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Advances in Clinical Biomarkers Based on the Severity of Atopic Dermatitis

CHEN Wenli'?, HAN Dafei’, HE Guangwei?, CHU Zhaoxing?"(1.Anhui University of Chinese Medicine, Hefei 230012,
China; 2.Hefei Institute of Pharmaceutical Industry Co., Ltd., Hefei 230601, China)

ABSTRACT: Atopic dermatitis(AD) is a chronic inflammatory skin disease with heterogeneous characteristics. Different
treatment schemes are adopted according to mild, moderate and severe AD patients. It’s significant to precise determination of
the severity of AD for the proposal of treatment. Currently, the decision of severity still depends on scoring atopic dermatitis and
eczema area and severity index. It is challenging to accurately predict the outcome and recurrence of the ailment. In recent years,
research on clinical biomarkers of the severity of AD has made some development. The research mainly focuses on
chemokines(such as CCL17), interleukins(such as IL-31, IL-17), etc. From the perspective of the relationship between
biomarkers and the pathogenesis of AD and the degree of severity, the research progress of related markers is summarized, and it
is hoped to provide a certain basis for clinical diagnosis and treatment.

KEYWORDS: atopic dermatitis; biomarkers; severity; CCL17; IL-31; IL-17
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BRAE, FERE T EEIESMARGHE 55, MR AN | KIEERANARIRYT s HERE R A

EEWB: “EAHAAIH" HERHHEEKLT(20122X09401006)
EEGMN: BoCH, &, Wit E-mail: 781101246@qq.com BIEEE kWM, B, ML, RIEEE, BT E-mail:
chuzhaoxing@163.com

-1762 - Chin J Mod Appl Pharm, 2022 July, Vol.39 No.13 P E R FH22 2022 4E 7 A 39 45 13 11




GEGPEMIR . MR BUMR | BT R i b
SO RILEINR AR FD ., A AD R E R
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W, i R B U0 BT B IR 97 ROR W 2 A =
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AD AR 0 HERR PEAG AET XS B 24
SEGARIGYT R OCHE, HATPEAG AD B3 HAR AN
Fabr LA GRS BT . MDSCORAD: Tl 7 6
Pl RAEIR . B A5 TE AR L B SR 3 B B S e
FIMENRE A ; QN2 1 U™ B FE i 45 B (eczema
area and severity index, EASI): ¥FAl 4 Filfs AORE IR
FEARTE AR, R SR FIBRAR 0, OUFHE
ARy MEIEN 6 20Tk B E S
DUHEAT BRTEMY, SR, WA RS @K
SR IEDE o0 PP ERE 6 DERAL 6 Rk
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PE L OMEAR S Z AR ;. ©LURE NS 10 82
e BEEHDN 1 RN RYRREE | BEERIR S K 0 S5
Frvfor, HeA WS, Horr, SCORAD 43 h H
$5d I 3 = i1 =1 R NG 1 I A (ER R Y )
Bt TIPS, ER A 2  1e
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2 EYIRREYD

HIA VE I A REZe T HERf OR[N ST e
TREEXT AD 7 HE AR B UhR o
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JR AL VI BAT B4 VA, A5 2l PR 5T
AISAIE, HA AR
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FLHE 43 CXC. CC. CX3C Ffl XC 4 4
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SEARTAAZANND . ECWEANM | wE IR MR i A i
BRI, S5 AD B Bk S s 1,
2.1.1 g iR AN TS AR 8 5 8 4k B (thymus and
activation regulated chemokine, CCL17) CCL17

P E AR 2 2022 4R 7 A5 39 5 13 1

J& CC FIEM R Z— , FHBA% 4 Mk T A% 9 AR 4
JL . PN B MR AR BOY AR T A, FRAER B
FATOE AR | I0AE P9 R A . T 4R A AR S8k 20
M bRk, 5B TFZ K CCRA EHIHEEE
Th2 42 5 R M

TEAEERE MG, CCL17 K FBEE AR IR K
SRR, 2L CCL17 /K&, G
I B I TR AR (6~12 H 2240 )L<1 367 pgrmL~';
1~2 % JL # <998 pgmL™'; 2~15 % JL #
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JL(O~1 B F7KF: 3017 pg-mL—t; 2~5 2 F-HK
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— TR 2 NS B A RSB EE AD 1Y
R g b, BEM GG 12 F 5T
SCORAD P43 FIAHE R Tl e, S5IEZeAH L,
2596097 I5 SCORAD 143 B & FEAIK, [MIIF CCL17
RIEACF AL, 458 48R, CCL17 BT A]
IV T AD ™ SR B A AT, A nT LU 67 0
() P4y AV T 73 S 155 000 g DRI L4
2.1.2 HAbEafeH 7 ErEgnar A ma b e
(macrophage derived chemokine, CCL22)F1FZfk T
AR R 5| #E A F-(T cell-attracting chemokine ,
CCL27)5 AD Wy s E WA YIAC, CCL22 &
CC BafL IR F RG22 —, 1 E W2 AR 24k
32 B A W W SRR 7 A 7R AD B
IR I AL R4, Wk Th2 AU A+
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AD ¥ CCL22 Fl CCL27 /KF#5 SCORAD
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