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Increased TSLP and phosphorylated NF-kB expressions were observed in HD tissue samples
associated with reduced expression of phosphorylated Smad2/3 (an indicator of active TGF—
B signaling) and vice versa in posterior lumbar spinal fusion samples. The
pharmacological blockade of endogenous TGF- activity induced TSLP, but not MCP-1, IL-6
and MMP-3, expression. Endogenous TGF-b activity limits TSLP expression in intervertebral
disc tissue in the steady states via suppression of NF-kB. In occurring phase of HD, TSLP
production might be induced via NF-kB activation due to lack of endogenous TGF— 3 activity
by unidentified mechanisms, thereby eventually contributing to natural resorption of HD.
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(DEndogenous TGF-b activity limits TSLP
expression in intervertebral disc
tissue via suppression of NF-kB. Yong
Zhu, Tetsuro  Ohba. Arthritis &

Rheumatism (under review)



(Z D)
AR L
http://www. med. yamanashi. ac. jp/clini

cal/orthop/research. html

6. WFZTAHAK

(D) WFZEAEH

K5 #TEE (OHBA TETSURO)
ALK - AR B REE - Bh#
e &5 70456490

() WFFEor 3
mL

(3) HLHERFFEE
mL




