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Perinail Eczema Leading to 20 Nails Dystrophy: A Case Report*

CHEN Pei-ze”, LIU Yan-bing.
Department of Dermatology,Jiangxi Province Hospital of Integrated Chinese and Western Medicine,Nanchang 330003, Jiangxi Province,China

Abstract: Objective To increase awareness of eicosanoid dystrophy due to perinail eczema and to reduce misdiagnosis and mismanagement. Methods To
retrospectively analyse the diagnostic and therapeutic history of a patient with twenty nail dystrophy and conduct a literature review of related diseases.
Resulfts Combining the patient's clinical manifestations, medical history, dermatoscopy and histopathological examination, twenty-nail dystrophy due to
perinail eczema was finally diagnosed, and the symptoms were relieved by glucocorticoid treatment. Conclusion Twenty-nail dystrophy is easily misdiagnosed
as onychomycosis, and long-term antifungal treatment is ineffective, so we need to consider that it may be caused by other non-fungal factors, and

histopathological biopsy is important for the definitive diagnosis, and glucocorticosteroids and other medications can improve the patient's symptoms.

Keywords: 20 Nails Dystrophy; Perinail Eczema,; Diagnose

1 IgERZEE

BEYE, 64%, FERRER. HE. RFEEL
RE, BEBRIORFAIABENFERRTE. FH. 8
Re. M, BNFRAEREERE, KPWZHA ‘B8 H
FMERGT (BEAETRF), ATERIHEAETFE, HEZRE
HERIARY, KNI TRERENERS, BEEEE, X
HEAREE. BF: ZATERRIEE. TREXK: BIRE
e MERE. BN, BREAIRBLIMAMNERIMNE, LAIKE
ENHNRFMAR THL S, MIRREMNEARSE, F
B RRBAK. TIR(TLEIL~E2),

LRENE: MEM. FENE. RRIXKEZER(IgA.
lgM. 1gG). #MAC3. #MEAC4A. CCPIiA. EIRARINEE
FHIW(FT3. FT4. TSH. A-TG. A-TPO): RN E&,; M
(ESR): 32mm/h(0~20mm/h); C-REZZEE(CRP): 6.39mg/
L(<3.5mg/L); EXERETF(RF): 38.001U/mL(<15.91U/mL);
TAZIAE(ANA) . B, ARRIE(EEBI2BENITER):
BREEE, EREZELEMECHMZIFH(MEI); SEIZH:
“+HEATR. BAES. BEEFTZTHRITTRIMKAIN
MILEHERTT, 8RR, BIEKBaI1A, BiEkR, 2
BIREEEAER, —+TREAMEIER,

23 3¢

2.1 Z+HEFFR Z+HREAFFR(twenty nails
dystrophy, TND)BFENK, HEARESFELEBEXE,
BINEREENRE. RTEEE. BEERNESSE, HtEX
MENRAEERRREAREEEOET. WTAYRMN. 0K
RARBSE IR E) . SEE GRS, TNDIE
EMEMIRARRIARIRRE RS HIMAGE. 48 UK =K R
T, BRI, BRZHR. K. BRESRMURAREST. A
OFEEERZE, ERNEXMRA/ESNIERSERT,
NFRER BRI ER R ERMEBAMRRE,; o LARINE
MR EENERLEREARTRZINERABRBLETMYE
EREEAFNE; RELNERFNANRERNSE, X
TEIATRXEBRRNAERY, AEEEMNARFETER
MABBEENER B ERCAMZE, EEEKENIE
KRR, MERNPREESSENTND, TNDHAT EEE
RFREFERET, SFEYELT (BESPUVAKTT), BEE
RRESEEREER, BHMBMILS TREERERHEA
T, RRATOREAACERABERER. MEA. KBRAS
Ul ABIBEMRBZAETFEENRREAS, HERIE
WHRARKER, METEMBUNEKESRI, KR

(B—1FE] FmFE, B, TAFEM, TEBMRAM: REFHAELESIST. E-mail:787932536@qq.com

GEREE] Rz

- 11



F/ERAFS 2025118 $£3245 F 11 #1 5519648

2O

® ©

H1 EH20F G REI. B2 Mo P i RERIN, H2A: AREo: FREE, YUBEAMA; EHB: &
AR WAGER, AN NEFNA; B2 EF MG SRH; EH:AFRE: FREmA. B3
F AL AE A R IR L (HE % 20): MBI B, HERE D Bk AR .

LH BE , BZAERSKRIERPAMER, BNREFR
HEAT, ERMRLFE, BRKESAAREFNS,
BAEZESH_TREATRNAZEREES,

2.2 ARES

221 FE BANEREESZESTRL LR, FEEMmE
FREBENRK. ©ERRMARKIMN. SENRE, mER
TJRELSBEBEHN. BRUREHRET, FEESMEMER
KIS —, WUBEEARLBR, 5T SRERYIE
%, Bl (1)38RM: WELELEYR. SRAPFHEAH
SHRMAIREIELED,; QWERE: KEEpk, BEsk
HRHM SR, AURGREKRERE, SEESREHM
B; Q)EEEER: KEDEEPUIRENAERB%, 0
TERATERRABTNEEER; HRERARE: LR
SZNRERNAESBITEAENRERL, N85 RBE
LSRR,

2.2.2 RFEHE ThaBK: BEEZSHERIGSEKES—
B, SRIFSHNEBARRRERFNSS, HhThJBE®KM
FENIREBRFENNE, ThEENIEEHEFREER
RAUMARMER, Th2RNERIFENREASBURRE
B9, 2 Bk R A AR SR A B R BB AR SR R B BT LURR AT X LE R 38
EF, HBEBEEThARNARET", ThoammEssEs
MR FIL-4. 1L-13. IL-5. IL-31. IL-33. OX40F10X4082{K

12 -

(OX40L)M LA %X, HAIL-4FIL-138IARETh2 R & i
FERAR, WERAELLKFINGINXBAREF, XL
MREAFEEPERPRAELE, ERAKFEFSHERN™E
BEMAXY, —AE, IL- 4FIL-139] LUEE BRR IR IER IR
BERPARSMUEBWFLG. LORMAZEHA(INV)MRIX, ME
B RENRFNENSHBRNALERE". Z—HE, ©
I ERTFBAM, BSIgERFMRE, HAFTh2HEY,
IL- 13RI AEME-ERREEZR, REEKIEKES
T, SHERELNEELKRT,

Th17/1L23%: Th17/IL23MZ2EBHRETNEEL S,
A, EEEEFRAEPERNN—LEZREPURIIERS
MITh17/IL231M " SRR RARKAL, B RT R
ERBFThITHNMABE TS F(MIL-17A, 1L-12/23p40F]
IL23p19. CCL20. PI3/Elafin. calin-2)fy&ix £, 1L-23
BUETh1THRE, Th174HEEIARERARTEAMP, FHiE
SEIL-1THIIL-22 B FREE ", IL-17R11L-22588 FIEFLGHE
T AEMHREEEERNERRNEREDES, NMSHE
RN FERFNALRE, SATRRPRNSE,

Th224h: Th22HBEZES5 T BEEZ ARG, Th22
MEFMTC22MAMEEBURIER, SEESRAMLL, £82E
MEREARHEES"Y, 2aMMEHRRETSRIRNRE
BEKERIL-22", Th22BREECERIN R D E B R



JOURNAL OF RARE AND UNCOMMON DISEASES, NOV.2025\Vol.32, No.11, Total No.196

BEREMRRREPRIET XBIEMR. Th22AB~%IL-22,
IL-22B S ER T AREMAHE, MEEDK, RFRELIE
4, W1 Bk K AR fO R RS ThaE ER R,

IL-1: IL-1R—MERAREF, EAXRERPEEZ
OERY, ILIRKEEEIFMAREF. IL-1a. IL-1B. IL-
1Ra(IL-1Z 4k $EHA) . 1L-18. 1L-33. IL-33. IL- 36a. IL-
36B. IL-36y. IL-36ra. IL-37F1IL-38 o IL-1afIL-1PRE/E
FAXRGBRANMAT LN, B1F MM B ZAm",
IL-1IRaF FEAEBSIL-1R1ZES, BIEIL-1aHIL1RESES
MAEMRIER. IL-1TERBKPRERE, IL-1RaHMIL-12]8]
NFEEELFRERSHREE, REMERER, SEERE
. ERMBRMERE, SEEDILIFRANENEXY, 1t
5%, THIAK-STATIESER. RBHEAE(IGE). BB
f54(PDE4). FEEBEZRAERRAAFEH S ELHNARNEIHEX,
223 1z BAEPHNISHEEREIRARIINEEZNRSE,
EEFANRERE: MI3E. BME(WERKZE. P
fkim. EEREMEE). RELF, i, EERMAIRETA
FHEAENIHER, REKECESEENMHENZH TR, &
ENTIREHRRENTS, REEFEEHREMERNEKR
MERERE. REFRES,

224877 ATRRATEPHNEMEIERRRER. BEKIE,
HIHE R, AT ARAUREEENEKERNRETEIE
E#HTMEMERE, SRMNBEREMRIEY: MR, FET.
AN, AYaT TESEENAEREEE, ERTREXR
ENEE, ERTEEFENREELZS, FESEMREREIDE
Fl, M= EEAE. WERRAILEF. REBMARLGTLL
BENRERER, I URSRKTE, NERKRREI
B, &R, HUMIERTEEBUVB. REKTE.
225 BRE BAEPHNAFRIGINRERTRBNAGEEFS
KRz, RRNARAEEPEUT/ANAE: (1)57FM
BERR: #—PRRFRIPHNEFZEMMNSRERAEX
WA FHE, LIBRELZRNG. 2)EMITEMHNEIR: I
WHRNEMTSY), BBTRAZHIATEN. 3)MEK
AT ETEENEEFESNREEEREHME, AXEMD
KRBT RIS, (4)FAT HENA L. BREMNAYAETT
FiE, SNSBMAFTE R B Rk R Z s E M,

2EXH

[1]Jacobsen AA,Tosti A.Trachyonychia and twenty-nail dystrophy:a
comprehensive review and discussion of diagnostic accuracyl[J].
Skin Appendage Disord, 2016, 2 (1-2): 7-13.

[2]Sehgal VN.Twenty nail dystrophy trachyonychia:an overview[J].]
Dermatol, 2007, 34 (6): 361-366.

B1H#AF, ADNF. T FEXRIBRARARII].FEXAE
%,2016,25(08): 112-115.

AlER, fe, A, . FHELELCBRTEAMESHEW I LxXFE
25,2022, 41 (05): 536-538.

[5]Roesner LM, Zeitvogel J,Heratizadeh A.Common and different roles
of IL-4 and IL-13 in skin allergy and clinical implications[J].
Curr Opin Allergy Clin Immunol, 2019, 19: 319-327.

[6]Seneviratne SL,Jones L,Bailey AS,et al.Severe atopic dermatitis is
associated with a reduced frequency of IL-10 producing allergen—
specific CD4+ T cells[J].Clin Exp Dermatol, 2006, 31: 689-694.

[71Howell MD,Kim BE,Gao P,et al.Cytokine modulation of atopic
dermatitis filaggrin skin expression[J].J Allergy Clin
Immunol, 2009; 124: R7-R12.

[8]Metwally SS,Mosaad YM, Abdel-Samee ER,et al.IL-13 gene expression
in patients with atopic dermatitis:relation to IgE level and to
disease severity[J].Egypt J Immunol,2004,11:171-177.

[910h MH,Oh SY,Yu J,et al.IL-13 induces skin fibrosis in
atopic dermatitis by thymic stromal
Immunol, 2011, 186: 7232-7242.

[10]Czarnowicki T,He H,Krueger JG,et al.Atopic dermatitis endotypes

lymphopoietin[J].]J

and implications for targeted therapeutics[J].J Allergy Clin
Immunol, 2019, 143: 1-11.

[11]Gittler JK, Shemer A, Suarez-Farinas M, et al.Progressive activation
of T(H)2/T(H)22 cytokines and selective epidermal proteins
characterizes acute and chronic atopic dermatitis[J].J Allergy
Clin Immunol, 2012, 130: 1344-1354.

[12]Zheng Y,Danilenko DM, Valdez P,et al.Interleukin-22,a T(H)17
cytokine,mediates IL-23-induced dermal
acanthosis [J]. Nature, 2007, 445: 648-651.

[13]Gutowska—Owsiak D, Schaupp AL,Salimi M,et al.IL-17 downregulates
filaggrin and affects keratinocyte expression of genes associated
with cellular adhesion[J].Exp Dermatol, 2012, 21: 104-110.

[14]Nograles KE,Zaba LC,Shemer A,et al.IL-22-producing “T22”
T cells account for upregulated IL-22 in atopic dermatitis
despite reduced IL-17-producing TH17 T cells[J].J Allergy Clin
Immunol, 2009, 123: 1244-1252 e2.

[15]Ungar B,Pavel AB,Li R,et al.Phase 2 randomized, double-blind study
of IL-17 targeting with secukinumab in atopic dermatitis([J].J
Allergy Clin Immunol, 2021, 147: 394-397.

[16]Eyerich S,Eyerich K,Pennino D,et al.Th22 cells represent a
distinct human T cell subset involved in epidermal immunity and
remodeling[J].J Clin Investig, 2009, 119: 3573-3585.

[17]Abramovits W,Rivas Bejarano JJ, Valdecantos WC.Role of interleukin
1 in atopic dermatitis.Dermatol Clin[J]. 2013, 31:437-444.

[18]Netea MG,Nold-Petry CA,Nold MF,et al.Differential requirement
for the activation of the inflammasome for processing and release
of IL-1beta in monocytes and macrophages[J].Blood 2009, 113:2324-
2335.

[19]Yano S,Banno T,Walsh R,et al.Transcriptional responses of human

inflammation and

epidermal keratinocytes to cytokine interleukin-1[J].J Cell
Physiol, 2008, 214: 1-13.

(WfsHEA: 2024-09-08)
(RIF4meE: FHHUR)

+ 13



