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Lymphatic vessels acquires inflammatory abilities
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In this study, we aimed to examine if impaired I%mphatic function may
contribute to the pathogenesis of increasing blood pressure. In SHR lymphatic vessels, we found that
endothelial activity of lymphatic vessels is functionally impaired with the development of
increasing blood pressure, which is mediated through increased oxidative stress via the p38
MAPK/NADPH oxidase 2 pathway. These results suggest that the impaired lymphatic endothelial function
may contribute to the pathogenesis of hypertension Hypertension 2020 . We also found that
Streptococcal streptolysin O causes vascular endothelial dysfunction and leads to increased blood
pressure, which is mediated by PKCbeta-induced phosphorylation of the eNOS inhibitory site through
TLR4 interaction. These results suggest that streptolysin O/TLR4/PKCbeta signaling may be a novel
risk factor for the development of hypertension J Pharmacol Exp Ther 2021 .
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Increased Blood Pressure Causes Lymphatic Endothelial Dysfunction via Oxidative Stress in 2020

Spontaneously Hypertensive Rats

Hypertension 598-606
DOl

10.1161/HYPERTENSIONAHA.119.14636

Masashi Mukohda, Sho Nakamura, Kosuke Takeya, Akira Matsuda, Takanori Yano, Mihiro Seki, Risuke 379(2)

Mizuno, Hiroshi Ozaki

Streptococcal Exotoxin Streptolysin O Causes Vascular Endothelial Dysfunction Through PKC (3 2021

Activation

J Pharmacol Exp Ther 117-124

DOl
10.1124/jpet.121.000752

8 0 2

Masashi Mukohda, Toshiyasu Matsui, Risuke Mizuno, Hiroshi Ozaki

Lymphatic Contraction Was Enhanced in Spontaneously Hypertensive Rats
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