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Abstract: Behget's syndrome (BS) is a rare chronic immune/inflammatory disease characterized by recurrent
oral aphthous ulcers and a variety of other systemic manifestations that can lead to many severe complications and
even death. The exact pathogenesis of BS has not yet been fully elucidated. However, in recent years, several studies
have identified neutrophil hyperfunction and enhanced chemotaxis as important components of the pathogenesis of
BS. In this paper, the latest research progress on the involvement of neutrophil in the pathogenesis of BS is
reviewed from three aspects: namely neutrophil hyperactivation, the release of neutrophil extracellular traps NETs
(NETs), and the generation of excess reactive oxygen species (ROS), aiming to provide a theoretical basis for the
pathogenesis and clinical diagnosis and treatment of BS. Furthermore, based on the key role of neutrophils in the
disease process of BS, this paper also reviews the progress of research on neutrophil-targeted drug delivery systems,
to provide a reference for the targeted regulation of neutrophils in treating BS.
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Figure 1 In Behget's syndrome (BS), reactive oxygen species
(ROS) are released by different cell types and mainly by neutro-
phils through a NADPH-oxidase dependent mechanism. Proteins
represent the main ROS targets. In this context ROS can exert
deleterious effects on fibrinogens, affecting their biological activity
upon oxidation. Fibrinogen oxidation leads to significantly marked
fibrinogen secondary structure alterations and hence a more throm-
bogenic clot with a tight network characterized by thin fibrin fibers
that resulting in more resistance to plasmin-induced lysis. Adapted
from Ref. 36 with permission. Copyright © 2019 Giacomo Emmi,
Matteo Becatti, Alessandra Bettiol, Giilen Hatemi, Domenico

Prisco, Claudia Fiorillo and Frontiers Media SA
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FIRR IEAL I s /N BRI R 2R K, S /N BRAF TS
Chu 27 i 5 7 Hit CD11b 470 & %% 4 19 NPs (NPs-
CD11b) # [ o Pk 240 ff, 5] B 38 S B /R A 3
PR A A P i 98 U5 868 77, AT A5 NPs-CD11b i

FARLFIBE T -
3.2 MK R IE R G AR RRIATT
PEIR

IR PR 7 2 A AR 2 R R R B TR — 2R
T, H TR 5 K 52 %, A% SR FRD A0 AL ) e DA
B, LA K 32 BIHLAR B 5 A7 42 1f) BBB X — [ £ (1 fR ],



- 2172 - 22224 Acta Pharmaceutica Sinica 2025, 60(7): 2167-2177

Glioma

NE isolation
Surgical
tumour
removal

Inflammatory
signals
amplification

NEs

SPC/Chol/

HG2C
s, l £8
s > S
Ly ER
s & o X
Q55 )
= PTX Ea

PTX-CL

Brain-
tumor
targeting

PTX-CL/NEs

Enhanced suppression on glioma
recurrence

Figure 2 Schematic design of NE-mediated anticancer drug
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