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Research progress on pharmacological action and clinical
applications of bee venom phospholipase A,*

Wang Hua, Liang Zhe-long, Li Dong-xing
(Department of Anesthesia, Affiliated Hospital of Yanbian University, Yanji, Jilin 133002, China)

Abstract: Bee venom is a significant bio-medical resource, and its core component, secretory Group III
phospholipase A, (sPLA,-III), exhibits complex biological functions. It acts as both a primary allergen triggering
Type I hypersensitivity reactions and a pleiotropic molecule with broad-spectrum pharmacological activities. Recent
studies have revealed that bee venom sPLA, exerts its effects in vivo through two distinct modes: enzyme activity-
dependent and -independent (ligand) pathways. Its core mechanism lies in its potent immunomodulatory and anti-
inflammatory effects, achieved by inducing the differentiation of regulatory T cells (Tregs). This has shown
therapeutic potential in models of autoimmune diseases, neurodegenerative disorders, and organ damage.
Furthermore, it possesses various other pharmacological activities, including anti-neuronal injury, anti-tumor, and
anti-infective properties. This review systematically summarizes the molecular characteristics of bee venom sPLA,,
its immunomodulation-centered pharmacological actions, and the latest progress in its clinical application research,
aiming to provide a theoretical reference for the future translational studies of this molecule.
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No B MR BERR K RGO P . 1 RE TTsPLA,
R4 S PR K BN 737 sn—2 107 b BTG 6 , 7 A 5 1L
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TR N A B S R A AN, 14 E MsPLA, 1) Tl &b
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VPR FVBLAMCPE S5 PR 2 ) 2B 90 i e 24 i i
T, TG T 75 AR Bl 2295 TL—18 /K - T T3 B OXA FIr 2
R EZY P2 3 L
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U6 75 T sPLA, 9 7 IfiL 05 1 38 55 T e 75 v 1) e 25
JUK 33— AV A A5 R R T 8 Ay L PR I R e A
P RRAR T A N . BLAL , 7E A IR AR SR
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4 &E sPLA, MG KL A
BT LR 2 BE I 9T I sPLA, 75 22 Fp B o
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Z R

multiple sclerosis

TR S S BER T

allergen Immunotherapy

TR 5

atopic dermatitis

Bk RERE AL

high—density lipoprotein, HDL

low~density lipoprotein, LDL
RHENEEN |
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