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Introduction Overview

Spinal cord injury(SCl) is a devastating disease which may cause _

permanent damage to motor and sensory function.
Inflammatory cytokines are released post-trauma which regulate many Glial cells
other mechanisms in response.

Glial scarring is formed in response to the inflammatory conditions and
consists of reactive astrocytes which impede regeneration.

In humans, it is unclear whether glial scar formation occurs by the same

mechanisms as in animals. I.L—6 TﬁF-a
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Objective: Assess the inflammatory response of human spinal cord glial 96 well plate

cells in vitro .
Hypothesis: Human glia will upregulate reactive astrocyte formation and

astrogliosis in response to inflammatory cytokines. Bench-side analysis EEEEEEEE————ESESSSSSSSSSSSSSS———) Bedside mechanism
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Inflammatory cytokines do not have any

effect on astrocyte differentiation and * - P<0.05 mIL-6 WmMTNF-a mTGF-b BMP-4 m SFM
minimal effect on proliferation.
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