B

4 REHRZE

EHEAEARSCHR IR E AR . ey R
Bk B A AR TR B A, X A I R RS A
EERRE T — AN A o B JR A R
Ik EAETE R A I RE TR, AR TR X LA
R WA, e A RS 5. Horp
B o A= 3ot 1 =6 40 B G 3 5 LA R S
TRENS R TE B E A ER, ARUED
TR O 8 D 2515 2 B2 R 1 7 A o IR A TR Y
A VR A J5 B LT IR TR B B DR 00 1 Tk
YR T A, A BRI RLBh I
JoR 59 VR R I A%

XA, E T ORIEUER, £
PR Iz Pk 1 TR TR R 1) 22 R AN R A 1Y)
FELE T BT B A HE S o [RIRE, 4% b B
A i 7 PR AR TR B IV B R A S B A 1
L AFE AR R AR — ko T R k2 A
PIAETE I B L (R Bk -Fail ), I SR R BLIRYT
AT A A5

S e IR, YA A i SR AR AR T AR K
o EAER, FRAEK R YIRS R 2 E
AR AR E A, P, AT E E
TR 2 R AR B T EfEfa 1. B
A G T 2 R0 A 35 3048 1R A9 & B L 22 R 221 b el AR
T FATE i LATRNA 0 S E A A AL R R i 4
fE R AR A . B4, R ENIC &8
AZMILERS 5 T — 85 IRz R 1 & bl
il b, SRR A AIE 4 T T B R A= Y v

SRS R I —f, B AR Z IR/
YEREAE T 58 A MR APIRES o

e, FRIT G R W AN [R] 9 B Dk 4 g 2 7R
ey 555 E Sl A P i v = R I IME T AEAN RS
TUR) B RBER LA AR 3K 88 B JHR 240 i 22 1] )
AHELAR RS2 Wi s 5 52 W0 B SRS A vl 19 A
FIRTS AN AE o BEH I 28 DL I IR A FIR JE
FAN T TRT s A8 — > 32 P MO AR e A3 B TR 0 gt
REPRAS FHE w5 B R 1191297 BOR L AR ¥ i
FRE T LR RAW B AT T T =
PR Y7 A AR, A Bz IR A TR I R 2 )
R BE— TR A B TR TR AR
ARV PR B AR XoF B JDR A 114 32 J MURE AR 1) B A5
W, R B A2 AR ] 3 o ) T Sk SE AR AR W
Kl 5 BT B4 BRI R T R
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