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Abstract

Atopic dermatitis (AD) is a chronic inflammatory skin disease associated with genetic hypersensi-
tivity, characterized by pruritus, polymorphic lesion, and exudation tendency. microRNA is a non-
coding single-stranded RNA molecule that participates in post-transcriptional gene expression reg-
ulation in animals and plants, and plays an important role in the occurrence and development of AD
by affecting cell development, differentiation and signal transduction, thereby changing cell func-
tion and controlling the release of inflammatory mediators. Intervention in the regulation of mi-
croRNA may be a new direction for the treatment of AD. Chinese medicines can inhibit interleukin-
6 receptor (IL-6R) and proteasome f by targeting microRNA regulation. The -8 subunit (PSMB-8)
is responsible for immune regulation, blocking NF-kB signaling pathway, controlling the secretion
of inflammatory factors, inhibiting the proliferation of keratinocytes, regulating Th2 cytokine se-
cretion and inflammatory cell infiltration, maintaining the skin barrier, and activating platelets. In
this paper, we reviewed the recent research progress of Chinese medicine intervention in the treat-
ment of AD by microRNA regulation, in order to provide updated strategies for the treatment of AD
by Chinese medicine.
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1. 3]

RERLVE B % (atopic dermatitis, AD)ZE —Fi8 . T M. RAEVER R, SIEAMIRRE 2 BT
G PEIR IS FE R 400 A0 B R, P B R R AR TR 1] AT WS B, AD EA R B T e,
SRR EFHER, JLEBRERL N 15%~30% [2], FERRA AD BIHFEM 2.1%3] 4.9% A%, ™H AD 1E
Sk AD NBEH T EUBIAR /N3],

H AT AD [ DB AL AN 28, I RBE S 7 T A H R R S, microRNA TERF R Bz 98 Kbl
1l &G 97 AR SRR N, Hl I S S E S . SRR Tt . R RIEA BRI T35 AD 1
RAERRE. HmEHFESRICE 75 AD B aUAHRUREoR, o <P . @@ . “fixUE” 25, DR
MLZ R RERAE, JFRMERTE, Bol KmTt, XAMNSERIRRIL, WAMEETT . NS
FOR QA7) BB RS BBt AD R BGS A R 22 a1, (A B 51 2 1R 2 B Al
., MR, R DUHAMERR ISR R A 2N, @RI EOREZ BEERR. AR T
microRNA 7E AD & J& i i4E H f H 257l microRNA #5714 AD RIRF 5 g, LU N 257597 AD 2
LTI 0 SR A REL

2. MicroRNA HJIAIR

microRNA —fZ i 18~25 MZEHRA L, & —RKWIEM. EFH 3w a8t /N7 RNA [4]; 2H—
i micro RNA T 1993 fE# [E A F & TEFS BT /IMTF L P R B, KN 22 ML IR lin-4 JE, F SRk
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TR K E[S], MJEH £ micro RNA 75 FHREEE R, HITZAAETIEY) . W2 McEyd;
TR, 2> micro RNA 7] DAL [EATE R — N, [Fl—4 microRNA 7] IF 2 AN E 2 HH N 1
HEELIR[6].

3. MicroRNA 5 AD 4 &R
3.1. S5 BKIIER K

BEAERR FC 4R, AD HIRAFIR R B Bk G s SR AN SO0 I B S5 A7 TE B8 V) ORIk, N EAE B 5
microRNA KFIEHG K. £ AD BEH M. FZH U RAFAE microRNA FRiE KW, w5l RKIZEA
JERGER AL RIE RN, et AD R A5 R FE[7]. Nousbeck Z5[8I7EWF 7 HhEL T AD & JLII4MNE
A R IR Z A miR-451a f/A7E BB F ML S, IL-6R. PSMB-8 K-8 i FTt, 5K N % R
Giocl, HIKAERN .. BIAWF AR, miR-20a [1EH BEM A JObMH] CCL8. IFN-y 2 KM 5E K1
(53, HAEZ R 577 NF-«B {5 5 0% (L 2 M/ 7 AR BE 2 555 #2153 LLSEIL[9]. TARC A&
i AD PEEFEE AR EY, BFFCRKIM, AD HfEHEE 5XT A E AD B ML S, HAAN K miR-
223 RIAKFHIRIR T M0 ELAERT 78 ARl K Iz 5E DR (1 3R 25 R M 21 TARC 7K~FRIITI[10], X —&5 1A
FRPREE R, miR-223 A5 78 M KR I E B AR EY[11]. BRILLAAh, G R
76 AD B3 i G ARSI ) miR-191. miR-24 [3RIE/KF[F] f-TG+ PF-4 Z Z [P/ IMRIG AR EXKFAE
TEF VIR, 7R 7 A0 0] B8 2@ i R /MR S b I B2, TR IR 1o MK, BB R 4
FERERE A AR 12]; WEFCHR e, 38 I B0 NS P Y 7 2QRT DA 0O R I L2 microRNA Rk,
W 2 RN I PE DRI, A AD 29 3RIA 2 KA miR-223 FRiA 1) R S Uil /MRS BTE13].
Wang [ 141 RT3 R & 175 LW miR-155-5p FIAAEUE G XTI =% K PKla /KT,
0 TL-13/4/5 Z FE SRE R -, AT 5 4 b AE 47 R JBR B 5, A6 B T30 161 3 2 9RE IS B Wk 53 15 Ik o B Dy i

3.2. fIF R4

B IR B AR S /R BRI S5 4 5 S 3 4 MR A O T R BT R BRI — R AR, 7R,
CLA R B, 3R R AHM 80%, &5 4 M ] IR o 3 o &5 5 A SRORAIE B2 R BRI D, By b AL A&
IO IR AN R4 &P AR ) S 4 RN, I RSB TE — BB T N BEUE F1 A R A& S 45
iR [15]. Meng ZE[1617EMTFEH, MFREN MR 2 LI 2E HF R T microRNA H hsa-miR-194-5p [113€
I EEE T, St FIA S, HS3ST2 Bl T IR A T, EEIH KC R, SR
Bl T . 3X 308 hsa-miR-194-5p W] AEiE i 4% HS3ST2 3£ K2 5 AD MK . Vaher %[ 173 i} 8 %
P, AD g AR Rk miR-10a-5p Y01 B, HAERHEM KC o 5 mRiE.

33. 85ESERK

SEERE RN IER S m B dRA D RNESS S, — BRIVE SEBNRE, Bllag
1) 80 2 e Ry AN AR A S, B 2 SEWUA IR KRG REL, IR EMIERMIGE R, HIE S %
PP S FE SBR[ 18] Yan SE[19]7EE LI AD AR A I, AD & 1) miR-1294 FRiA/K-T-E T 5
T IES N, 8 R E 77 3 1 miR-1294 /K, Gef8 G Sots b 2 i o F R B VLI 7E
T miR-1294 [{JIEH F£ik, A LAAZA ] STAT3-NF-«B 15 S, BHIE R E A fE,  hnss fe ik B s fs
SHFE. Jia F[20]EWFFCHTRH, IL-13 GG A0S IL-13 ) mTOR 15518, T3 miR-143 KA ZE|
0, 5k B kBB A (2 R E D FMRIAERK . HINERGA)E, BF MK 1 miR-143 /KFH B
SR, X2 R R miR-143 7£ mTOR 15 5l B R £ (W B ZAEH & AD 1 2RI .
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3.4. T T AAET

Thl/Th2 REHSTE— EFEE LM microRNA FKIAKIE, B4 2 B, SN IL-
13/4 40K 7 1) i, ek AD MR A S K E[21]. microRNA BEWSA RCMTT Th17 400 H) AL FE AN T
RE, X IL-17 A IL-22 S5 40NN (1) 2RI 7= A= 5o, gk i st2 i 21 je JR (0 280E [ 8i[22], oA 18, Kérner 55
[23|7E AR I A5 3 A0 I ) SR 4 B AZ O OOURH 1 T 4B miR323-3p K KiAs, £id#8m TGF-B. STAT3
SEPREEERAE, X h17 gEM I FR S N ThRE P ARSI, SEEKT IL-22 FRIA I AW, MMk B AELE
JRARER H 1. BRI, ARSkA B 7 microRNA [(Ji#5 AD BTG FIVA ST SRt — Mt 1812 .

4. microRNA 5 AD 895897
4.1. FZ5iEIE microRNA Fik

EA B EFRARR. PUE . B RTEURENER, AATAE R MiR-223 /KPR N, HH]
NLRP3 #$RE /MRS LA, 15 B AR TL-18 PR 0D, DA B Jok A A R P R0 SO0E I
o RAESE, #0H] AD HIRJE[24]. Chen Z5[25]0F 7L KILAS B Rb2miR-216a HATHFIE 145 A k%Al
77, Rb2 5 miR-216a 254, @it 1458 Smad 3/IxBa 7 5@, #5055 miR-216 a 75 T 1R BT &%
ik P 57 AR B2 AR SR KE L AR . Ding 2526 & BLAL 5t R F AT AFIH] A375 41 B & BR BE(TYR)E M AN
TYR mRNA ik, M B Jk 2E S AT B 3R (T R I iy 22 A 4240 (CWPS) 2 B A b
o AN FURE A B B U i, RTREERRAR R 45 R Th 17 MRELAH I KF, #0] Th 17 mRNA RIA
[27]. Lee ZF[28  NAESE, HIEFREUIING] T 1L 5]1iF40(TARC) Y Th2 FU4N 3245 AD KA 1 Th
e, DRGNS T R E T mRNA Rik. KPSV TS &S+ NF-«B. p-IkBa F1 MAPK
EAMEDL, #WH) INF-y. IL-4. IL-8. IL-18. TNF-o ZZFh4HMIE 71 mRNA ik, FBKIMTE IgE /K
Py IR M AN CD 4-+H12418[29]. Wang Z5[30 11k 4200 45 K8, BDMC fg 5t & 011 TNF-o/IFN-
y BB HaCaT i sFfafb A4 7 /) mRNA ik, KRR ; e 25 143% DNCB 5%
(1) AD B AR R, D RIIR AR . HE R FE AR, et A VRN BRI R AR MR, IR
FERJERE . bk, B REA I A R R0 26 PE4E I R 1) mRNA KIE7KF- L A& MAPK #1 NF-«B {5 5 i
B IRIIOE o H PR R B S 3 O T A A B, AT AR LI 1gG 1. IgE IL-6 /K°F, R B4 IL-4.
IL-6 #l1 TNF-o mRNA {321k, A0 2 RE 4 A 1) je JR A5 00 b KR [3 1] T WRAR S5 [ 3218 0 K BT IR
F A LLUE ] miR-155-5p HIRIE, CAILI NS PKla RIS, KK Tls HIRIE, #1815 L)
REAS RIS, b R g 50 A A, #EMT/ TSLP AT IL-33 (94030, 0] 7 TH2 BUARER 7, #&ik
FIZEfFE AD REARIIAEFH o X 26 b 25 SRR FHHLE A IR, 9 BR 25T I microRNA #2417 4> 72 M 1)
FLFEUESE, TEIARAR SV B 98 IRVR 7 i 78 H IR o R
4.2. FEIEZAPIFIE microRNA FTik

B AEZI T e R RS, BTN A SRIMET, SCERMMIERNERE, Y
M AR I P 2 4% £ 7K Y microRNA {13818 . Wang S5 [33 181 70 & I HLEHR Y738 1) miR-155 4] 7 AEK
Y ) NF-xB 1 AP-1 W0, FHRHE T IL-33 (5 5 AR, XA BT H4H% DNFB 55 1K
ACD B RAEH o BARIXBeyT iR I ELAEAE LI A 52 2T 28, (HIm PR SR B &A1 1% microRNA [
R ERAER, BT SRR N 7 2 AR -

5. REERE
zi b, WREEZGTEIRIT R RN B K P R T L . ZREG . R R AR R, R A 24 A R
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B k. ST IR ERRE R . JFHBEE microRNA LERFRAE B2 28 A A2 K e i A RIATL A A
RAWEFE, HEEZGT T microRNA 26745 S B2 2 AT 78 i) AR AL, Bl th B2 24 ) A Je okl sz
B FE KB AT AT, RS T AR TR N B R OB T RS R R, N
BEAR AT T EE v .

SR, 4 BT P FEREAS AR AR AR D - BARAE IR IR AN WY, 38 7 ik — IR AT FE P B2 25T T3 miRNA
VEEIER TR NV B A PR P, SREE5E3 IR T T 5, SRIG AR R, R SR TR A BOR A4
T BATREEAR. RGAHIRARIRE:, PSP 25T 1 microRNA {57 T (A7 R A2 4t

SE K

[1] Hadi, H.A., Tarmizi, A.L., Khalid, K.A., Gajdacs, M., Aslam, A. and Jamshed, S. (2021) The Epidemiology and Global
Burden of Atopic Dermatitis: A Narrative Review. Life, 11, Article 936. https://doi.org/10.3390/1ife11090936

[2] Dizon, M.P., Yu, A.M., Singh, R.K., et al. (2018) Systematic Review of Atopic Dermatitis Disease Definition in Studies
Using Routinely Collected Health Data. British Journal of Dermatology, 178, 1280-1287.
https://doi.org/10.1111/bjd.16340

[3] Barbarot, S., Auziere, S., Gadkari, A., Girolomoni, G., Puig, L., Simpson, E.L., et al. (2018) Epidemiology of Atopic
Dermatitis in Adults: Results from an International Survey. Allergy, 73, 1284-1293. https://doi.org/10.1111/al1.13401

[4] Saliminejad, K., Khorram Khorshid, H.R., Soleymani Fard, S. and Ghaffari, S.H. (2018) An Overview of Micrornas:
Biology, Functions, Therapeutics, and Analysis Methods. Journal of Cellular Physiology, 234, 5451-5465.
https://doi.org/10.1002/jcp.27486

[5] Lee, R.C., Feinbaum, R.L. and Ambros, V. (1993) The, C. Elegans Heterochronic Gene Lin-4 Encodes Small RNAs
with Antisense Complementarity to Lin-14. Cell, 75, 843-854.

[6] Dalmay, T.(2013) Mechanism of Mirna-Mediated Repression of mRNA Translation. Essays in Biochemistry, 54, 29-38.
https://doi.org/10.1042/bse0540029

[71 Weidner, J., Bartel, S., Kilig, A., Zissler, U.M., Renz, H., Schwarze, J., et al. (2020) Spotlight on MicroRNAs in Allergy
and Asthma. Allergy, 76, 1661-1678. https://doi.org/10.1111/all.14646

[8] Nousbeck, J., McAleer, M.A., Hurault, G., Kenny, E., Harte, K., Kezic, S., et al. (2020) MicroRNA Analysis of Child-
hood Atopic Dermatitis Reveals a Role for MiR-451a. British Journal of Dermatology, 184, 514-523.
https://doi.org/10.1111/bjd.19254

[9] Su, H., Chang, R., Zheng, W., Sun, Y. and Xu, T. (2021) MicroRNA-210 and MicroRNA-3570 Negatively Regulate
NF-kB-Mediated Inflammatory Responses by Targeting RIPK2 in Teleost Fish. Frontiers in Immunology, 12, Article
617753. https://doi.org/10.3389/fimmu.2021.617753

[10] Yasuike, R., Tamagawa-Mineoka, R., Nakamura, N., Masuda, K. and Katoh, N. (2021) Plasma Mir223 Is a Possible

Biomarker for Diagnosing Patients with Severe Atopic Dermatitis. Allergology International, 70, 153-155.
https://doi.org/10.1016/j.alit.2020.07.010

[11] Koizumi, M., Kuzume, K., Ishida, Y. and Midoro-Horiuti, T. (2022) Serum Thymus and Activation-Regulated Chemo-
kine (TARC) Levels Correlate with Atopic Dermatitis Disease Severity in Patients < 6 Months. Allergy and Asthma
Proceedings, 43, 461-467. https://doi.org/10.2500/aap.2022.43.220034

[12] Bakogiannis, C., Sachse, M., Stamatelopoulos, K. and Stellos, K. (2019) Platelet-Derived Chemokines in Inflammation
and Atherosclerosis. Cytokine, 122, Article 154157. https://doi.org/10.1016/j.cyt0.2017.09.013

[13] Willeit, P., Zampetaki, A., Dudek, K., Kaudewitz, D., King, A., Kirkby, N.S., et al. (2013) Circulating MicroRNAs as
Novel Biomarkers for Platelet Activation. Circulation Research, 112, 595-600.
https://doi.org/10.1161/circresaha.111.300539

[14] Wang, X., Chen, Y., Yuan, W., Yao, L., Wang, S., Jia, Z., et al. (2019) MicroRNA-155-5p Is a Key Regulator of Allergic
Inflammation, Modulating the Epithelial Barrier by Targeting PKla. Cell Death & Disease, 10, Article No. 884.
https://doi.org/10.1038/s41419-019-2124-x

[15] Das, P., Mounika, P., Yellurkar, M.L., Prasanna, V.S., Sarkar, S., Velayutham, R., et al. (2022) Keratinocytes: An En-
igmatic Factor in Atopic Dermatitis. Cells, 11, Article 1683. https://doi.org/10.3390/cells11101683

[16] Meng, L., Li, M., Gao, Z., Ren, H., Chen, J., Liu, X., ef al. (2019) Possible Role of Hsa-MiR-194-5p, via Regulation of
HS3ST2, in the Pathogenesis of Atopic Dermatitis in Children. European Journal of Dermatology, 29, 603-613.
https://doi.org/10.1684/¢jd.2019.3676

[17] Vaher, H., Runnel, T., Urgard, E., Aab, A., Carreras Badosa, G., Maslovskaja, J., et al. (2019) MiR-10a-5p Is Increased

DOI: 10.12677/jcpm.2025.43336 221 s RN PEAL 2 2


https://doi.org/10.12677/jcpm.2025.43336
https://doi.org/10.3390/life11090936
https://doi.org/10.1111/bjd.16340
https://doi.org/10.1111/all.13401
https://doi.org/10.1002/jcp.27486
https://doi.org/10.1042/bse0540029
https://doi.org/10.1111/all.14646
https://doi.org/10.1111/bjd.19254
https://doi.org/10.3389/fimmu.2021.617753
https://doi.org/10.1016/j.alit.2020.07.010
https://doi.org/10.2500/aap.2022.43.220034
https://doi.org/10.1016/j.cyto.2017.09.013
https://doi.org/10.1161/circresaha.111.300539
https://doi.org/10.1038/s41419-019-2124-x
https://doi.org/10.3390/cells11101683
https://doi.org/10.1684/ejd.2019.3676

RUAH, LR

[18]

[19]

[20]

[21]

[22]

[23]

[24]

[25]

[26]

[27]

(28]

[29]

[30]

[31]

[32]

[33]

in Atopic Dermatitis and Has Capacity to Inhibit Keratinocyte Proliferation. Allergy, 74, 2146-2156.
https://doi.org/10.1111/all.13849

Vaghf, A., Khansarinejad, B., Ghaznavi-Rad, E. and Mondanizadeh, M. (2022) The Role of MicroRNAs in Diseases and
Related Signaling Pathways. Molecular Biology Reports, 49, 6789-6801. https://doi.org/10.1007/s11033-021-06725-y
Yan, C., Ying, J., Lu, W, et al. (2022) MiR-1294 Suppresses ROS-Dependent Inflammatory Response in Atopic Der-
matitis via Restraining STAT3/NF-kB Pathway. Cellular Immunology, 371, Article 104452.
https://doi.org/10.1016/j.cellimm.2021.104452

Jia, Q. and Zeng, Y. (2020) Rapamycin Blocks the IL-13-Induced Deficiency of Epidermal Barrier Related Proteins via
Upregulation of miR-143 in HaCaT Keratinocytes. International Journal of Medical Sciences, 17, 2087-2094.
https://doi.org/10.7150/ijms.45765

Bieber, T. (2019) Interleukin-13: Targeting an Underestimated Cytokine in Atopic Dermatitis. Allergy, 75, 54-62.
https://doi.org/10.1111/all.13954

Tang, F., Zhou, Z., Huang, K., Deng, W., Lin, J., Chen, R., et al. (2022) MicroRNAs in the Regulation of Th17/Treg
Homeostasis and Their Potential Role in Uveitis. Frontiers in Genetics, 13, Article 848985.
https://doi.org/10.3389/fgene.2022.848985

Kérner, J., Wawrzyniak, M., Tankov, S., Runnel, T., Aints, A., Kisand, K., ez al. (2016) Increased Microrna-323-3p in
IL-22/IL-17-Producing T Cells and Asthma: A Role in the Regulation of the TGF-p Pathway and IL-22 Production.
Allergy, 72, 55-65. https://doi.org/10.1111/al1.12907

PLZ U, S, MR, SR AT IR A BRI FEALRIDTL. b PR 262 4, 2021, 37(20):
2842-2846.

Chen, Y., Wang, S., Yang, S., Li,R., Yang, Y., Chen, Y., et al. (2021) Inhibitory Role of Ginsenoside Rb2 in Endothelial
Senescence and Inflammation Mediated by Microrna-216a. Molecular Medicine Reports, 23, Article No. 415.
https://doi.org/10.3892/mmr.2021.12054

Ding, X., Zhang, Z., Jin, J., Han, J., Wang, Y., Yang, K., et al. (2020) Salidroside Can Target Both PAHB-Mediated
Inflammation and Melanogenesis of the Skin. Theranostics, 10, 11110-11126. https://doi.org/10.7150/thno.47413

Lin, L., Zhou, Y., Li, H., Pang, D., Zhang, L., Lu, X., et al. (2017) Polysaccharide Extracted from Chinese White Wax

Scale Ameliorates 2,4-Dinitrochlorobenzene-Induced Atopic Dermatitis-Like Symptoms in BALB/C Mice. Saudi Phar-
maceutical Journal, 25, 625-632. https://doi.org/10.1016/j.jsps.2017.04.035

Lee, H., Lee, J.K., Ha, H., Lee, M., Seo, C. and Shin, H.K. (2012) Angelicae Dahuricae Radix Inhibits Dust Mite Extract-
Induced Atopic Dermatitis-Like Skin Lesions in NC/Nga Mice. Evidence-Based Complementary and Alternative Medi-
cine, 2012, Article 743075. https://doi.org/10.1155/2012/743075

Choi, Y.Y., Kim, M.H., Ahn, K.S., Um, J., Lee, S. and Yang, W.M. (2016) Immunomodulatory Effects of Pseudostellaria
Heterophylla (Miquel) Pax on Regulation of Th1/Th2 Levels in Mice with Atopic Dermatitis. Molecular Medicine Re-
ports, 15, 649-656. https://doi.org/10.3892/mmr.2016.6093

Wang, Y., Zhang, P., Zhang, J. and Hong, T. (2022) Inhibitory Effect of Bisdemethoxycurcumin on DNCB-Induced
Atopic Dermatitis in Mice. Molecules, 28, Article 293. https://doi.org/10.3390/molecules28010293

Sung, Y., Kim, D., Yang, W., Nho, K.J., Seo, H.S., Kim, Y.S., ef al. (2012) Inhibitory Effects of Drynaria fortunei
Extract on House Dust Mite Antigen-Induced Atopic Dermatitis in NC/Nga Mice. Journal of Ethnopharmacology, 144,
94-100. https://doi.org/10.1016/].jep.2012.08.035

TWeEE. T miR-155-5p X bz B3 B AR IA ISR T THIRR ZR PUke i1 B AL [D]: [ 244608 3.
Rl FRUPEEZIRAE, 2019.

Wang, Z., Yi, T., Long, M., Ding, F., Ouyang, L. and Chen, Z. (2018) Involvement of the Negative Feedback of 1L-33

Signaling in the Anti-Inflammatory Effect of Electro-Acupuncture on Allergic Contact Dermatitis via Targeting Mi-
croRNA-155 in Mast Cells. Inflammation, 41, 859-869. https://doi.org/10.1007/s10753-018-0740-8

DOI: 10.12677/jcpm.2025.43336 222 s RN PEAL 2 2


https://doi.org/10.12677/jcpm.2025.43336
https://doi.org/10.1111/all.13849
https://doi.org/10.1007/s11033-021-06725-y
https://doi.org/10.1016/j.cellimm.2021.104452
https://doi.org/10.7150/ijms.45765
https://doi.org/10.1111/all.13954
https://doi.org/10.3389/fgene.2022.848985
https://doi.org/10.1111/all.12907
https://doi.org/10.3892/mmr.2021.12054
https://doi.org/10.7150/thno.47413
https://doi.org/10.1016/j.jsps.2017.04.035
https://doi.org/10.1155/2012/743075
https://doi.org/10.3892/mmr.2016.6093
https://doi.org/10.3390/molecules28010293
https://doi.org/10.1016/j.jep.2012.08.035
https://doi.org/10.1007/s10753-018-0740-8

	中医干预MicroRNA调控治疗特应性皮炎的研究进展
	摘  要
	关键词
	Research Progress of Chinese Medicine Intervention in MicroRNA Treatment of Atopic Dermatitis
	Abstract
	Keywords
	1. 引言
	2. MicroRNA的认识
	3. MicroRNA与AD发生发展
	3.1. 参与皮肤炎症反应
	3.2. 抑制角质细胞
	3.3. 参与信号通路
	3.4. 干预T细胞调节

	4. microRNA参与AD的治疗
	4.1. 中药调控microRNA表达
	4.2. 中医非药物调控microRNA表达

	5. 总结与展望
	参考文献

