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Effect of Water Extract of Aconiti Lateralis Preparata Radix on Lung Injury
in LPS-induced Septic C57BL6 Mice
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Objectives: TSepsis and subsequent acute lung injury (ALD is a critical state of health caused by infection or
endotoxins. This study was conducted to evaluate the effect of Water Extract of Aconiti Lateralis Preparata
Radix (AR) on lipopolysaccharide (LPS)-induced sepsis in C57BL/6 mice.

Methods: Male C57BL/6 mice were intraperitoneally injected with LPS to induce sepsis and ALL AR was orally
fed twice at 30 min and 180 min after LPS injection. At 24 h post injection, mice were sacrificed,
bronchoalveolar lavage fluid (BALF) and blood was collected, and lung tissue was harvested. Hematoxylin and
eosin staining was performed in lung tissues, wet/dry ratio of the lung tissue was measured, and the serum
cytokine and chemokine levels were analyzed.

Results: AR revoked the LPS-induced pathological changes in lung tissues, such as abnormal histological
structures, immune cell infiltration and lung edema. Also, AR suppressed the neutrophil infiltration into the
lung which was greatly increased by LPS injection based on the cell content of collected BALF. Serum
cytokines and chemokines were measured, and AR reversed the LPS-induced increase of cytokines such as
interleukin 1 beta, interleukin 6, tumor necrosis factor alpha and chemokines including C-X-C motif
chemokine ligand 1 and 2.

Conclusion: TAR showed a protective effect in the pathological progress of LPS-induced ALI Especially, AR
suppressed lung edema and infiltration of neutrophils by inhibiting cytokine and chemokine expressions. Such
results demonstrate the potential of AR as a therapeutic agent for sepsis and sepsis-induced ALL
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(A)

Figure 1. Effect of AR on lung injury in LPS-induced septic mice. (A) H&E staining was performed to analyze
Images are viewed under a regular light microscope
(magnification x100). (B) After the lung tissues were harvested, the wet weight was measured. Then, the tissues
were placed in an incubator at 60°C for 48 h to obtain the dry weight. Wet/dry (W/D) ratio was calculated by

the histological changes in lung tissue of mice.
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dividing the weight of wet lung tissue to dry lung tissue. “p<0.05 vs. Control group.
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Figure 2. Effect of AR on neutrophil
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infiltration in the lung of LPS-induced septic mice.
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Bronchoalveolar lavage fluid was collected, collected cells were spun down and stained to verify the cell
type and numbers (magnification %200, scale bar 100 um). (B) Neutrophil count was performed in 3
different slides. *p<0.001 vs. Control group; p<0.05 vs. LPS group.
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Figure 3. Effect of AR on serum cytokine and
chemokine levels in LPS-induced septic mice.

ELISA was performed to verify the serum levels
of (A) IL-1B, (B) IL-6, (C) TNF-a, (D) CXCLI1
and (E) CXCL2. *#p<0.001, **p<0.0001 vs.
Control group; "p<0.05 vs. LPS group.
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