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[Abstract]  Objective: To investigate the regulatory effect of Xiaoginglong decoction on the apoptosis

mechanism of eosinophils (EOS) in rats with bronchial asthma. Method: Totally 50 SD rats were randomly divided
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into blank control group, model control group, Xiaoginglong decoction group, dexamethasone group, and Xiaoqinglong
decoction combined with dexamethasone group (combination therapy group), 10 rats in each group. Except for
the blank control group, after sensitizing rats with (OVA)Al (OH)-mixed liquid, asthmatic rat model was replicated
by atomizing and stimulating with OVA solution. Each group were administered corresponding drugs via continuous
gastric administration for 14 days. Immunofluorescence TUNEL staining was used to detect eosinophil apoptosis
in lung tissue, and enzyme-linked immunosorbent assay was employed to measure the levels of transforming
growth factor-B (TGF-PB), interferon—y (IFN—vy), interleukin-3 (IL-3), and granulocyte—macrophage colony—stimu—
lating factor (GM-CSF) in rat serum. Additionally, Western blotting was utilized to assess the expression levels
of sialic acid-binding immunoglobulin-like lectin-8 (Siglec—8), cysteinyl aspartate specific protease—3 (Caspase-3),
and eosinophil chemotactic protein (Eotaxin) in lung tissues. Results: The model control group exhibited EOS
infiltration and model control group showed lower apoptosis rates in lung tissues than blank control group (P<
0.05). The model control group showed lower Siglec—8 and Caspase-3 expression than blank control group (P<
0.05), while higher Eotaxin expression than blank control group (P<0.05). The model control group showed lower
serum TGF-B and IFN—y levels than blank control group (P<0.05), while higher IL-3 and GM-CSF levels
than blank control group (P<0.05). The infiltration of EOS in the lung tissue was reduced in the Xiaoqinglong
decoction group, dexamethasone group and combination therapy group, and the Xiaoginglong decoction group,
dexamethasone group and combination therapy group showed higher apoptosis rates than model control group
(P<0.05). The Xiaoginglong decoction group, dexamethasone group and combination therapy group showed higher
relative expression levels of Siglec—8 and Caspase-3 than model control group (P<0.05), while lower Eotaxin
protein expression than model control group (P<0.05). The Xiaoqinglong decoction group, dexamethasone group
and combination therapy group showed higher levels of TGF-B and IFN-vy in the serum, than model control
group (P<0.05), while lower levels of IL-3 and GM-CSF than model control group (P<0.05). The combination
therapy group showed the most significant improvement in rat indicators among all medication groups (Xiaoqin—
glong decoction group, dexamethasone group and combination therapy group). Conclusion: Xiaoqinglong decoction
may accelerate EOS apoptosis within asthmatic rat’s lung tissues through regulating pro-—apoptosis factors as
well as anti—apoptosis factors.
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