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WFFER B OB (#£3C) : We administered epigallocatechin gallate (EGCG) to MRL-Fas"® mice from
age of 8 to 16weeks and examined suppressive effects of EGCG on autoimmune sialadenitis. Our results
demonstrated that the rate of sialadenitis accompanied with tissue destruction decreased in
EGCG-administered mice by 70% relative to EGCG-non-administered mice. The protective actions of
EGCG were ascribed to expression of heme oxygenase-1 and Bcl-2 which was enhanced by EGCG.
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D Keichi Saito, Shiro Mori (it 2 4 )
Epigallocatechin  gallate  inhibits  oxidative
stress-induced DNA damage and apoptosis in
MRL-Fas™ mice with autoimmune sialadenitis
via upregulation of heme oxygenase-1 and Bcl-2.
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syndrome-like  autoimmune sialadenitis in
MRL-Fas®™  mice is associated  with
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receptor-related protein (GITR) ligand and
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(®Shiro Mori (4 44) Mouse model of lympho
node metastasis via afferent lymphatic vessels for
development of imaging modelities. Plos One 8:
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@ Keiichi Saito ., Shiro Mori (fth 2 %)
Epigallocatechin gallate  disturbs thymidine
glycol formation induced by oxidative stress in
Sjogren’s syndrome-like autoimmune sialadenitis
of MRL/Ipr mice. Interface Oral Health Science
2011 153-155.  (FHilE

®Shiro Mori(fth 4 44) Evaluation of antitumor
effects following tumor necrosis factor-alpha
gene delivery using nanobubbles and ultrasound.
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©® Shiro Mori (fth 7 4 ) Volumetric and

angiogenic evaluation of antitumor effects with

acoustic liposome and high-frequency ultrasound.
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