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Abstract

AARTHEECHFTEECS T2BMIEANL AOBEEZREL., MER{LEIT&H S N-acetyl cysteine
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In this study, we investigated the involvement of oxidative stress (OS) in ligament Flavum (LF)
hypertrophy and whether the antioxidant N-acetyl cysteine (NAC) is effective in LF hypertrophy. A
positive association was found between 8-OHdG or TNF-a expression and cross-sectional area of
LF, indicating that OS is accumulated in human LF. Flow cytometry analysis showed that H202,
buthionine sulfoximine (BSO), and TNF-a treatment significantly increased intracellular reactive
oxygen species in primary LF cells. NAC inhibited the induction of LF hypertrophy markers by OS
or TNF-a in a real-time reverse transcriptase polymerase chain reaction and enzyme-linked
immunosorbent assay. Western blotting analysis indicated that p38, Erk, and p65 phosphorylation
were involved in intracellular OS signaling in LF cells. In conclusion, our results indicated that OS
could be a therapeutic target for LF hypertrophy. NAC may have potential as a therapeutic agent
against lumbar spinal canal stenosis.
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In this study, we investigated the involvement of oxidative stress (0S) in
ligament Flavum (LF) hypertrophy and whether the antioxidant N-acetyl cysteine (NAC) is effective in
LF hypertrophy. A positive association was found between 8-OHdG or TNF-a expression and
cross-sectional area of LF, indicating that OS is accumulated in human LF. Flow cytometry analysis
showed that H202, buthionine sulfoximine (BSO), and TNF-a treatment significantly increased
intracellular reactive oxygen species in primary LF cells. NAC inhibited the induction of LF
hypertrophy markers by 0S or TNF-a in a real-time reverse transcriptase polymerase chain reaction
and enzyme-linked immunosorbent assay. Western blotting analysis indicated that p38, Erk, and p65
phosphorylation were involved in intracellular OS signaling in LF cells. In conclusion, our results
indicated that 0S could be a therapeutic target for LF hypertrophy. NAC may have potential as a

therapeutic agent against lumbar spinal canal stenosis.
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