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Abstract

Atopic dermatitis (AD) is a chronic, relapsing inflammatory skin disease characterized by eczematous
lesions and intense pruritus. Its pathogenesis involves epidermal barrier dysfunction, type 2 im-
mune activation, neuroimmune dysregulation, and microbial imbalance. Conventional topical ther-
apy and systemic immunosuppressants may be limited by inadequate efficacy, long-term safety con-
cerns, or poor adherence in patients with moderate-to-severe disease. With advances in under-
standing AD endotypes, monoclonal antibody-based biologic therapies have become an important
component of systemic treatment. This review summarizes clinical evidence for representative bi-
ologics targeting the shared IL-4/IL-13 pathway, selective IL-13 signaling, the IL-31 itch pathway,
and the 0X40/0X40L T-cell co-stimulatory axis, including dupilumab, tralokinumab, lebrikizumab,
nemolizumab, rocatinlimab, and amlitelimab. Particular attention is given to limitations of previ-
ous studies, including a lack of direct head-to-head comparisons, uneven long-term and real-world
safety data, limited evidence in special populations, heterogeneity of outcome measures, insuffi-
cient validated predictive biomarkers, uncertainty regarding switching or discontinuation strate-
gies, and inadequate health-economic evidence. Taking “comprehensive benefit-precision treat-
ment” as the analytical framework, this paper compares the clinical characteristics of biologics with
different targets from multiple dimensions, sorts out feasible patient stratification pathways, con-
ducts comparative analysis combined with quantitative results of network meta-analysis, real-world
data and RCT data, and analyzes the practical dilemmas of current clinical decision-making. Current
findings indicate that biologic therapy for AD is moving from broad type 2 blockade toward multi-
target and stratified treatment. However, robust evidence remains insufficient to determine which
biologic is optimal for a given patient and how treatment should be adjusted to achieve durable
disease control. Accordingly, this review formulates a central research question focused on the com-
parative overall benefit of biologics with different targets and the evidence required to support in-
dividualized long-term treatment decisions.
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Table 1. Comprehensive benefit characteristics of biologics with different targets for atopic dermatitis (qualitative and semi-
quantitative evaluation)
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75 LB S AR A Bt e S TR A XS dupilumab SE5E, Z9W05ralfi R . KEE4 R E
A IEF IR TIR R Bosh, GaTs> U810 TIAR PR i Ll i BT AR Ak IL-13 FH
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PEASS), X AdREe s A n) o [ LSRG R S A HERS TR 08 . VU R S5 Rfe e e “ ARAVE 3 A
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SRR RUEP AR ZG7E EAST hBR, AT RETEACRICEE . JRIFELEM . 205 29N 8 2 i 77 THD 22 57 9
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FREHEE 0 ? @ F#s. PR, SHOWR. BREIRIT . FE% ™ E R s AR SRS AN [F) A 4 )
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AD AEWHIFI PR R FE U T AR AD KKV S i e T R . MBS, dupilumab
AL T B AT B SRS I U s tralokinumab & lebrikizumab EB] 7% TL-13 BHWT I RAN B 5
nemolizumab W& AN 22 S s il B4 Ak N r] T FEE & ;. rocatinlimab 5 amlitelimab WFEHF 53— 5 H#E#HE T
YRS g i 2 (3] [6]-[11]. XL ULEH AD J677 IE#E N 2 88 55 A7 BT AR

B2, ZEEINIFAZER TIRKRECA R i MR, 422535 n] ik B4 w6 A 2 28
B, R A 0 1) R AR T R SR S RV TR RS . KAtk B AHE. JRTT
FREete . 7 B3 SR S5 BT A 2 [ el BT . B X% Meta 43 AT L S S 90 L 40 T ] 503K 2 1)
A, R APEFAM>  BRI0 S  RD IE E f  UT BR AE A SR BE[13] [15]. BRlt, RSRRAR eI R B A 4
— O R K E LB T 2 O B S FLATREYE BN B DL K LA R 4y 2 9 H bR T 7T, SR
It Treat-to-Target MEZLAGERAE VPN 5 B 45 MG . WA Y “ZWHLH] - BEREY/WNRE - BN
% - KSR eI SUESLIER EERT, AD AEWIHIFIGTT A BRI IE A “H ARk W m AR AEHY H
WEHIEL” .
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