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Cardiovascular disease, especially myocarditis and cardiomyopathy are a 
leading cause of mortality in human medicine, and new therapeutic options 
are in high demand. Recently, autoimmune myocarditis has been reported as
one of the etiologies of dilated cardiomyopathy. For development of new 
treatment and/or early diagnostic methods, elucidation of the causes and 
mechanisms of the disease is vital. In this study, we aimed to establish a primate
model of experimental autoimmune myocarditis (EAM) using three 
cynomolgus monkeys. For this, monkeys were given an intradermal injection
of plain myosin mixed with IFA on the medial aspect of the thigh to stimulate 
an immune reaction. One monkey, to serve as a control, was injected with OVA. 
Cardio-specific examinations, including echocardiography and other 
evaluations were performed pre-injection and at several weeks after the 
injection. We confirmed the symptoms of myocarditis and progress of the 
medical condition after second injection. Lastly, we conducted 
clinicopathological examinations of all the monkeys, which revealed that the
immunized monkeys showed notable increases in cardiac hormone levels, 
ECG abnormality, ventricular dilation. In pathologically, there was cardiac 
fibrosis and cardiomyocyte deficiency. These findings mimicked human 
myocarditis and cardiomyopathy. In conclusion, we established a nonhuman
primate model of EAM. Several pathological changes were observed, as with
human EAM, suggesting that this model of EAM in nonhuman primates could
be a useful model for the human disease.
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Sinensetin is one of the polymethoxyflavones and has beenidentified to have
beneficial effects like anti-inflammatory and anti-cancer. However,the 
molecular pathway of sinensetin on its anti-cancer effect is not fully 
investigated.To confirm the cytotoxicity of sinensetin in human hepatocellular
carcinoma, weperformed MTT assay on HepG2 (human liver cancer cell) and
Thle2 (human liverepithelial cells). Sinensetin significantly showed cell death
in HepG2 cells,but not cytotoxic to Thle2 cells and it does not induce cell death
by apoptosis or cell cycle arrest. According tothe results obtained by TEM 
assay and AO staining, sinensetin inducedautophagic vacuolization and 
produced acidic vacuoles. The immunoblottingresults showed that p53 
protein level is downregulated in sinensetin-treatedHepG2 cells. The 
expression of p53 is related toAMPK-mTOR pathway. Similarly, Sinensetin
treatment up-regulated p-AMPK, p27, and down-regulated p-mTOR. 
Prevention of p53 lossafter using MG132 and pifithrin- significantly induced
the decrease of p-AMPK level and increased the apoptosis-related PARP 
proteins level comparedwith only sinensetin treated with HepG2 cells. Further 
investigations ofsinensetin on p53-null Hep3B cells showed increased levels
of apoptosis markerssuch as PARP and Bcl-xL and autophagy proteins upon
treatment, suggesting thatsinensetin induces not only apoptosis but also 
autophagy in Hep3B cells. Overall,sinensetin causes autophagic cell death 
byp53 related AMPK/mTOR signaling in HepG2 cells. 
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Inflammatory diseases are an important health concern, and the growingrate
is on the rise worldwide. Artemisia iwayonogi,locally known as Dowijigi is
a perennial herb mainly found in Korea has beenused for treating various 
diseases. In this study, we investigated theanti-inflammatory effects of 
Dowijigi (DJ) flower extract in lipopolysaccharide(LPS) stimulated mouse 
macrophage (Raw264.7) cells. Cell viability was assessedusing MTT assay, 
the production of nitric oxide (NO) and prostaglandin E2(PGE2) were 
measured by Griess and ELISA assays. The expressionlevels of inducible 
nitric oxide (iNOS) and cyclooxygenase (COX-2) and 
pro-inflammatorycytokines, including tumor necrosis factor  (TNF- ), 
interleukin-6 (IL-6), andinterleukin- 1  (IL-1 ) were measured by western 
blot and RT-PCR analysis. Theresults showed that DJ could reverse the reduced
cell viability in LPS induced Raw264.7cells. The production of NO and PGE2

were found to be suppressed;the mRNA expression levels of TNF- , IL-6, IL-1
, COX-2 and iNOS were also significantlydecreased upon treatment with DJ 

in LPS-induced cells. Results of western blotindicates that DJ down-regulates
the expression of iNOS, COX-2, along with NF- Bproteins. In conclusion, 
these data demonstratesthat DJ has anti-inflammatory responses on 
LPS-induced macrophage cells by thesuppression of NF- B signaling 
pathway.
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Scutellarein(SCU), a flavone glycosides belongs to the flavonoids family 
present in Scutellaria baicalensis, has beenreported to exhibit antitumor 
effects in several cancers including gastriccancer. Though the mechanism of
Scutellarein-induced cytotoxicity effects havebeen documented but the 
proteomic changes that are associated with the cellularresponse to this 
compound were poorly understood. In this study, Comparativeproteomic 
analysis was performed to identify proteins associated withScutellarein 
induced cell death in two human gastric cancer cell lines: AGS andSNU484. 
Two-dimensional gel electrophoresis revealed differentially 
expressedprotein spots ( 1.5 fold, p < 0.05) a total of 58 and 43 protein spots
withsignificant alteration were screened for MALDI-TOF/MS analysis. In 
total, 41(AGS) and 31 (SNU484) proteins were successfully identified by 
MALDI-TOF/MS andGene ontology of these proteins revealed to be involved
in signal transduction,apoptosis, Integrin signaling, cell structural 
organization, and metabolism, consistent with multipleeffects of Scutellarein
on tumor cells. Notably, novel target proteins like,VINC, PK3CB, and CIP2A
are the commonly differential expressed proteins in boththe cell lines treated
with SCU and they were confirmed by immunoblotting. Insummary, this study
demonstrated that, comparative proteomic approach providesa broad-based, 
effective technique to identify protein expression profilechanges in response
to Scutellarein in gastric cancer treatment will lead tothe future clinical 
development of Scutellarein as novel therapeutic drug. 


