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Study on Anti-inflammatory Activity and Mechanism of Compound 2-6-H-5-B from Eurotium Cristatum

XU Yanming!?, HUANG Yimin'!, SHI Jie’, ZHOU lJieling!, ZHOU Hongyan', PU Hong'}, HUANG Yong?®,

LIU JianXinl*(l.School of Pharmaceutical Sciences, Hunan Province Key Laboratory for Antibody-based Drug and Intelligent
Delivery System, Hunan Provincial Key Laboratory for Synthetic Biology of Traditional Chinese Medicine, Hunan University of
Medicine, Huaihua 418000, China, 2.College of Jiamusi, Heilongjiang University of Chinese Medicine, Jiamusi 154007, China;
3. Xiangya International Academy of Translational Medicine, Central South University, Changsha 410013, China)

ABSTRACT: OBJECTIVE To study the effects and mechanisms of anti-inflammatory of benzaldehyde derivatives
(2-6-H-5-B) derived from Eurotium cristatum in lipopolysaccharide stimulated RAW264.7 cells. METHODS RAW264.7 cells
were pretreated with benzaldehyde derivative(compound 2-6-H-5-B)(25, 50, 100 umol-L™!) and postive control drug
dexamethasone(0.5 umol-L™) for 1 h, then cells were treated with 100 ng-mL"! lipopolysaccharide for 24 h except control group.
The nitrite concentration in the culture medium was measured as an indicator of NO production by the Griess reagent according
to the manufacturer’s protocol. The expression levels of TNF-a, IL-6 and MCP-1 in the cultured supernatant were detected by
ELISA kits, and the protein expressions of AMPK, NF-kB and MAPK signaling pathways were analyzed by Western blotting.
RESULTS The expression of pro-inflammatory cytokines, including TNF-a(P<0.01), IL-6(P<0.01) and MCP-1(P<0.01), as
well as the production of NO(P<0.01 or P<0.05) were inhibited by compound 2-6-H-5-B. Further mechanism studies showed
that 2-6-H-5-B failed to inhibit the activation of NF-kB and MAPK signaling pathways, but increased the expression of p-AMPK
significantly. CONCLUSION The 2-6-H-5-B is a potential anti-inflammatory drug, and its anti-inflammatory activity may be
related to the activation of AMPK pathway.

KEYWORDS: benzaldehyde derivatives(2-6-H-5-B); Fu Brick Tea; FEurotium cristatum; anti-inflammatory; RAW264.7
macrophages
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Fig. 1 Chemical structure of compound 2-6-H-5-B
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Fig. 2 Effects of compound 2-6-H-5-B on viability
RAW264.7 macrophages( X s, n=3)
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Fig. 3 Effects of compound 2-6-H-5-B on the NO production(A) and iNOS protein expression(B) in LPS-activated RAW264.7

macrophages( X = s, n=3)

Compared with the control group, 'P<0.01; compared with the model group, ?P<0.05, »P<0.01.
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Fig. 4 Effects of compound 2-6-H-5-B on the TNF-a, IL-6 and MCP-1 release in LPS-activated RAW264.7 macrophages( X + s, n=3)
Compared with the control group, "P<0.01; compared with the model group, 2P<0.01.
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Fig. 5 Effects of compound 2-6-H-5-B on the NF-kB and MAPK signaling pathways activation in LPS-activated RAW264.7

macrophages
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Fig. 6 Effects of compound 2-6-H-5-B on the AMPK signaling pathway activation in RAW264.7 macrophages(x £ s, n=3)

Compared with the control group, VP<0.05.
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