BT R E SRR B R R AR 2 76 Tr SR

MRid 12, a2, TeRY, EoK PO mmiES ek, i 201203 2.0R ERNEE FIGLEBRIE BB R BT L
¥ 201203)

WE: ABBAESERAEBREDFRARESTOEABELELEERD, EXEREARRRAEBRRLALEZT MR A, ALELET
M AESHARSER . KIKARSMAESZRGX R KRS R AR RIKZZGHAES AT ST RS, A EIKE
T b s RGBT R AR

KRR RS K RBRRE; %7
HFESAES: RIS NHFRERE: A
DOI: 10.13748/j.cnki.issn1007-7693.2022.08.017
SIRAIC: M, ke, i, F. AT R A SN KRR R REEET R[] FEILKE RS F, 2022, 39(8):
1110-1120

XEHS: 1007-7693(2022)08-1110-011

Skin Microenvironment-based Treatment Strategies for Inflammatory Skin Diseases and Aging
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ABSTRACT: The skin microenvironment plays a key role in regulating skin microbiome and homeostasis, and is closely related to
inflammatory skin diseases and skin aging. This review summarized the composition and function of the skin microenvironment, the
relationship between skin diseases and microenvironment, and the treatment strategies of microenvironment regulation for
inflammatory skin diseases and skin aging to provide references for the clinical treatment and drug development of skin diseases.
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Inflammatory diseases and the micro-ecology in skin aging

Skin aging led to the thinning of the epidermis and the increase of skin surface wrinkles, the reduction of collagen and elastin in the dermis. The reduction
of subcutaneous fat made the whole skin no longer smooth and woken the antibacterial ability. Inflammatory skin diseases included atopic dermatitis,
psoriasis, and acne. The microbial diversity on the surface of the skin was reduced, and the colonization of harmful bacteria was increased. Keratinocytes
and their spaces were changed; immune cells were activated accordingly, and their common feature was Th17 cells differentiation and expand, and the

expression of inflammatory cytokines such as IL-17A increases.
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Fig. 2 Therapeutic strategies targeting the skin microbiome

The skin microenvironment included the microbiome, epithelium and immune system. Microenvironment-targeted methods for the treatment of
inflammatory skin diseases and skin aging could be mainly divided into biological therapy, microbial therapy, antibiotics and phototherapy. The first 3
methods were mainly drug treatments, while phototherapy was a non-drug treatment method using artificial light sources.
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