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Activation and excretion of TNF-« and IL-1 of astrocyte of spinal cord stimulated
by SP
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Abstract; Objective To explore the influence of SP on the activation and excretion of TNF-a, IL-1B of
astrocytes of spinal cord. Methods After the astrocytes of spinal cord had been cultured in vitro and stimula-
ted by 107, 10", 1077, 10 " mol/L SP for 12 h, or 10" mol/L SP for 0, 24, 48, 72 h, the GFAP expres-
sion was investigated by RT-PCR and Western blotting, TNF-a and IL-13 by ELISA. The astrocytes cultured in
serum-free medium only containing ITS served as control. Results SP (10 "mol/L) promoted the expression
of GFAP mRNA and protein in experimental astrocyes of spinal cord gradually on the time range of 0 —72 h with
marked difference with control (P <0.01). SP caused a concentration-dependent (10" =10 ~° mol/L, 12 h)
increase of TNF-a, IL-1B excretion with marked difference between the experimental and control (P <0.01),
except for 10 ~° mol/L SP, which caused no obvious difference of 1L-1 excretion. Conclusion Stimulated by
SP, the astrocytes of spinal cord could he activated and excreted more proinflammatory cytokines such as TNF-
a and IL-1B, which indicated that the chronie surrounding pain might result in the inflammation and pain of
spinal cord with the transduction of transmitter SP.
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